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EXPLANATORY NOTE

We currently operate as BridgeBio Pharma LLC, a Delaware limited liability company, or the LLC entity. On May 17, 2019, we formed BridgeBio
Pharma, Inc., a Delaware corporation, which is the registrant whose name appears on the cover of this registration statement, or the Corporation, as a
stand-alone entity. Prior to the completion of this offering, we intend to complete a series of transactions pursuant to which we will form BridgeBio
Pharma Merger Sub LLC, or Merger Sub LLC, an entity that will be a wholly-owned subsidiary of the Corporation. Merger Sub LL.C will be merged
with and into the LLC entity prior to the completion of this offering with the LLC entity being the surviving entity. As part of this merger, the
unitholders of the LL.C entity will exchange their units in the LLC entity for shares of common stock of the Corporation.

We refer to these transactions throughout the prospectus included in this registration statement collectively as the “Reorganization.” See
“Reorganization” for further detail regarding these transactions. On the effective date of the Reorganization, the members of the board of managers of
the LLC entity will become the members of the board of directors of the Corporation and the officers of the LLC entity will become the officers of the
Corporation.

Except as disclosed in the accompanying prospectus, the audited combined and consolidated financial statements for 2017 and 2018 and the notes
thereto and the condensed consolidated financial statements as of and for the three months ended March 31, 2018 and 2019 and the notes thereto and
selected historical consolidated financial data and other financial information included in this registration statement are those of the LLC entity and do
not give effect to the Reorganization.

Shares of the common stock of the Corporation are being offered by the prospectus included in this registration statement.
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The information in this preliminary prospectus is not complete and may be changed. We may not sell these securities until the registration statement filed with the Securities and
Exchange Commission is effective. This preliminary prospectus is not an offer to sell these securities and is not soliciting an offer to buy these securities in any jurisdiction where
such offer or sale is not permitted.

Subject to Completion, dated June 25, 2019.

Preliminary prospectus

20,000,000 shares

bﬁAge

Common stock

This is an initial public offering of our shares of common stock. We are offering 20,000,000 shares of our common stock to be sold in the offering. The
initial public offering price is expected to be between $14.00 and $16.00 per share.

Prior to this offering, there has been no public market for our common stock. Our common stock has been approved for listing on the Nasdaq Global
Select Market under the symbol “BBIO.”

We are an “emerging growth company” as defined under the federal securities laws and, as such, have elected to comply with certain reduced public
company reporting requirements.

Per
share Total
Initial public offering price $ $
Underwriting discounts and commissions(1) $ $
Proceeds to us before expenses $ $

(1) See “Underwriting (Conflicts of Interest)” for a description of the compensation payable to the underwriters.
We have granted the underwriters an option for a period of 30 days to purchase up to 3,000,000 additional shares of common stock.
Investing in our common stock involves a high degree of risk. See “Risk Factors” beginning on page 15.

Neither the Securities and Exchange Commission nor any other regulatory body has approved or disapproved of these securities or passed
upon the accuracy or adequacy of this prospectus. Any representation to the contrary is a criminal offense.

The underwriters expect to deliver the shares to purchasers on or about , 2019.
J.P. Morgan Goldman Sachs & Co. LLC Jefferies SVB Leerink KKR
Piper Jaffray Mizuho Securities BMO Capital Markets Raymond James

, 2019
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We and the underwriters have not authorized anyone to provide any information other than that contained in this prospectus or in any free writing
prospectus prepared by or on behalf of us or to which we have referred you. We take no responsibility for, and can provide no assurance as to the
reliability of, any other information that others may give you. We and the underwriters are not making an offer to sell these securities in any jurisdiction
where the offer or sale is not permitted. You should assume that the information appearing in this prospectus is accurate only as of the date on the front
cover of this prospectus. Our business, financial condition, results of operations and prospects may have changed since that date.

Through and including , 2019 (the 25th day after the date of this prospectus), all dealers that effect transactions in these securities,
whether or not participating in this offering, may be required to deliver a prospectus. This is in addition to the dealers’ obligation to deliver a
prospectus when acting as underwriters and with respect to their unsold allotments or subscriptions.

For investors outside of the United States: We have not, and the underwriters have not, done anything that would permit this offering or possession or
distribution of this prospectus in any jurisdiction where action for that purpose is required, other than the United States. Persons outside of the United
States who come into possession of this prospectus must inform themselves about, and observe any restrictions relating to, the offering of the shares of
common stock and the distribution of this prospectus outside of the United States.

i
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PRESENTATION OF NUMERICAL FIGURES

Numerical figures included in this prospectus have been subject to rounding adjustments. Accordingly, numerical figures shown as totals in various
tables may not be arithmetic aggregations of the figures that precede them.

FINANCIAL STATEMENT PRESENTATION

The combined and consolidated financial statements for the years ended December 31, 2017 and 2018 and the condensed consolidated financial
statements for the three months ended March 31, 2018 and 2019 represent the operations of BridgeBio Pharma LLC and its consolidated subsidiaries,
including its controlled variable interest entities. Prior to the completion of this offering, we will complete a series of transactions pursuant to which
BridgeBio Pharma, Inc. will succeed to the business of BridgeBio Pharma LLC and its consolidated subsidiaries, and the unitholders of BridgeBio
Pharma LLC will become stockholders of BridgeBio Pharma, Inc., as described under the heading “Reorganization.” In this prospectus, we refer to this
transaction as the “Reorganization.” We expect that these transactions will not have a material effect on our consolidated financial statements at the time
of the Reorganization.

ii
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PROSPECTUS SUMMARY

This summary highlights information contained elsewhere in this prospectus and does not contain all of the information that you should consider in
making your investment decision. Before investing in our common stock, you should read the entire prospectus carefully, including the sections
entitled “Risk Factors” and “Management’s Discussion and Analysis of Financial Condition and Results of Operations” and our combined and
consolidated financial statements and the related notes.

Prior to the completion of this offering, we will complete a series of transactions pursuant to which BridgeBio Pharma LLC will become a wholly
owned subsidiary of BridgeBio Pharma, Inc., a newly formed Delaware corporation. See “Reorganization.” Except where the context otherwise
requires or where otherwise indicated, the terms “BridgeBio,” “we,” “us,” “our,” “our company,” “the company,” and “our business” refer,
prior to the Reorganization discussed below, to BridgeBio Pharma LLC and its consolidated subsidiaries, including its controlled variable interest
entities, or VIEs, and, after the Reorganization, to BridgeBio Pharma, Inc. and its consolidated subsidiaries, including its controlled VIEs.

» « » « » «

Overview

We are a team of experienced drug discoverers, developers and innovators working to create life-altering medicines that target well-characterized
genetic diseases at their source. We founded BridgeBio in 2015 to identify and advance transformative medicines to treat patients who suffer from
Mendelian diseases, which are diseases that arise from defects in a single gene, and cancers with clear genetic drivers. Our pipeline of over 15
development programs includes product candidates ranging from early discovery to late-stage development. Several of our programs target
indications that we believe present the potential for our product candidates, if approved, to target portions of market opportunities of at least $1.0
billion in annual sales. We have four product candidates in clinical trials that, if positive, we believe could support the filing of an application for
marketing authorization. Two of these product candidates are in Phase 3 clinical trials, one is in a Phase 2/3 clinical trial, and one is in a Phase 2
clinical trial.

We focus on genetic diseases because they exist at the intersection of high unmet patient need and tractable biology. Our approach is to translate
research pioneered at academic laboratories and leading medical institutions into products that we hope will ultimately reach patients. We are able
to realize this opportunity through a confluence of scientific advances, including: (i) identification of the genetic underpinnings of disease as more
cost-efficient genome and exome sequencing becomes available; (ii) progress in molecular biology; and (iii) the development and maturation of
longitudinal data and retrospective studies that enable the linkage of genes to diseases. We believe that this early-stage innovation represents one of
the greatest practical sources for new drug creation.
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We believe we have developed a sustainable and scalable product platform that supports the continued growth of our company and the
advancement of our pipeline.

Product Platform Current Pipeline

Systematic disease mapping 15 programs targeting diseases at their source
World class R&D minds and capabilities Four Phase 2 or Phase 3 clinical programs
Partnered with leading institutions Focus on Mendelian diseases and targeted oncology
Focus on capital efficiency Small molecules, biologics, gene therapies
Best owner mentality &+ therapeutic areas
Continued growth Present value and
and terminal value near-term catalysts

Our Platform
Our platform is distinguished by several key elements:

*  World class discovery and development talent: Our team has previously submitted over 30 investigational new drug applications, or INDs,
and 15 new drug applications, or NDAs, in aggregate. Our operations are overseen by a Management Committee that is comprised of
renowned leaders in cancer and rare disease drug development.

» Disciplined approach to target identification and prioritization: We pair a systematic mapping of the genetic disease landscape with a
proprietary set of over 10 criteria to narrow our focus on diseases with attractive attributes for drug development. We look for diseases with
high unmet need and well-characterized mechanisms that present opportunities to address the root cause of disease.

* Opportunistic approach to drug candidate selection: We seek the best science and drug mechanisms of action, wherever they can be
found. We accept programs that meet our standards at any stage of development, and we are agnostic to therapeutic area. However, we only
pursue programs with treatment modalities that we believe are biologically suited to address the target disease.

* Focus at the level of each program: We maintain a decentralized structure wherein each program is housed in its own subsidiary. This
allows us to build a team of experts and specialists tailored to the needs of each program, and who are economically incentivized at the
program level. We enable our subsidiary leaders to make certain operational decisions outside of a centralized management hierarchy, as we
fundamentally believe that those operators who have the most intimate program knowledge are best positioned to make key operational
decisions.
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Operational efficiency: We aim to rapidly and decisively advance our product candidates to objective critical decision points. At each stage
of research, discovery or development, we direct resources toward the opportunities that we believe are the most promising, and we
discontinue programs that do not meet performance thresholds. We field a minimum viable team for each asset, with the goal of ensuring that
each program has sufficient personnel to fit its purpose while reducing excess overhead costs. We accomplish this by hiring the best talent,
centralizing and sharing certain support functions across various programs, and leveraging external providers where appropriate. This enables
us to minimize traditionally fixed costs at the program level.

Portfolio breadth and diversification: We have built a broad and diversified portfolio, with programs that vary across stage of development,
therapeutic category and modality. We believe that our programs are biologically uncorrelated, covering different diseases, different targets
and different modalities, such that the results of one program will not impact the development of others. Further, the breadth of our portfolio
mitigates the impact of failure of any single program. As a result, we can be objective about each of our programs and allocate capital
efficiently, delivering staged funding across our portfolio based on each program’s scientific merits.

Optimized ownership for each program: When we believe that we are best suited to continue a program’s development, we will continue to
fund it internally. If we believe a strategic partner is better suited to progress a program, we will consider externalizing development at
economically attractive terms.

Our Pipeline

Our product platform supports the advancement of our current pipeline, which can be divided into three key categories:

Mendelian: Ten small molecule and protein replacement product candidates, of which two are currently in Phase 3 clinical trials, one is in a
Phase 2/3 clinical trial, one is in a Phase 1/2 clinical trial, three are currently in IND-enabling development and three are in lead optimization.
Over the next 24 months, we expect to have at least six of these product candidates in clinical development. Several of our product candidates
in this category target some of the most prevalent Mendelian diseases, including TTR amyloidosis, or ATTR, and achondroplasia. Two of our
programs in this category have received breakthrough therapy designation from the FDA.

Oncology: Four targeted oncology programs, of which one is in Phase 2 clinical development, one is in IND-enabling development, and two
are in lead optimization, that address key oncogenic pathways including FGFR, KRAS and SHP2. These programs have potentially broad
applicability across a number of solid tumor types with high unmet patient need.

Gene therapy: Focused on developing treatments for Mendelian diseases that are particularly suited to gene therapy. Our two programs are
both in IND-enabling development and we expect both of these programs to be in the clinic by 2020. Our gene therapy programs are led by
executives who have substantial domain expertise and are recognized leaders in this field, and we are actively building our gene therapy
capabilities.

Of our development programs, we believe the following, which we refer to as our key value drivers, have the greatest potential to drive significant
value for our company due to a combination of factors, including their stage of development, potential availability of expedited development
pathways, degree of unmet medical need and potential market size in the applicable target indication:

BBP-265 (also known as AG10, under development at our subsidiary, Eidos Therapeutics, Inc.), a small molecule stabilizer of TTR that is in
an ongoing Phase 3 clinical trial for the treatment of ATTR-CM.
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+ BBP-831 (under development at our subsidiary, QED Therapeutics, Inc.), a small molecule selective FGFR1-3 inhibitor being developed for
the treatment of FGFR-driven cancers and achondroplasia, for which we intend to submit an NDA in 2020 for the treatment of
cholangiocarcinoma as a second-line or later therapy.

+  BBP-631 (under development at our subsidiary, Adrenas Therapeutics, Inc.), an AAV5 gene transfer product candidate in preclinical
development for the treatment of congenital adrenal hyperplasia, or CAH, driven by 21-hydroxylase deficiency, or 210HD.

*  BBP-454 (under development at our subsidiary TheRas, Inc.), a preclinical development program for small molecule inhibitors of KRAS for
the treatment of pan-mutant KRAS-driven cancers, which act via two novel binding pockets.

The following table summarizes our material development programs, their estimated patient populations, their therapeutic modalities and their

development status:
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Overview of Pipeline Key Value Drivers

Of our development programs, we believe the following are our key value drivers. Accordingly, we currently expect that we will prioritize these
programs in our near-term use of cash and cash equivalents. See “Use of Proceeds.”

BBP-265/AG10 (Eidos): TTR Amyloidosis

Summary *  We are developing BBP-265, an oral small molecule transthyretin, or TTR, stabilizer, for the treatment of ATTR,
including both cardiomyopathy and polyneuropathy manifestations, or ATTR-CM and ATTR-PN, respectively

Development - Ongoing — Phase 3 clinical trial in ATTR-CM

Status and ngoing — Phase 3 clinical trial in -

Catalysts * 2019 — Planned initiation of Phase 3 clinical trial in ATTR-PN

2019 — Anticipated reporting of data from ATTR-CM Phase 2 open-label extension on safety and key cardiac
biomarkers

2021 — Anticipated reporting of 12-month six-minute walk distance data from Phase 3 ATTRibute study in patients with
ATTR-CM

2021 — Potential NDA submission in ATTR-CM

Disease Overview .

The dissociation of TTR tetramers into monomers and subsequent aggregation as amyloid proteins, or amyloid
deposition, can cause ATTR-CM (wild-type and mutant) and ATTR-PN. Both manifestations of disease are progressive,
have a significant negative impact on quality of life and are eventually fatal

Prevalence greater than 400,000 worldwide for ATTR-CM, and greater than 10,000 worldwide for ATTR-PN

Our Product .
Concept

TTR stabilizer, designed to bind TTR and mimic the conformation of the naturally occurring T119M rescue mutation,
which “super-stabilizes” TTR tetramers

Phase 2 clinical trial completed in ATTR-CM patients demonstrated tolerability, near-complete TTR stabilization and
normalization of serum TTR levels. We believe that higher levels of TTR stabilization will result in improved clinical
outcomes

BBP-831/Infigratinib (QED): FGFR-Driven Cancers

Summary *  We are developing infigratinib, an oral FGFR1-3 selective tyrosine kinase inhibitor, or TKI, for the treatment of FGFR-
driven cancers

Development * Ongoing — Preparation for NDA submission in advanced cholangiocarcinoma, or CCA, as a second-line or later therapy

Status and . . N - . . . .

Catalysts * Ongoing — Investigator-initiated trial in certain cancers involving FGFR translocations

2019 — Anticipated first patient enrollment in Phase 3 clinical trial in advanced CCA as a first-line therapy

2020 — Planned initiation of Phase 3 clinical trial in adjuvant urothelial carcinoma, or UC
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2020 — Anticipated NDA filing for treatment of advanced CCA as a second-line or later therapy

Disease Overview

CCA is arare, aggressive cancer of the bile ducts of the liver where the majority of newly diagnosed cases are non-
resectable

» Incidence is approximately 37,000 in the United States and European Union. Approximately 15% to 20% of
patients have FGFR2 fusions or translocations

UC is a cancer of the lining of the urinary tract. Patients undergoing first-line tumor excision for muscle invasive
bladder cancer, or MIBC, and invasive upper tract urothelial cancer, or invasive UTUC, subtypes are most likely to be
candidates for adjuvant therapy

» Incidence is approximately 41,000 for MIBC and approximately 19,500 for invasive UTUC patients in the United
States and European Union, which comprise our initial targeted indications. Approximately 15% to 20% of all
patients with MIBC and approximately 50% to 60% of patients with invasive UTUC have FGFR3 genomic
alterations

Approximately 0.6% of all solid tumor cancers have fusions or translocations in the FGFR gene

Our Product
Concept

Designed to abrogate signaling via the FGFR1-3 pathways and inhibit cancer growth in FGFR-driven cancers, including
CCA and UC

In Phase 1 and Phase 2 clinical trials, infigratinib has shown activity that we believe to be meaningful in clinical
measures such as overall response rate, in advanced CCA with FGFR2 fusions or translocations and in UC with FGFR3
genomic alterations

BBP-831/Infigratinib (QED): Achondroplasia

Summary *  We are developing infigratinib, an oral FGFR1-3 selective TKI in preclinical development for the treatment of
achondroplasia

Development * 2020 — Planned IND submission and initiation of Phase 1/2 clinical trial

Stat d

C:t:lifsatls: » 2021 - Anticipated reporting of clinical proof-of-concept data from Phase 1/2 clinical trial

Disease Overview

Achondroplasia is the most common form of disproportionate short stature. All cases are driven by autosomal dominant
FGFR3 gain of function mutations

Prevalence of greater than 55,000 in the United States and European Union, incidence of one in 10,000 to 30,000 live
births worldwide

Our Product
Concept

Designed to inhibit overactive FGFR3 signaling, the underlying source of the disease

Anticipated dosing levels significantly below those studied in our oncology clinical trials

BBP-631 (Adrenas): Congenital Adrenal Hyperplasia

Summary

We are developing BBP-631, a preclinical adeno-associated virus, or AAV, gene transfer product candidate, for the
treatment of CAH caused by 210HD
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Development
Status and
Catalysts

Ongoing — Nonhuman primate studies, preparation for good laboratory practice, or GLP, toxicity studies
2020 — IND submission anticipated

2021 — Anticipated reporting of clinical proof-of-concept data

Disease Overview

CAH is a debilitating, life-threatening disease defined by an inability to produce the steroids cortisol and aldosterone,
and an excess production of testosterone. Complications include adrenal crises, dehydration and virilization in females

*  Over 90% of cases are caused by inactivating mutations in 21-hydroxylase, or 210H

Prevalence estimated to be more than 75,000 in the United States and European Union. Newborn screening for 210HD
is conducted in every U.S. state and most European countries

Our Product
Concept

Intravenously-administered AAV5 gene transfer therapy intended to replace the 210H enzyme in the adrenal cortex,
potentially normalizing steroid levels (e.g., cortisol, aldosterone and androgens)

A study in nonhuman primates demonstrated significant transfection in the adrenals, where 210H is synthesized, with
sustained vector genome counts and mRNA expression through three months

BBP-454 (TheRas): KRAS-Driven Cancers

Summary

We are advancing BBP-454, a preclinical development program for small molecule inhibitors of KRAS for the
treatment of pan-mutant KRAS-driven cancers

Development
Status and
Catalysts

Ongoing — Lead optimization

2020 — Development candidate nomination anticipated

Pathway
Overview

KRAS is a key driver of a number of large cancer indications with high unmet need including non-small cell lung
cancers, pancreatic adenocarcinomas and colorectal adenocarcinomas. Historically, KRAS has been thought to be an
undruggable target, due to its lack of clear binding pockets

Incidence of over 500,000 patients diagnosed with a KRAS-driven cancer in the United States and European Union

Our Product
Concept

We are developing small molecule, pan-mutant KRAS inhibitors, which act through binding to two novel sites on
KRAS

Our first approach involves compounds that bind KRAS at a novel pocket on the hypervariable region, characterized by
Frank McCormick, one of our co-founders and leader of the NCI RAS initiative, which prevents KRAS from binding to
the cell membrane, thereby preventing signaling via the KRAS pathway

The second approach involves targeting a unique residue on KRAS which promotes its degradation and thus down-
regulates signaling
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Risks Associated with Our Business

Our ability to execute on our business strategy is subject to a number of risks, which are discussed more fully in the section of this prospectus
entitled “Risk Factors.” You should carefully consider these risks before making an investment in our common stock. These risks include, among
others, the following:

We have incurred significant operating losses since our inception and have not generated any revenue from product sales. We expect to incur
continued losses for the foreseeable future and may never achieve or maintain profitability.

We will require substantial additional funding. If we are unable to raise capital when needed, or on attractive terms, we could be forced to
delay, reduce or eliminate our research or product development programs or any future commercialization efforts.

We have a limited operating history, have not successfully completed late-stage clinical trials for any product candidate, have not generated
revenue from product sales or profits and do not expect to generate revenue or profits for the foreseeable future. We may never obtain
approval for any of our product candidates or achieve or sustain profitability.

Clinical drug development involves a lengthy and expensive process. We may incur additional costs or experience delays in completing, or
ultimately be unable to complete, the development and commercialization of BBP-265, BBP-831, BBP-631, BBP-454 and our other product
candidates.

Certain of our product candidates are based on novel gene therapy technology with which there is limited clinical or regulatory experience to
date, and therefore face heightened challenges for obtaining and maintaining regulatory approval, negative perception among the public and
the medical community and additional manufacturing challenges.

If we experience delays or difficulties in the enrollment of patients in clinical trials, including in our Phase 3 clinical trials of BBP-265 and
BBP-831, our receipt of necessary marketing approvals could be delayed or prevented.

The incidence and prevalence for target patient populations of our product candidates have not been established with precision. If the market
opportunities for our product candidates are smaller than we estimate or if any approval that we obtain is based on a narrower definition of the
patient population, our revenue potential and ability to achieve profitability will be adversely affected.

We face substantial competition, including competition from large pharmaceutical and biotechnology companies that are currently pursuing
the development and commercialization of products for the treatment of the indications that our four key value drivers are pursuing, which
may result in others discovering, developing or commercializing products before or more successfully than we do.

We may enter into collaborations with third parties for the development and commercialization of our product candidates. If those
collaborations are not successful, we may not be able to capitalize on the market potential of these drug candidates.

Manufacturing pharmaceutical products is complex and subject to production delays and product loss for a variety of reasons. We contract
with third parties for the manufacture of our product candidates for preclinical testing and clinical trials and expect to continue to do so for
commercialization. This reliance on third parties increases the risk that we will not have sufficient quantities of our drug candidates or
products or such quantities at an acceptable cost or quality, which could delay, prevent or impair our development or commercialization
efforts.

If we are unable to obtain and maintain sufficient patent protection for our product candidates, or if the scope of the patent protection is not
sufficiently broad, third parties, including our competitors, could develop and commercialize products similar or identical to ours, and our
ability to commercialize our
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product candidates successfully may be adversely affected. Additionally, if we are subject to or fail to prevail against claims that we have
infringed the intellectual property rights of third parties, including in an ongoing patent litigation suit filed against our investee PellePharm,
Inc., our ability to commercialize our product candidates will be harmed.

*  Because our principal stockholders and certain members of our management own a significant percentage of our stock, they will be able to
exert significant control over matters subject to stockholder approval, and may therefore be able to influence us through their ownership
positions and determine matters that are subject to approval by our stockholders in a manner that may not be in your best interests as a
stockholder.

*  We have limited resources, and we may expend our resources to pursue a particular product candidate and fail to capitalize on development
opportunities or product candidates that may be more profitable or for which there is a greater likelihood of success.

*  We have identified material weaknesses in our internal control over financial reporting. If our remediation of these material weaknesses is not
effective, or if we experience additional material weaknesses in the future, we may not be able to accurately or in a timely manner report our
financial condition or results of operations, which may adversely affect the value of our common stock.

Corporate Information

BridgeBio LLC was formed in April 2015. BridgeBio Pharma LLC, or the LLC entity, was formed in March 2016. In June 2017, BridgeBio
Pharma LLC merged with BridgeBio LLC, with BridgeBio Pharma LLC being the surviving entity. Our principal executive offices are located at
421 Kipling Street, Palo Alto, CA 94301, and our telephone number is (650) 391-0740. Our corporate website address is https://bridgebio.com.
Information contained on or accessible through our website is not a part of this prospectus, and the inclusion of our website address in this
prospectus is an inactive textual reference only.

On May 17, 2019, we formed BridgeBio Pharma, Inc., a Delaware corporation, or the Corporation, as a stand-alone entity. We intend to complete a
series of transactions pursuant to which we will form BridgeBio Pharma Merger Sub LLC, or Merger Sub LLC, an entity that will be a wholly-
owned subsidiary of the Corporation. Merger Sub LL.C will be merged with and into the LL.C entity prior to the completion of this offering, with
the LLC entity being the surviving entity and a wholly-owned subsidiary of the Corporation. As part of this merger, the unitholders of the LLC
entity will exchange their units in the LLC entity for shares of common stock of the Corporation. See “Reorganization” and “Description of Capital
Stock” for additional information, including a description of the terms of our capital stock following the Reorganization and the terms of our
amended and restated certificate of incorporation and amended and restated bylaws that will be in effect immediately prior to completion of this
offering.

The number of shares of the Corporation’s common stock that holders of units in the LL.C entity will be entitled to receive in the Reorganization
will be determined in accordance with our Fourth Amended and Restated Limited Liability Company Agreement, dated November 20, 2018, as
amended, or the LLC Agreement, and varies depending on the series of units owned by the holder in the LLC entity. The number of shares of
common stock that holders of units in the LLC entity will receive in connection with the Reorganization will also vary depending on the initial
public offering price set forth on the cover page of this prospectus.

The information in this prospectus is based on our estimate that, in the Reorganization, an aggregate of 99,999,967 shares of our common stock
will be issued to holders of units in the LLC entity based on an initial public offering price per share of common stock of $15.00, the midpoint of
the price range set forth on the cover page of this prospectus. To the extent that the actual initial public offering price per share for this offering is
greater or less than $15.00, the actual number of shares of common stock to be issued in connection with the Reorganization will be adjusted
accordingly. See “Pricing Sensitivity Analysis” for how the number of shares to be issued in the
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Reorganization would be affected by an initial public offering price per share of common stock at the low-, mid- and high-points of the estimated
price range set forth on the cover of this prospectus or if the underwriters’ option to purchase additional shares of common stock is exercised in
full.

We use various trademarks and trade names in our business, including, without limitation, our corporate name and logo. All other trademarks or
trade names referred to in this prospectus are the property of their respective owners. Solely for convenience, the trademarks and trade names in
this prospectus may be referred to without the ® and ™ symbols, but such references should not be construed as any indicator that their respective
owners will not assert, to the fullest extent under applicable law, their rights thereto.

Implications of Being an Emerging Growth Company

We are an “emerging growth company,” as defined in the Jumpstart Our Business Startups Act, or the JOBS Act, enacted in April 2012, as
amended. For so long as we remain an emerging growth company, we are permitted and intend to rely on certain exemptions from various public
company reporting requirements, including not being required to have our internal control over financial reporting audited by our independent
registered public accounting firm pursuant to Section 404(b) of the Sarbanes-Oxley Act of 2002; as amended, or the Sarbanes-Oxley Act, reduced
disclosure obligations regarding executive compensation in our periodic reports and proxy statements, exemptions from the requirements of
holding a nonbinding advisory vote on executive compensation and any golden parachute payments not previously approved. In particular, in this
prospectus, we provide only two years of audited financial statements and have not included all of the executive compensation related information
that would be required if we were not an emerging growth company. Accordingly, the information contained herein may be different than the
information you receive from other public companies in which you hold stock.

We will remain an emerging growth company until the earlier to occur of (i) December 31, 2024, (ii) the last day of the fiscal year in which we
have total annual gross revenues of at least $1.07 billion, (iii) the last day of the fiscal year in which we are deemed to be a “large accelerated filer,”
under the rules of the U.S. Securities and Exchange Commission, which means the market value of our equity securities that is held by non-
affiliates exceeds $700 million as of the prior June 30th, and (iv) the date on which we have issued more than $1.0 billion in non-convertible debt
during the prior three-year period.

In addition, the JOBS Act provides that an emerging growth company can take advantage of an extended transition period for complying with new
or revised accounting standards. This provision allows an emerging growth company to delay the adoption of some accounting standards until
those standards would otherwise apply to private companies. We have elected to use this extended transition period for complying with new or
revised accounting standards that have different effective dates for public and private companies until the earlier of the date we (i) are no longer an
emerging growth company or (ii) affirmatively and irrevocably opt out of the extended transition period provided in the JOBS Act. As a result, our
combined and consolidated financial statements may not be comparable to companies that comply with new or revised accounting pronouncements
as of public company effective dates.
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Common stock offered by us

Common stock to be outstanding immediately
after this offering

Option to purchase additional shares

Use of proceeds

Risk factors

Conflicts of interest

Nasdaq Global Select Market symbol

Directed share program

THE OFFERING
20,000,000 shares

119,999,967 shares (or 122,999,967 shares if the underwriters exercise their option to
purchase additional shares in full).

We have granted the underwriters an option to purchase up to 3,000,000 additional shares
of common stock from us. The underwriters can exercise this option at any time within 30
days from the date of this prospectus.

We estimate that we will receive net proceeds from the sale of our common stock in this
offering of approximately $273.4 million, or $315.3 million if the underwriters fully
exercise their option to purchase additional shares, assuming an initial public offering price
of $15.00 per share, the midpoint of the price range set forth on the cover page of this
prospectus, and after deducting estimated underwriting discounts and commissions and
offering expenses payable by us. We intend to use the net proceeds from this offering for
the uses as set forth in the “Use of Proceeds” section of this prospectus.

You should read carefully “Risk Factors” beginning on page 15 and other information
included in this prospectus for a discussion of factors that you should consider before
deciding to invest in our common stock.

Affiliates of KKR Capital Markets LLC own more than 10% of our common stock.
Because KKR Capital Markets LLC is an underwriter for this offering, it is deemed to have
a “conflict of interest” within the meaning of FINRA Rule 5121(f)(5)(B). Accordingly, this
offering is being made in compliance with the requirements of FINRA Rule 5121. Since
KKR Capital Markets LLC is not primarily responsible for managing this offering,
pursuant to FINRA Rule 5121, the appointment of a qualified independent underwriter is
not necessary. KKR Capital Markets LLC will not confirm sales to discretionary accounts
without the prior written approval of the account holder. See “Underwriting (Conflicts of
Interest)}—Conflicts of Interest.”

“BBIO”

At our request, the underwriters have reserved up to 5.0% of the shares of our common
stock offered by this prospectus for sale, at the initial public offering price, to our directors
and officers and certain other parties related to us. Shares purchased by our and our
subsidiaries’ directors, officers and certain employees will be subject to the 180-day lock-
up restriction described in the “Underwriting” section of this prospectus. The number of
shares of common stock
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available for sale to the general public will be reduced to the extent these individuals
purchase such reserved shares. Any reserved shares that are not so purchased will be
offered by the underwriters to the general public on the same basis as the other shares
offered by this prospectus.

The number of shares of our common stock to be outstanding after this offering assumes the Reorganization takes place prior to the completion of
this offering and is based on (i) an assumed initial public offering price of $15.00 per share, the midpoint of the price range set forth on the cover
page of this prospectus, and (ii) 99,999,967 shares of our common stock (which includes 7,019,309 shares of restricted common stock) outstanding
as of March 31, 2019, assuming the exchange of all outstanding units of BridgeBio Pharma LLC as of March 31, 2019 into shares of common
stock of BridgeBio Pharma, Inc. See the section of the prospectus titled “Reorganization.”

The number of shares of our common stock to be outstanding immediately following the completion of this offering excludes:

» 11,500,000 shares of our common stock reserved for issuance under our 2019 Stock Option and Incentive Plan, which will become effective
in connection with this offering, as well as any future increases in the number of shares of our common stock reserved for issuance under our
2019 Stock Option and Incentive Plan; and

* 2,000,000 shares of our common stock reserved for issuance under our 2019 Employee Stock Purchase Plan, which will become effective in
connection with this offering, as well as any future increases in the number of shares of our common stock reserved for issuance under our
2019 Employee Stock Purchase Plan.

In this prospectus, unless otherwise indicated or the context otherwise requires, the number of shares of common stock outstanding and the other
information based thereon reflects and assumes:

* no exercise by the underwriters of their option to purchase up to an additional 3,000,000 shares of our common stock from us;

* the completion of the Reorganization, including the exchange of all outstanding units of BridgeBio Pharma LLC as of March 31, 2019 for an
aggregate of 99,999,967 shares of common stock of BridgeBio Pharma, Inc. (which includes 7,019,309 shares of restricted common stock),
prior to the completion of this offering, assuming an initial public offering price of $15.00 per share, the midpoint of the price range set forth
on the cover page of this prospectus (see “Reorganization”); and

+ the filing of our amended and restated certificate of incorporation and the adoption of our amended and restated bylaws, which will occur
immediately prior to the completion of this offering.

The number of shares of common stock of BridgeBio Pharma, Inc. that holders of units of BridgeBio Pharma LLC will receive in the
Reorganization will vary depending on the initial public offering price. See “Pricing Sensitivity Analysis” for additional information.
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SUMMARY CONSOLIDATED FINANCIAL DATA

The following information is presented for BridgeBio Pharma LLC, which will become a wholly owned subsidiary of BridgeBio Pharma, Inc., the
entity whose shares are being offered hereby. You should read the following summary consolidated financial data together with our combined and
consolidated financial statements and the related notes appearing at the end of this prospectus and the “Selected Consolidated Financial Data”
and “Management’s Discussion and Analysis of Financial Condition and Results of Operations” sections of this prospectus. We have derived the
combined and consolidated statements of operations and comprehensive loss data for the years ended December 31, 2017 and 2018 from our
audited combined and consolidated financial statements appearing at the end of this prospectus. We derived the consolidated statements of
operations and comprehensive loss data for the three months ended March 31, 2018 and 2019 and the consolidated balance sheet data as of
March 31, 2019 from our interim condensed consolidated financial statements appearing at the end of this prospectus. Our interim condensed
consolidated financial statements were prepared on the same basis as our audited combined and consolidated financial statements and, in our
opinion, reflect all adjustments, consisting only of normal recurring adjustments, that are necessary for the fair statement of our interim condensed
consolidated financial statements. Our historical results are not necessarily indicative of the results that may be expected in the future.

Year Ended Three Months Ended
December 31, March 31,
2017 2018 2018 2019
(in thousands, except share,
unit, per share and per unit data)

Statements of Operations and Comprehensive Loss Data:
Operating expenses:

Research and development $ 30,556 $ 140,073 $ 33831 $ 44853
General and administrative 13,302 43,587 8,007 18,899
Total operating expenses 43,858 183,660 41,838 63,752
Loss from operations (43,858) (183,660) (41,838) (63,752)
Other income (expense), net:
Interest income 39 2,004 1 2,107
Interest expense (13) (2,547) ) (1,671)
Gain on deconsolidation of PellePharm — 19,327 — —
Loss from PellePharm — (275) — (4,599)
LEO call option expense — (3,009) — (1,514)
Other expense — (1,291) (586) )
Total other income (expense), net 26 14,209 (592) (5,684)
Net loss and comprehensive loss (43,832) (169,451) (42,430) (69,436)
Net loss attributable to redeemable convertible noncontrolling interests and
noncontrolling interests 13,267 38,702 8,274 8,251
Net loss and comprehensive loss attributable to BridgeBio $  (30,565) $ (130,749) $ (34,156) $ (61,185)
Cumulative returns on redeemable convertible preferred units (Series A, Series B and
Series C) (5,672) (13,287) (3,121) —
Net loss attributable to redeemable founder units and redeemable common units $ (36,237) $ (144,036) $ (37,277) $ (61,185)
Net loss per unit attributable to redeemable founder unitholders and redeemable common
unitholders, basic and diluted $ (2.18) $ (8.01) $ (2.13) $ (3.25)
Total weighted-average redeemable founder units and redeemable common units used in
computing net loss per unit, basic and diluted 16,650,073 17,991,781 17,485,526 18,827,234
Pro forma net loss per share, basic and diluted(1) $ (2.32) $ (0.66)
Pro forma weighted average common shares outstanding, basic and diluted(1) 62,087,997 92,741,876
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(1) On May 17, 2019, we formed the Corporation as a stand-alone entity. We then intend to complete a series of transactions pursuant to which we will form
Merger Sub LLC, an entity that will be a wholly owned subsidiary of the Corporation. Merger Sub LL.C will be merged with and into the LLC entity prior to
the completion of this offering, with the LLC entity being the surviving entity. As part of this merger, the unitholders of the LLC entity will exchange their
units in the LLC entity for shares of the Corporation. These transactions are collectively referred to as the Reorganization. See the section of this prospectus
titled “Reorganization.” We have presented pro forma basic and diluted net loss per share for the periods ended December 31, 2018 and March 31, 2019,
which consists of our historical net loss attributable to BridgeBio Pharma LLC and its consolidated subsidiaries, divided by the pro forma basic and diluted
weighted average number of shares of common stock outstanding after giving effect to the exchange of all of the outstanding units in BridgeBio Pharma LLC
into 99,999,967 shares of our common stock prior to the closing of this offering in connection with the Reorganization. Net loss used in calculating net loss per
share does not reflect (i) the estimated expenses of this offering or (ii) compensation and expenses for our board of directors and other costs related to
operating as a public company. For more information on how we calculate basic and diluted pro forma weighted average number of shares outstanding, see
Note 16 to our audited combined and consolidated financial statements and Note 16 to our unaudited condensed consolidated financial statements included
elsewhere in this prospectus.

As of March 31, 2019

Pro Forma
Pro As
Actual Forma(l) Adjusted(2)
(in thousands)

Consolidated Balance Sheet Data:
Cash and cash equivalents $ 373,027 $ 373,027 $ 647,386
Working capital(3) 347,001 347,001 622,204
Total assets 401,374 401,374 673,952
Total long-term debt obligations 54,861 54,861 54,861
Redeemable convertible preferred units 479,044 — —
Redeemable founder units 1,754 — —
Redeemable common units 1,645 — —
Undesignated preferred stock — — —
Common stock — 100 120
Accumulated deficit (234,733) (234,733) (234,733)
Noncontrolling interests 58,318 58,318 58,318
Total members’ deficit, actual; total stockholders’ equity, pro forma and pro forma as adjusted (176,415) 310,459 583,881

(1) The consolidated pro forma balance sheet data gives effect to the Reorganization, pursuant to which all outstanding units of BridgeBio Pharma LLC will be
exchanged for 99,999,967 shares of common stock of BridgeBio Pharma, Inc. based on an assumed initial public offering price of $15.00 per share, which is
the midpoint of the price range set forth on the cover page of this prospectus. The number of shares of common stock of BridgeBio Pharma, Inc. that holders
of units of BridgeBio Pharma LLC will receive in the Reorganization will vary depending on the initial public offering price. See “Pricing Sensitivity
Analysis” for more information.

(2) The pro forma as adjusted consolidated balance sheet data gives further effect to our issuance and sale of 20,000,000 shares of our common stock offered in
this offering at an assumed initial public offering price of $15.00 per share, which is the midpoint of the price range set forth on the cover page of this
prospectus, after deducting estimated underwriting discounts and commissions and estimated offering expenses payable by us. See “Pricing Sensitivity
Analysis” for how some of the pro forma as adjusted information provided above would be affected by the initial public offering price per share of common
stock at the low-, mid- and high-points of the estimated price range indicated on the cover of this prospectus or if the underwriters’ option to purchase
additional shares of common stock is exercised in full.

(3) We define working capital as current assets less current liabilities.
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RISK FACTORS

Investing in our common stock involves a high degree of risk. You should consider carefully the following risks, together with all the other information in
this prospectus, including our combined and consolidated financial statements and notes thereto, as well as the risks, uncertainties and other
information set forth in the reports and other materials filed or furnished by our majority-controlled subsidiary Eidos Therapeutics, Inc., or Eidos, with
the U.S. Securities and Exchange Commission, or the SEC, before you invest in our common stock. If any of the following risks or the risks included in
the public filings of Eidos actually materializes, our operating results, financial condition and liquidity could be materially adversely affected. As a
result, the trading price of our common stock could decline and you could lose part or all of your investment.

Risks Related to our Financial Position, Need for Additional Capital and Growth Strategy

Drug development is a highly uncertain undertaking and involves a substantial degree of risk. We have incurred significant losses since our
inception and anticipate that we will continue to incur significant losses for the foreseeable future. We have not generated any revenue since
inception, which, together with our limited operating history, may make it difficult for you to assess our future viability.

Pharmaceutical and biopharmaceutical product development is a highly speculative undertaking and involves a substantial degree of risk. We are a
clinical-stage biopharmaceutical company with a limited operating history upon which you can evaluate our business and prospects. Our subsidiaries, on
whose success we largely rely, are also early-stage biopharmaceutical companies. To date, we have focused principally on identifying, acquiring or
in-licensing and developing our product candidates at the subsidiary level, all of which are in discovery, lead optimization, preclinical or clinical
development. Our product candidates will require substantial additional development time, including extensive clinical research, and resources before
we would be able to apply for or receive regulatory approvals and begin generating revenue from product sales.

We are not profitable and have incurred losses in each year since our inception in April 2015. Our net losses for the years ended December 31, 2017 and
2018 and the three months ended March 31, 2019 were $43.8 million, $169.5 million and $69.4 million respectively. As of March 31, 2019, we had an
accumulated deficit of $234.7 million. We have no products approved for commercial sale and have not generated any revenues from product sales, and
have financed operations solely through the sale of equity securities and debt financings. We continue to incur significant research and development, or
R&D, and other expenses related to ongoing operations and expect to incur losses for the foreseeable future. We anticipate these losses will increase
significantly following the completion of this offering and we will not generate any revenue from product sales until after we have successfully
completed clinical development and received regulatory approval for the commercial sale of one or more product candidates.

Because of the numerous risks and uncertainties associated with drug development, we are unable to predict the timing or amount of our expenses, or
when we will be able to generate any meaningful revenue or achieve or maintain profitability, if ever. In addition, our expenses could increase beyond
our current expectations if we are required by the U.S. Food and Drug Administration, or FDA, or comparable foreign regulatory authorities, to perform
nonclinical or preclinical studies or clinical trials in addition to those that we currently anticipate, or if there are any delays in any of our or our future
collaborators’ clinical trials or the development of our product candidates that we may identify. Even if our future product candidates that we may
identify are approved for commercial sale, we anticipate incurring significant costs associated with commercializing any approved product candidate
and ongoing compliance efforts.

We may never be able to develop or commercialize a marketable drug or achieve profitability. Revenue from the sale of any product candidate for which
regulatory approval is obtained will be dependent, in part, upon the size of the markets in the territories for which we gain regulatory approval, the
accepted price for the product, the ability to obtain reimbursement at any price and whether we own the commercial rights for that territory. Our growth
strategy depends on our ability to generate revenue. In addition, if the number of addressable patients is
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not as anticipated, the indication approved by regulatory authorities is narrower than expected, or the reasonably accepted population for treatment is
narrowed by competition, physician choice or treatment guidelines, we may not generate significant revenue from sales of such products, even if
approved. Even if we are able to generate revenue from the sale of any approved products, we may not become profitable and may need to obtain
additional funding to continue operations. Even if we achieve profitability in the future, we may not be able to sustain profitability in subsequent
periods. Our failure to achieve sustained profitability would depress the value of our company and could impair our ability to raise capital, expand our
business, diversify our research and development pipeline, market our product candidates, if approved, that we may identify and pursue or continue our
operations. Our prior losses, combined with expected future losses, have had and will continue to have an adverse effect on our stockholders’ equity and
working capital.

We will require substantial additional funding to achieve our business goals. If we are unable to obtain this funding when needed and on acceptable
terms, we could be forced to delay, limit or terminate our product development efforts.

Developing biopharmaceutical products is expensive and time-consuming, and we expect to require substantial additional capital to conduct research,
preclinical testing and human studies, may establish pilot scale and commercial scale manufacturing processes and facilities, and establish and develop
quality control, regulatory, marketing, sales and administrative capabilities to support our existing programs and pursue potential additional programs.
We are also responsible for the payments to third parties of expenses that may include milestone payments, license maintenance fees and royalties,
including in the case of certain of our agreements with academic institutions or other companies from whom intellectual property rights underlying their
respective programs have been in-licensed or acquired. Because the outcome of any preclinical or clinical development and regulatory approval process
is highly uncertain, we cannot reasonably estimate the actual amounts necessary to successfully complete the development, regulatory approval process
and commercialization of any future product candidates we may identify.

As of March 31, 2019, we had working capital of $347.0 million and cash and cash equivalents of $373.0 million. We estimate that the net proceeds
from this offering will be approximately $273.4 million (or approximately $315.3 million if the underwriters exercise in full their option to purchase
additional shares), after deducting estimated underwriting discounts and commissions and estimated offering expenses payable by us. We expect that the
net proceeds from this offering, together with our existing cash will be sufficient to fund our operations through at least the next 24 months. However,
our operating plan may change as a result of many factors currently unknown to us, and we may need to seek additional funds sooner than planned,
through public or private equity or debt financings or other sources, such as strategic collaborations or license and development agreements. Any
additional fundraising efforts for us may divert our management from their day-to-day activities, which may adversely affect our ability to develop and
commercialize product candidates that we may identify and pursue. Moreover, such financing may result in dilution to stockholders, imposition of debt
covenants and repayment obligations, or other restrictions that may affect our business. In addition, we may seek additional capital due to favorable
market conditions or strategic considerations even if we believe we have sufficient funds for our current or future operating plans.

Our future funding requirements will depend on many factors, including, but not limited to:

» the time and cost necessary to complete ongoing and planned clinical trials, including Eidos’ ongoing and planned Phase 3 clinical trials of
BBP-265; our Phase 2 clinical trial of infigratinib in CCA as a second-line therapy, Phase 3 clinical trial of infigratinib in CCA as a first-line
therapy and Phase 3 clinical trial of infigratinib in adjuvant UC; our Phase 3 clinical trial of BBP-009 in Gorlin syndrome and Phase 2b clinical
trial in high frequency basal cell carcinoma; and our Phase 1/2 clinical trial of BBP-589 in dystrophic epidermolysis bullosa;

+  the time and cost necessary to pursue regulatory approvals for our product candidates, and the costs of post-marketing studies that could be
required by regulatory authorities;
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« the progress, timing, scope and costs of our nonclinical studies, preclinical studies, clinical trials and other related activities, including the ability
to enroll patients in a timely manner, for the ongoing and planned clinical trials set forth above, and potential future clinical trials;

+ the costs of obtaining clinical and commercial supplies of raw materials and drug products for our product candidates, including protein or gene
therapies such as BBP-589, BBP-631, and BBP-812 and any other product candidates we may identify and develop;

»  our ability to successfully identify and negotiate acceptable terms for third-party supply and contract manufacturing agreements with contract
manufacturing organizations, or CMOs;

*  our ability to successfully commercialize product candidates;

+ the manufacturing, selling and marketing costs associated with our product candidates, including the cost and timing of expanding our internal
sales and marketing capabilities or entering into strategic collaborations with third parties to leverage or access these capabilities;

* the amount and timing of sales and other revenues from our product candidates, if any are approved, including the sales price and the availability
of adequate third-party reimbursement;

» the cash requirements of any future acquisitions or discovery of product candidates;

« the time and cost necessary to respond to technological and market developments;

» the costs of acquiring, licensing or investing in intellectual property rights, products, product candidates and businesses;
*  our ability to attract, hire and retain qualified personnel; and

+ the costs of maintaining, expanding and protecting our intellectual property portfolio.

Additional funds may not be available when we need them, on terms that are acceptable, or at all. If adequate funds are not available to us on a timely
basis, we may be required to delay, limit or terminate one or more research or development programs or the commercialization of any product
candidates or be unable to expand operations or otherwise capitalize on business opportunities, as desired, which could materially affect our business,
prospects, financial condition and results of operations.

Raising additional capital may cause dilution to our existing stockholders, restrict our operations or require us to relinquish rights to current
product candidates or to any future product candidates on unfavorable terms.

We may seek additional capital through a combination of public and private equity offerings, debt financings, strategic partnerships and alliances and
licensing arrangements. We, and indirectly, our stockholders, will bear the cost of issuing and servicing any such securities and of entering into and
maintaining any such strategic partnerships or other arrangements. Because any decision by us to issue debt or equity securities in the future will depend
on market conditions and other factors beyond our control, we cannot predict or estimate the amount, timing or nature of any future financing
transactions. To the extent that we raise additional capital through the sale of equity or debt securities, your ownership interest will be diluted, and the
terms may include liquidation or other preferences that adversely affect your rights as a stockholder. The incurrence of additional indebtedness would
result in increased fixed payment obligations and could involve additional restrictive covenants, such as limitations on our ability to incur additional
debt, limitations on our ability to acquire, sell or license intellectual property rights and other operating restrictions that could adversely impact our
ability to conduct our business. Additionally, any future collaborations we enter into with third parties may provide capital in the near term, but limit our
potential cash flow and revenue in the future. If we raise additional funds through strategic partnerships and alliances and licensing arrangements with
third parties, we may have to relinquish valuable rights to our technologies or product candidates, or grant licenses or other rights on unfavorable terms.

In addition, if one of our subsidiaries raises funds through the issuance of equity securities, and our stockholders’ equity interest in such subsidiary could
be substantially diminished. If one of our subsidiaries raises additional
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funds through collaboration and licensing arrangements, it may be necessary to relinquish some rights to our technologies or our product candidates or
grant licenses on terms that are not favorable to us.

If we engage in acquisitions or strategic partnerships, this may increase our capital requirements, dilute our stockholders, cause us to incur debt or
assume contingent liabilities, and subject us to other risks.

We may engage in various acquisitions and strategic partnerships in the future, including licensing or acquiring complementary products, intellectual
property rights, technologies, or businesses. Any acquisition or strategic partnership may entail numerous risks, including:

+ increased operating expenses and cash requirements;
+ the assumption of indebtedness or contingent liabilities;
+ the issuance of our equity securities which would result in dilution to our stockholders;

» assimilation of operations, intellectual property, products and product candidates of an acquired company, including difficulties associated with
integrating new personnel;

+ the diversion of our management’s attention from our existing product programs and initiatives in pursuing such an acquisition or strategic
partnership;

+ retention of key employees, the loss of key personnel, and uncertainties in our ability to maintain key business relationships;

»  risks and uncertainties associated with the other party to such a transaction, including the prospects of that party and their existing products or
product candidates and regulatory approvals; and

*  our inability to generate revenue from acquired intellectual property, technology and/or products sufficient to meet our objectives or even to offset

the associated transaction and maintenance costs.

In addition, if we undertake such a transaction, we may issue dilutive securities, assume or incur debt obligations, incur large one-time expenses and
acquire intangible assets that could result in significant future amortization expense.

If we obtain a controlling interest in additional companies in the future, it could adversely affect our operating results and the value of our common
stock, thereby disrupting our business.

As part of our strategy, we expect to form and invest in additional wholly-owned subsidiaries and variable interest entities, or VIEs. Investments in our
existing and any future subsidiaries involve numerous risks, including, but not necessarily limited to:

+  risk of conducting research and development activities in new therapeutic areas or treatment modalities in which we have little to no experience;
» diversion of financial and managerial resources from existing operations;

»  successfully negotiating a proposed acquisition, in-license or investment in a timely manner and at a price or on terms and conditions favorable to
us;

»  successfully combining and integrating a potential acquisition into our existing business to fully realize the benefits of such acquisition;
+ the impact of regulatory reviews on a proposed acquisition, in-license or investment; and
» the outcome of any legal proceedings that may be instituted with respect to the proposed acquisition, in-license or investment.
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If we fail to properly evaluate potential acquisitions, in-licenses, investments or other transactions associated with the creation of new research and
development programs or the maintenance of existing ones, we might not achieve the anticipated benefits of any such transaction, we might incur costs
in excess of what we anticipate, and management resources and attention might be diverted from other necessary or valuable activities.

Risks Related to our Business and the Clinical Development, Regulatory Review and Approval of our Product Candidates

Our product candidates are in preclinical or clinical development, which is a lengthy and expensive process with uncertain outcomes and the
potential for substantial delays. We cannot give any assurance that any of our product candidates will receive regulatory approval, which is
necessary before they can be commercialized.

Before obtaining marketing approval from regulatory authorities for the sale of our product candidates, we must conduct extensive clinical trials to
demonstrate the safety and efficacy of the product candidates in humans. To date, we have focused substantially all of our efforts and financial resources
on identifying, acquiring, and developing our product candidates, including conducting lead optimization, nonclinical studies, preclinical studies and
clinical trials, and providing general and administrative support for these operations. We cannot be certain that any clinical trials will be conducted as
planned or completed on schedule, if at all. Our inability to successfully complete preclinical and clinical development could result in additional costs to
us and negatively impact our ability to generate revenue. Our future success is dependent on our ability to successfully develop, obtain regulatory
approval for, and then successfully commercialize product candidates. We currently have no products approved for sale and have not generated any
revenue from sales of drugs, and we may never be able to develop or successfully commercialize a marketable drug.

All of our product candidates require additional development; management of preclinical, clinical, and manufacturing activities; and regulatory
approval. In addition, we will need to obtain adequate manufacturing supply; build a commercial organization; commence marketing efforts; and obtain
reimbursement before we generate any significant revenue from commercial product sales, if ever. Many of our product candidates are in early-stage
research or translational phases of development, and the risk of failure for these programs is high. We cannot be certain that any of our product
candidates will be successful in clinical trials or receive regulatory approval. Further, our product candidates may not receive regulatory approval even if
they are successful in clinical trials. If we do not receive regulatory approvals for our product candidates, we and our subsidiaries may not be able to
continue operations, which may result in us dissolving the subsidiary, out-licensing the technology or pursuing an alternative strategy.

If we are unable to obtain regulatory approval in one or more jurisdictions for any product candidates that we may identify and develop, our
business will be substantially harmed.

We cannot commercialize a product until the appropriate regulatory authorities have reviewed and approved the product candidate. Approval by the
FDA and comparable foreign regulatory authorities is lengthy and unpredictable, and depends upon numerous factors, including substantial discretion of
the regulatory authorities. Approval policies, regulations, or the type and amount of nonclinical or clinical data necessary to gain approval may change
during the course of a product candidate’s development and may vary among jurisdictions, which may cause delays in the approval or the decision not to
approve an application. We have not obtained regulatory approval for any product candidates, and it is possible that our current product candidates and
any other product candidates which we may seek to develop in the future will not ever obtain regulatory approval. We cannot be certain that any of our
product candidates will receive regulatory approval or be successfully commercialized even if we receive regulatory approval.

19



Table of Contents

Obtaining marketing approval is an extensive, lengthy, expensive and inherently uncertain process, and regulatory authorities may delay, limit or deny
approval of our product candidates for many reasons, including but not limited to:

the inability to demonstrate to the satisfaction of the FDA or comparable foreign regulatory authorities that the applicable product candidate is safe
and effective as a treatment for our targeted indications;

the FDA or comparable foreign regulatory authorities may disagree with the design, endpoints or implementation of our clinical trials;

the population studied in the clinical program may not be sufficiently broad or representative to assure safety or efficacy in the full population for
which we seek approval;

the FDA or comparable foreign regulatory authorities may require additional preclinical studies or clinical trials beyond those that we currently
anticipate;

the FDA or comparable foreign regulatory authorities may disagree with our interpretation of data from nonclinical studies or clinical trials;

the data collected from clinical trials of product candidates that we may identify and pursue may not be sufficient to support the submission of an
NDA, biologics license application, or BLA, or other submission for regulatory approval in the United States or elsewhere;

we may be unable to demonstrate to the FDA or comparable foreign regulatory authorities that a product candidate’s risk-benefit ratio for its
proposed indication is acceptable;

the FDA or comparable foreign regulatory authorities may identify deficiencies in the manufacturing processes, test procedures and specifications,
or facilities of third-party manufacturers with which we contract for clinical and commercial supplies; and

the approval policies or regulations of the FDA or comparable foreign regulatory authorities may change in a manner that renders the clinical trial
design or data insufficient for approval.

The lengthy approval process, as well as the unpredictability of the results of clinical trials and evolving regulatory requirements, may result in our
failure to obtain regulatory approval to market product candidates that we may pursue in the United States or elsewhere, which would significantly harm
our business, prospects, financial condition and results of operations.

We may encounter substantial delays in clinical trials, or may not be able to conduct or complete clinical trials on the expected timelines, if at all.

Clinical testing is expensive, time consuming, and subject to uncertainty. We cannot guarantee that any of our ongoing and planned clinical trials will be
conducted as planned or completed on schedule, if at all. Moreover, even if these trials are initiated or conducted on a timely basis, issues may arise that
could result in the suspension or termination of such clinical trials. A failure of one or more clinical trials can occur at any stage of testing, and our
ongoing and future clinical trials may not be successful. Events that may prevent successful or timely initiation or completion of clinical trials include:

inability to generate sufficient preclinical, toxicology, or other in vivo or in vitro data to support the initiation or continuation of clinical trials;

delays in confirming target engagement, patient selection or other relevant biomarkers to be utilized in preclinical and clinical product candidate
development;

delays in reaching a consensus with regulatory agencies as to the design or implementation of our clinical studies;

delays in reaching agreement on acceptable terms with prospective contract research organizations, or CROs, and clinical trial sites, the terms of
which can be subject to extensive negotiation and may vary significantly among different CROs and clinical trial sites;

20



Table of Contents

* delays in identifying, recruiting and training suitable clinical investigators;
* delays in obtaining required Institutional Review Board, or IRB, approval at each clinical trial site;

+  imposition of a temporary or permanent clinical hold by regulatory agencies for a number of reasons, including after review of an IND or
amendment, clinical trial application, or CTA, or amendment, or equivalent application or amendment; as a result of a new safety finding that
presents unreasonable risk to clinical trial participants; a negative finding from an inspection of our clinical trial operations or study sites;

*  developments in trials for other product candidates with the same targets or related modalities as our product candidates conducted by competitors
that raise regulatory or safety concerns about risk to patients of the treatment; or if the FDA finds that the investigational protocol or plan is clearly
deficient to meet its stated objectives;

+ difficulties in securing access to materials for the comparator arm of certain of our clinical trials;

* delays in identifying, recruiting and enrolling suitable patients to participate in clinical trials, and delays caused by patients withdrawing from
clinical trials or failing to return for post-treatment follow-up;

»  difficulty collaborating with patient groups and investigators;
» failure by CROs, other third parties, or us to adhere to clinical trial requirements;

+ failure to perform in accordance with the FDA’s or any other regulatory authority’s current good clinical practices, or GCP, requirements, or
regulatory guidelines in other countries;

» occurrence of adverse events, or AEs, associated with the product candidate that are viewed to outweigh its potential benefits;
+  changes in regulatory requirements and guidance that require amending or submitting new clinical protocols;

*  changes in the standard of care on which a clinical development plan was based, which may require new or additional trials;

+ the cost of clinical trials of any product candidates that we may identify and pursue being greater than we anticipate;

» clinical trials of any product candidates that we may identify and pursue producing negative or inconclusive results, which may result in our
deciding, or regulators requiring us, to conduct additional clinical trials or abandon product development programs;

+ transfer of manufacturing processes to larger-scale facilities operated by a CMO, or by us, and delays or failure by our CMOs or us to make any
necessary changes to such manufacturing process; and

* delays in manufacturing, testing, releasing, validating, or importing/exporting sufficient stable quantities of product candidates that we may
identify for use in clinical trials or the inability to do any of the foregoing.

Any inability to successfully initiate or complete clinical trials could result in additional costs to us or impair our ability to generate revenue. For
example, on October 30, 2018, the FDA notified our subsidiary Phoenix Tissue Repair Inc. of a partial clinical hold, but allowed it to proceed with the
planned Phase 1/2 study using only the existing drug substance of BBP-589 that was identified by the FDA. The FDA requested additional development
of the analytical test method to quantitate relative potency of any new batch of product we intend to use for future clinical studies. Although we believe
the existing product lot for BBP-589 identified in the IND, which is not subject to the partial clinical hold, is sufficient to complete our proposed Phase
1/2 clinical trial, we will need to reconcile the identified deficiency in the potency assay and provide the FDA with the requested information before we
can release additional lots of BBP-589 for clinical use. We cannot assure you that the FDA will deem our response satisfactory to address its request and
we may never be able to secure a release of the partial clinical hold. In addition, if we make manufacturing or formulation changes to our product
candidates, we may be
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required to or we may elect to conduct additional nonclinical studies or clinical trials to bridge data obtained from our modified product candidates to
data obtained from nonclinical and clinical research conducted using earlier versions. Clinical trial delays could also shorten any periods during which
our products have patent protection and may allow our competitors to bring products to market before we do, which could impair our ability to
successfully commercialize product candidates and may harm our business and results of operations.

We could also encounter delays if a clinical trial is suspended or terminated by us, by the data safety monitoring board, or DSMB, including for our
ongoing and planned Phase 3 clinical trials of BBP-265, our ongoing Phase 2 and planned Phase 3 clinical trials of BBP-831 and our ongoing Phase 3
clinical trial of BBP-009, or by the FDA or other regulatory authority, or if the IRBs of the institutions in which such trials are being conducted suspend
or terminate the participation of their clinical investigators and sites subject to their review. Such authorities may suspend or terminate a clinical trial due
to a number of factors, including failure to conduct the clinical trial in accordance with regulatory requirements or our clinical protocols, inspection of
the clinical trial operations or trial site by the FDA or other regulatory authorities resulting in the imposition of a clinical hold, unforeseen safety issues
or adverse side effects, failure to demonstrate a benefit from using a product candidate, changes in governmental regulations or administrative actions or
lack of adequate funding to continue the clinical trial.

Moreover, principal investigators for our clinical trials may serve as scientific advisors or consultants to us from time to time and receive compensation
in connection with such services. Under certain circumstances, we may be required to report some of these relationships to the FDA or comparable
foreign regulatory authorities. The FDA or comparable foreign regulatory authority may conclude that a financial relationship between us and a
principal investigator has created a conflict of interest or otherwise affected interpretation of the study. The FDA or comparable foreign regulatory
authority may therefore question the integrity of the data generated at the applicable clinical trial site and the utility of the clinical trial itself may be
jeopardized. This could result in a delay in approval, or rejection, of our marketing applications by the FDA or comparable foreign regulatory authority,
as the case may be, and may ultimately lead to the denial of marketing approval of one or more of our product candidates.

Delays in the initiation, conduct or completion of any clinical trial of our product candidates will increase our costs, slow down the product candidate
development and approval process and delay or potentially jeopardize our ability to commence product sales and generate revenue. In addition, many of
the factors that cause, or lead to, a delay in the commencement or completion of clinical trials may also ultimately lead to the denial of regulatory
approval of our product candidates. In the event we identify any additional product candidates to pursue, we cannot be sure that submission of an IND or
a CTA will result in the FDA or comparable foreign regulatory authority allowing clinical trials to begin in a timely manner, if at all. Any of these events
could have a material adverse effect on our business, prospects, financial condition and results of operations.

Our clinical trials may fail to demonstrate substantial evidence of the safety and effectiveness of product candidates that we may identify and pursue
for their intended uses, which would prevent, delay or limit the scope of regulatory approval and commercialization.

Before obtaining regulatory approvals for the commercial sale of any of our product candidates, we must demonstrate through lengthy, complex and
expensive nonclinical studies, preclinical studies and clinical trials that the applicable product candidate is both safe and effective for use in each target
indication, and in the case of our product candidates regulated as biological products, that the product candidate is safe, pure, and potent for use in its
targeted indication. Each product candidate must demonstrate an adequate risk versus benefit profile in its intended patient population and for its
intended use.

Clinical testing is expensive and can take many years to complete, and its outcome is inherently uncertain. Failure can occur at any time during the
clinical development process. Most product candidates that begin clinical trials are never approved by regulatory authorities for commercialization. We
have limited experience in designing clinical trials and may be unable to design and execute a clinical trial to support marketing approval.
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We cannot be certain that our current clinical trials or any other future clinical trials will be successful. Additionally, any safety concerns observed in any
one of our clinical trials in our targeted indications could limit the prospects for regulatory approval of our product candidates in those and other
indications, which could have a material adverse effect on our business, financial condition and results of operations. In addition, even if such clinical
trials are successfully completed, we cannot guarantee that the FDA or comparable foreign regulatory authorities will interpret the results as we do, and
more trials could be required before we submit our product candidates for approval. This is particularly true for clinical trials in very rare diseases, such
as with BBP-870 for MoCD Type A, where the very small patient population makes it difficult or impossible to conduct two traditional, adequate and
well-controlled studies, and therefore the FDA or comparable foreign regulatory authorities are often required to exercise flexibility in approving
therapies for such diseases. Moreover, results acceptable to support approval in one jurisdiction may be deemed inadequate by another regulatory
authority to support regulatory approval in that other jurisdiction. To the extent that the results of the trials are not satisfactory to the FDA or comparable
foreign regulatory authorities for support of a marketing application, we may be required to expend significant resources, which may not be available to
us, to conduct additional trials in support of potential approval of our product candidates. For example, we intend to file an NDA for BBP-831 in second
line and later advanced CCA with FGFR?2 fusions or translocations in 2020. However, the FDA could disagree that data from our Phase 2 trial are
sufficient to file an NDA or to approve BBP-831 for such an indication. Even if regulatory approval is secured for a product candidate, the terms of such
approval may limit the scope and use of the specific product candidate, which may also limit its commercial potential.

Results of earlier studies or clinical trials may not be predictive of future clinical trial results, and initial studies or clinical trials may not establish
an adequate safety or efficacy profile for our product candidates to justify proceeding to advanced clinical trials or an application for regulatory
approval.

The results of nonclinical and preclinical studies and clinical trials may not be predictive of the results of later-stage clinical trials, and interim results of
a clinical trial do not necessarily predict final results. In addition, for certain of our product candidates that we acquired, we did not undertake the
preclinical studies and clinical trials. The results of preclinical studies and clinical trials in one set of patients or disease indications, or from preclinical
studies or clinical trials that we did not lead, may not be predictive of those obtained in another. In some instances, there can be significant variability in
safety or efficacy results between different clinical trials of the same product candidate due to numerous factors, including changes in trial procedures
set forth in protocols, differences in the size and type of the patient populations, changes in and adherence to the dosing regimen and other clinical trial
protocols and the rate of dropout among clinical trial participants. In addition, preclinical and clinical data are often susceptible to various interpretations
and analyses, and many companies that have believed their product candidates performed satisfactorily in preclinical studies and clinical trials have
nonetheless failed to obtain marketing approval. Product candidates in later stages of clinical trials may fail to show the desired safety and efficacy
profile despite having progressed through nonclinical studies and initial clinical trials. A number of companies in the pharmaceutical and
biopharmaceutical industry have suffered significant setbacks in advanced clinical trials due to lack of efficacy or adverse safety profiles,
notwithstanding promising results in earlier studies, and we cannot be certain that we will not face similar setbacks. Even if early-stage clinical trials are
successful, we may need to conduct additional clinical trials of our product candidates in additional patient populations or under different treatment
conditions before we are able to seek approvals from the FDA and regulatory authorities outside the United States to market and sell these product
candidates. Our failure to obtain marketing approval for our product candidates would substantially harm our business, prospects, financial condition
and results of operations. For example, if BBP-265 is first approved for ATTR-CM on the basis of efficacy endpoints other than for reduction in
mortality or hospitalization, BBP-265 might be limited to a second-line claim until such data were available. Any of these events could limit the
commercial potential of BBP-265 and have a material adverse effect on our business, prospects, financial condition and results of operations.

Additionally, some of the clinical trials performed to date were generated from open-label studies and were conducted at a limited number of clinical
sites on a limited number of patients. An “open-label” clinical trial is one where both the patient and investigator know whether the patient is receiving
the investigational product
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candidate or either an existing approved drug or placebo. Most typically, open-label clinical trials test only the investigational product candidate and
sometimes may do so at different dose levels. Open-label clinical trials are subject to various limitations that may exaggerate any therapeutic effect as
patients in open-label clinical trials are aware when they are receiving treatment. Open-label clinical trials may be subject to a “patient bias” where
patients perceive their symptoms to have improved merely due to their awareness of receiving an experimental treatment. Moreover, patients selected
for early clinical studies often include the most severe sufferers and their symptoms may have been bound to improve notwithstanding the new
treatment. In addition, open-label clinical trials may be subject to an “investigator bias” where those assessing and reviewing the physiological outcomes
of the clinical trials are aware of which patients have received treatment and may interpret the information of the treated group more favorably given this
knowledge. Given that our Phase 2 clinical trial of BBP-265 includes an open-label clinical trial extension, the results from this clinical trial may not be
predictive of future clinical trial results with this or other product candidates for which we include an open-label clinical trial when studied in a
controlled environment with a placebo or active control.

We may encounter difficulties enrolling patients in clinical trials, and clinical development activities could thereby be delayed or otherwise adversely
daffected.

The timely completion of clinical trials in accordance with their protocols depends, among other things, on our ability to enroll a sufficient number of
patients who remain in the trial until its conclusion. The indications for which we plan to evaluate our current product candidates represent a rare disease
or condition with limited patient populations from which to draw participants in clinical trials. Due to our focus on the development of product
candidates for the treatment of Mendelian diseases and genetically driven cancers, many of which are rare conditions, we may not be able to identify and
enroll a sufficient number of patients, or those with required or desired characteristics and criteria, in a timely manner.

We may experience difficulties in patient enrollment in our clinical trials for a variety of reasons, including:

+ the size and nature of a patient population;

+ the patient eligibility criteria defined in the applicable clinical trial protocols, which may limit the patient populations eligible for clinical trials to a
greater extent than competing clinical trials for the same indication;

» the size of the study population required for analysis of the trial’s primary endpoints;

» the severity of the disease under investigation;

+ the proximity of patients to a trial site;

+ the design of the trial;

+ the ability to recruit clinical trial investigators with the appropriate competencies and experience;

» the approval or concurrent enrollment of clinical trials involving competing product candidates currently under development for Mendelian
diseases or genetically driven cancers, including Vyndamax (tafamidis) and Vyndagel (tafamidis meglumine), for which Pfizer Inc. has been
approved for the treatment of ATTR-CM in the United States and Japan (Vyndaquel only) and is approved in certain countries outside the United
States for the treatment of ATTR-PN (Vyndaquel only), or competing clinical trials for similar therapies or targeting patient populations meeting
our patient eligibility criteria;

» clinicians’ and patients’ perceptions as to the potential advantages and side effects of the product candidate being studied in relation to other
available therapies and product candidates;

+ the ability to obtain and maintain patient consents; and

+  the risk that patients enrolled in clinical trials will not complete such trials, for any reason.

If we have difficulty enrolling sufficient numbers of patients to conduct clinical trials as planned, we may need to delay or terminate ongoing or planned
clinical trials, either of which would have an adverse effect on our business.
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Use of our product candidates could be associated with side effects, adverse events or other properties or safety risks, which could delay or halt their
clinical development, prevent their requlatory approval, cause us to suspend or discontinue clinical trials, abandon a product candidate, limit their
commercial potential, if approved, or result in other significant negative consequences that could severely harm our business, prospects, operating
results and financial condition.

As is the case with pharmaceuticals generally, it is likely that there may be side effects and AEs associated with our product candidates’ use. Results of
our clinical trials could reveal a high and unacceptable severity and prevalence of side effects or unexpected characteristics. Undesirable side effects
caused by our product candidates could cause us or regulatory authorities to interrupt, delay or halt clinical trials and could result in a more restrictive
label or the delay or denial of regulatory approval by the FDA or comparable foreign regulatory authorities. The drug-related side effects could affect
patient recruitment or the ability of enrolled patients to complete the trial or result in potential product liability claims. Any of these occurrences may
harm our business, financial condition and prospects significantly.

Moreover, if our product candidates are associated with undesirable side effects in preclinical studies or clinical trials or have characteristics that are
unexpected, we may elect to abandon their development or limit their development to more narrow uses or subpopulations in which the undesirable side
effects or other characteristics are less prevalent, less severe or more acceptable from a risk-benefit perspective, which may limit the commercial
expectations for the product candidate if approved. We may also be required to modify or terminate our study plans based on findings in our preclinical
studies or clinical trials. For instance, in our Phase 2 clinical trial of BPP-831 for the treatment of FGFR-driven cancers, the most commonly reported
treatment emergent adverse event of any grade was hyperphosphatemia, which is an electrolyte disorder in which there is an elevated level of phosphate
in the blood. Many product candidates that initially show promise in early-stage testing may later be found to cause side effects that prevent further
development. In addition, in ongoing IND-enabling toxicology studies, we have observed toxicity in a non-rodent species for BBP-671. We believe the
toxicity observed is consistent with a species and chemotype-specific mechanism and we are now instead pursuing two backup BBP-671 compounds.
As we work to advance existing product candidates and to identify new product candidates, we cannot be certain that later testing or trials of product
candidates that initially showed promise in early testing will not be found to cause similar or different unacceptable side effects that prevent their further
development.

It is possible that as we test our product candidates in larger, longer and more extensive clinical trials, or as the use of these product candidates becomes
more widespread if they receive regulatory approval, illnesses, injuries, discomforts and other AEs that were observed in earlier trials, as well as
conditions that did not occur or went undetected in previous trials, will be reported by subjects. If such side effects become known later in development
or upon approval, if any, such findings may harm our business, financial condition and prospects significantly.

Additionally, adverse developments in clinical trials of pharmaceutical and biopharmaceutical products conducted by others may cause the FDA or other
regulatory oversight bodies to suspend or terminate our clinical trials or to change the requirements for approval of any of our product candidates.

In addition to side effects caused by the product candidate, the administration process or related procedures also can cause adverse side effects. If any
such AEs occur, our clinical trials could be suspended or terminated. If we are unable to demonstrate that any AEs were caused by the administration
process or related procedures, the FDA, the European Commission, the European Medicines Agency, or the EMA, or other regulatory authorities could
order us to cease further development of, or deny approval of, a product candidate for any or all targeted indications. Even if can demonstrate that all
future serious adverse events, or SAEs, are not product-related, such occurrences could affect patient recruitment or the ability of enrolled patients to
complete the trial. Moreover, if we elect, or are required, to not initiate, delay, suspend or terminate any future clinical trial of any of our product
candidates, the commercial prospects of such product candidates may be harmed and our ability to generate
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product revenues from any of these product candidates may be delayed or eliminated. Any of these occurrences may harm our ability to develop other
product candidates, and may harm our business, financial condition and prospects significantly.

Additionally, if any of our product candidates receives marketing approval, the FDA could impose a boxed warning in the labeling of our product and
could require us to adopt a risk evaluation and mitigation strategy, or REMS, and could apply elements to assure safe use to ensure that the benefits of
the product outweigh its risks, which may include, among other things, a Medication Guide outlining the risks of the product for distribution to patients
and a communication plan to health care practitioners. Furthermore, if we or others later identify undesirable side effects caused by our product
candidates once approved, several potentially significant negative consequences could result, including:

» regulatory authorities may suspend or withdraw approvals of such product candidate;

+ regulatory authorities may require additional warnings on the label;

* we may be required by the FDA to implement a REMS;

* we may be required to change the way a product candidate is administered or conduct additional clinical trials;
* we could be sued and held liable for harm caused to patients; and

*  our reputation may suffer.

Any of these occurrences could prevent us from achieving or maintaining market acceptance of the particular product candidate, if approved, and may
harm our business, financial condition and prospects significantly.

Certain of our product candidates under development for the treatment of patient populations with significant comorbidities that may result in
deaths or serious adverse or unacceptable side effects and require us to abandon or limit our clinical development activities.

Patients in certain of our ongoing and planned clinical trials of product candidates in genetically driven cancers, including clinical trials of BBP-831 of
FGFR-driven cancers, as well as patients who may undergo treatment with other product candidates that we may develop, may also receive
chemotherapy, radiation, and/or other high dose or myeloablative treatments in the course of treatment of their disease, and may therefore experience
side effects or AEs, including death, that are unrelated to our product candidates. While these side effects or AEs may be unrelated to our product
candidates, they may still affect the success of our clinical trials. The inclusion of critically ill patients in our clinical trials may also result in deaths or
other adverse medical events due to underlying disease or to other therapies or medications that such patients may receive. Any of these events could
prevent us from advancing our product candidates through clinical development, and from obtaining regulatory approval, and would impair our ability
to commercialize our product candidates. Any inability to advance our product candidates through clinical development would have a material adverse
effect on our business, and the value of our common stock would decline.

We may in the future conduct clinical trials for product candidates outside the United States, and the FDA and comparable foreign regulatory
authorities may not accept data from such trials.

We may in the future choose to conduct one or more clinical trials outside the United States, including in Europe. For instance, our clinical trials of
BBP-831 and BBP-870 each included patients outside of the United States and our Phase 3 clinical trials of BBP-265 will include patients outside of the
United States. The acceptance of study data from clinical trials conducted outside the United States or another jurisdiction by the FDA or comparable
foreign regulatory authority may be subject to certain conditions or may not be accepted at all. In cases where data from foreign clinical trials are
intended to serve as the basis for marketing approval in the United States, the FDA will generally not approve the application on the basis of foreign
data alone unless (i) the data are
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applicable to the U.S. population and U.S. medical practice; and (ii) the trials were performed by clinical investigators of recognized competence and
pursuant to GCP regulations. Additionally, the FDA’s clinical trial requirements, including sufficient size of patient populations and statistical powering,
must be met. Many foreign regulatory authorities have similar approval requirements. In addition, such foreign trials would be subject to the applicable
local laws of the foreign jurisdictions where the trials are conducted. There can be no assurance that the FDA or any comparable foreign regulatory
authority will accept data from trials conducted outside of the United States or the applicable jurisdiction, including from our ongoing and planned
Phase 3 clinical trials of BBP-265, for which we plan to enroll cohorts outside the United States. If the FDA or any comparable foreign regulatory
authority does not accept such data, it would result in the need for additional trials, which would be costly and time-consuming and delay aspects of our
business plan, and which may result in product candidates that we may develop not receiving approval or clearance for commercialization in the
applicable jurisdiction.

Even if we obtain FDA approval for product candidates that we may identify and pursue in the United States, we may never obtain approval to
commercialize any product candidates outside of the United States, which would limit our ability to realize their full market potential.

In order to market any products outside of the United States, we must establish and comply with numerous and varying regulatory requirements of other
countries regarding safety and effectiveness. Clinical trials conducted in one country may not be accepted by regulatory authorities in other countries,
and regulatory approval in one country does not mean that regulatory approval will be obtained in any other country. Approval processes vary among
countries and can involve additional product testing and validation and additional or different administrative review periods from those in the United
States, including additional preclinical studies or clinical trials, as clinical trials conducted in one jurisdiction may not be accepted by regulatory
authorities in other jurisdictions. In many jurisdictions outside the United States, a product candidate must be approved for reimbursement before it can
be approved for sale in that jurisdiction. In some cases, the price that we intend to charge for our products is also subject to approval.

Seeking foreign regulatory approval could result in difficulties and costs and require additional nonclinical studies or clinical trials which could be costly
and time-consuming. Regulatory requirements can vary widely from country to country and could delay or prevent the introduction of our product
candidates in those countries. The foreign regulatory approval process may include all of the risks associated with obtaining FDA approval. We do not
have any product candidates approved for sale in any jurisdiction, including international markets, and we do not have experience in obtaining
regulatory approval in international markets. If we fail to comply with regulatory requirements in international markets or to obtain and maintain
required approvals, or if regulatory approval in international markets is delayed, our target market will be reduced and our ability to realize the full
market potential of our products will be harmed.

Interim, “top-line,” and preliminary data from our clinical trials that we announce or publish from time to time may change as more patient data
become available or as additional analyses are conducted, and as the data are subject to audit and verification procedures that could result in
material changes in the final data.

From time to time, we may publish interim, “top-line,” or preliminary data from our clinical studies. Interim data from clinical trials that we may
complete are subject to the risk that one or more of the clinical outcomes may materially change as patient enrollment continues and more patient data
become available. Preliminary or “top-line” data also remain subject to audit and verification procedures that may result in the final data being
materially different from the preliminary data we previously published. As a result, interim and preliminary data should be viewed with caution until the
final data are available. Material adverse changes between preliminary, “top-line,” or interim data and final data could significantly harm our business
prospects.
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Even though we may apply for orphan drug designation for our product candidates, we may not be able to obtain orphan drug marketing exclusivity.

Our business strategy focuses on the development of product candidates for the treatment of genetic diseases, which may be eligible for FDA or EMA
orphan drug designation. Regulatory authorities in some jurisdictions, including the United States and European Union, may designate drugs or
biologics for relatively small patient populations as orphan drugs. Under the Orphan Drug Act, the FDA may designate a drug as an orphan drug if it is
intended to treat a rare disease or condition, which is generally defined as a patient population of fewer than 200,000 individuals annually in the United
States, or a patient population greater than 200,000 in the United States where there is no reasonable expectation that the cost of developing the drug
will be recovered from sales in the United States. In order to obtain orphan drug designation, the request must be made before submitting an NDA or
BLA. In the United States, orphan drug designation entitles a party to financial incentives such as opportunities for grant funding towards clinical trial
costs, tax advantages, and user-fee waivers. After the FDA grants orphan drug designation, the generic identity of the drug and its potential orphan use
are disclosed publicly by the FDA. Orphan drug designation does not convey any advantage in, or shorten the duration of, the regulatory review and
approval process.

If a product that has orphan drug designation subsequently receives the first FDA approval of that particular product for the disease for which it has such
designation, the product is entitled to orphan product exclusivity, which means that the FDA may not approve any other applications, including an NDA
or BLA, to market the same drug or biologic for the same indication for seven years, except in limited circumstances such as a showing of clinical
superiority to the product with orphan drug exclusivity or if FDA finds that the holder of the orphan drug exclusivity has not shown that it can assure the
availability of sufficient quantities of the orphan drug to meet the needs of patients with the disease or condition for which the drug was designated. As a
result, even if one of our product candidates receives orphan exclusivity, the FDA can still approve other drugs or biologics for use in treating the same
indication or disease or the same biologic for a different indication or disease during the exclusivity period. Furthermore, the FDA can waive orphan
exclusivity if we are unable to manufacture sufficient supply of our product or if a subsequent applicant demonstrates clinical superiority over our
product.

In the European Union, the Committee for Orphan Medicinal Products of the EMA grants orphan drug designation to promote the development of
products that are intended for the diagnosis, prevention or treatment of a life-threatening or chronically debilitating condition affecting not more than
five in 10,000 persons in the European Union (or where it is unlikely that the development of the medicine would generate sufficient return to justify the
investment) and for which no satisfactory method of diagnosis, prevention, or treatment is authorized or, if a method exists, the product would be of
significant benefit to those affected by the condition.

We have obtained from the FDA orphan drug designation for BBP-009 for treatment of nevoid basal cell carcinoma syndrome, or Gorlin syndrome,
BBP-265 for the treatment of transthyretin amyloidosis, BBP-589 for the treatment of dystrophic epidermolysis bullosa, BBP-631 for the treatment of
CAH 210HD, BBP-587 for the treatment of dystrophic epidemolysis bullosa and BBP-870 for treatment of molybdenum cofactor deficiency type A.
We have obtained from the EMA orphan drug designation for BBP-009 for treatment of nevoid basal cell carcinoma syndrome (Gorlin syndrome), BBP-
265 for the treatment of ATTR amyloidosis, BBP-589 for the treatment of epidermolysis bullosa and BBP-870 for treatment of molybdenum cofactor
deficiency type A. We may seek orphan drug designation for certain other of our product candidates. Even if we obtain orphan drug designation,
exclusive marketing rights in the United States may be limited if we seek approval for an indication broader than the orphan designated indication and
may be lost if the FDA later determines that the request for designation was materially defective or if we are unable to assure sufficient quantities of the
product to meet the needs of patients with the rare disease or condition, or if a subsequent applicant demonstrates clinical superiority over our products,
if approved. In addition, although we may seek orphan drug designation for other product candidates, we may never receive such designations.
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Certain of our product candidates, including our protein therapeutic and gene therapy product candidates are novel, complex and difficult to
manufacture. We could experience manufacturing problems that result in delays in our development or commercialization programs or otherwise
harm our business.

The manufacturing processes our CMOs use to produce our product candidates, including our protein therapeutic and gene therapy product candidates,
are complex, novel and have not been validated for commercial use. Several factors could cause production interruptions, including equipment
malfunctions, facility contamination, raw material shortages or contamination, natural disasters, disruption in utility services, human error or disruptions
in the operations of our suppliers.

Several of our small molecule product candidates are particularly complex and difficult to manufacture, in some cases due to the number of steps
required, the process complexity and the toxicity of end or intermediate-stage products.

Our protein therapeutic and gene therapy product candidates require processing steps that are more complex than those required for most small molecule
drugs. Moreover, unlike small molecules, the physical and chemical properties of biologics such as ours generally cannot be fully characterized. As a
result, assays of the finished product may not be sufficient to ensure that the product is consistent from lot-to-lot or will perform in the intended manner.
Accordingly, our CMOs must employ multiple steps to control the manufacturing process to assure that the process is reproducible and the product
candidate is made strictly and consistently in compliance with the process. Problems with the manufacturing process, even minor deviations from the
normal process, could result in product defects or manufacturing failures that result in lot failures, product recalls, product liability claims or insufficient
inventory to conduct clinical trials or supply commercial markets. We may encounter problems achieving adequate quantities and quality of clinical-
grade materials that meet the FDA, the EMA or other applicable standards or specifications with consistent and acceptable production yields and costs.

In addition, the FDA, the EMA and other foreign regulatory authorities may require us to submit samples of any lot of any approved product together
with the protocols showing the results of applicable tests at any time. Under some circumstances, the FDA, the EMA or other foreign regulatory
authorities may require that we not distribute a lot until the agency authorizes its release. Slight deviations in the manufacturing process, including those
affecting quality attributes and stability, may result in unacceptable changes in the product that could result in lot failures or product recalls. Lot failures
or product recalls could cause us to delay product launches or clinical trials, which could be costly to us and otherwise harm our business, financial
condition, results of operations and prospects.

Our CMOs also may encounter problems hiring and retaining the experienced scientific, quality assurance, quality-control and manufacturing personnel
needed to operate our manufacturing processes, which could result in delays in production or difficulties in maintaining compliance with applicable
regulatory requirements.

Any problems in our CMOs’ manufacturing process or facilities could result in delays in planned clinical trials and increased costs, and could make us a
less attractive collaborator for potential partners, including larger biotechnology companies and academic research institutions, which could limit access
to additional attractive development programs. Problems in our manufacturing process could restrict our ability to meet potential future market demand
for products.

Certain of our product candidates are based on a novel AAV, gene therapy technology with which there is limited clinical or regulatory experience to
date, which makes it difficult to predict the time and cost of product candidate development and subsequently obtaining regulatory approval.

Certain of our product candidates are based on gene therapy technology and our future success depends on the successful development of this novel
therapeutic approach. We cannot assure you that any development problems we or other gene therapy companies experience in the future related to gene
therapy technology will not cause
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significant delays or unanticipated costs in the development of our product candidates, or that such development problems can be solved. In addition, the
clinical study requirements of the FDA, EMA and other regulatory agencies and the criteria these regulators use to determine the safety and efficacy of a
product candidate vary substantially according to the type, complexity, novelty and intended use and market of the potential products. The regulatory
approval process for novel product candidates such as ours can be more expensive and take longer than for other, better known or extensively studied
therapeutic modalities. Further, as we are developing novel treatments for diseases in which there is limited clinical experience with new endpoints and
methodologies, there is heightened risk that the FDA, EMA or comparable foreign regulatory bodies may not consider the clinical trial endpoints to
provide clinically meaningful results, and the resulting clinical data and results may be more difficult to analyze. To date, few gene therapy products
have been approved by the FDA or comparable foreign regulatory authorities, which makes it difficult to determine how long it will take or how much it
will cost to obtain regulatory approvals for our product candidates in the United States, the European Union or other jurisdictions. Further, approvals by
one regulatory agency may not be indicative of what other regulatory agencies may require for approval.

Regulatory requirements governing gene therapy products have evolved and may continue to change in the future. For example, the FDA established the
Office of Tissues and Advanced Therapies within its Center for Biologics Evaluation and Research, or CBER, to consolidate the review of gene therapy
and related products, and the Cellular, Tissue and Gene Therapies Advisory Committee to advise CBER on its review. These and other regulatory review
agencies, committees and advisory groups and the requirements and guidelines they promulgate may lengthen the regulatory review process, require us
to perform additional preclinical studies or clinical trials, increase our development costs, lead to changes in regulatory positions and interpretations,
delay or prevent approval and commercialization of these treatment candidates or lead to significant post-approval limitations or restrictions.

The FDA, National Institutes of Health, or NTH, other regulatory agencies at both the federal and state level in the United States, U.S. congressional
committees, and the EMA and other foreign governments, have expressed interest in further regulating the biotechnology industry, including gene
therapy and genetic testing. For example, the EMA advocates a risk-based approach to the development of a gene therapy product. Any such further
regulation may delay or prevent commercialization of some or all of our product candidates. For example, in 1999, a patient died during a gene therapy
clinical trial that utilized an adenovirus vector and it was later discovered that adenoviruses could generate an extreme immune system reaction that can
be life-threatening. In January 2000, the FDA halted that trial and began investigating 69 other gene therapy trials underway in the United States, 13 of
which required remedial action. In 2003, the FDA suspended 27 additional gene therapy trials involving several hundred patients after learning that
some patients treated in a clinical trial in France had subsequently developed leukemia. While the new AAV vectors that we use across our portfolio of
gene therapy product candidates have been designed and developed to help reduce these side effects, gene therapy is still a relatively new approach to
disease treatment and past as well as different adverse side effects could develop.

Regulatory requirements in the United States and abroad governing gene therapy products have changed frequently and may continue to change in the
future. For example, in addition to the submission of an IND, to the FDA, before initiation of a clinical trial in the United States, certain human clinical
trials for cell therapy products and gene therapy had historically been subject to review by the NIH Office of Biotechnology Activities’ Recombinant
DNA Advisory Committee, or the RAC, pursuant to the NIH Guidelines for Research Involving Recombinant DNA Molecules, or NIH Guidelines.
Following an initial review, RAC members would make a recommendation as to whether the protocol raises important scientific, safety, medical, ethical
or social issues that warrant in-depth discussion at the RAC’s quarterly meetings. Although the FDA decides whether individual gene therapy protocols
may proceed under an IND, the RAC’s recommendations were shared with the FDA and, the RAC public review process, if undertaken, could have
impeded or delayed the initiation of a clinical trial, even if the FDA has reviewed the trial and approved its initiation or has notified the sponsor that the
study may begin. Conversely, the FDA can put an IND on clinical hold even if the RAC provided a favorable review or has recommended against an
in-depth, public review.
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On August 17, 2018, the NIH issued a notice in the Federal Register and issued a public statement proposing changes to the oversight framework for
gene therapy trials, including changes to the applicable NIH Guidelines to modify the roles and responsibilities of the RAC with respect to human
clinical trials of gene therapy products, and requesting public comment on its proposed modifications. During the public comment period, which closed
on October 16, 2018, the NIH had announced that it would no longer accept new human gene transfer protocols for review as part of the protocol
registration process under the existing NIH Guidelines or convene the RAC to review individual clinical protocols. In April 2019, NTH announced the
updated guidelines, which reflect these proposed changes, and clarify that these trials will remain subject to the FDA’s oversight and other clinical trial
regulations, and oversight at the local level will continue as otherwise set forth in the NIH Guidelines. Specifically, under the NIH Guidelines,
supervision of human gene transfer trials includes evaluation and assessment by an IBC, a local institutional committee that reviews and oversees
research utilizing recombinant or synthetic nucleic acid molecules at that institution. The IBC assesses the safety of the research and identifies any
potential risk to the public health or the environment, and such review may result in some delay before initiation of a clinical trial. While the NIH
Guidelines are not mandatory unless the research in question is being conducted at or sponsored by institutions receiving NIH funding of recombinant or
synthetic nucleic acid molecule research, many companies and other institutions not otherwise subject to the NIH Guidelines voluntarily follow them.
Even though we may not be required to submit a protocol for our gene therapy product candidates through the NIH for RAC review, we will still be
subject to significant regulatory oversight by the FDA, and in addition to the government regulators, the applicable IBC and IRB, of each institution at
which we or our collaborators conduct clinical trials of our product candidates, or a central IRB if appropriate, would need to review and approve the
proposed clinical trial.

Similarly, the EMA governs the development of gene therapies in the European Union and may issue new guidelines concerning the development and
marketing authorization for gene therapy products and require that we comply with these new guidelines.

These regulatory review committees and advisory groups and the new guidelines they promulgate may lengthen the regulatory review process, require
us to perform additional studies or trials, increase our development costs, lead to changes in regulatory positions and interpretations, delay or prevent
approval and commercialization of our product candidates or lead to significant post-approval limitations or restrictions. As we advance our product
candidates, we will be required to consult with these regulatory and advisory groups and comply with applicable guidelines. If we fail to do so, we may
be required to delay or discontinue development of such product candidates. These additional processes may result in a review and approval process that
is longer than we otherwise would have expected. Delays as a result of an increased or lengthier regulatory approval process or further restrictions on
the development of our product candidates can be costly and could negatively impact our ability to complete clinical trials and commercialize our
current and future product candidates in a timely manner, if at all.

Our product candidates based on gene therapy technology may cause undesirable and unforeseen side effects or be perceived by the public as
unsafe, which could delay or prevent their advancement into clinical trials or requlatory approval, limit the commercial potential or result in
significant negative consequences.

Public attitudes may be influenced by claims that gene therapy technology is unsafe, unethical, or immoral, and, consequently, our product candidates
may not gain the acceptance of the public or the medical community. Adverse public attitudes may adversely impact our ability to enroll clinical trials.
Moreover, our success will depend upon physicians prescribing, and their patients being willing to receive, treatments that involve the use of product
candidates we may develop in lieu of, or in addition to, existing treatments with which they are already familiar and for which greater clinical data may
be available. For example, there have been several significant adverse side effects in prior clinical trials of gene therapy product candidates, including
reported cases of leukemia and death seen in other trials using other vectors. While new AAV vectors have been developed to reduce these side effects,
gene therapy is still a relatively new approach to disease treatment and additional adverse side effects could develop. There also is the potential risk of
delayed AEs following exposure to gene therapy products due to persistent biologic activity of the genetic material or other components of products
used to carry the genetic material.
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Possible adverse side effects that could occur with treatment with gene therapy products include an immunologic reaction early after administration
which could be detrimental to the patient’s health or substantially limit the effectiveness and durability of the treatment. For example, an increasingly
anticipated side effect of AAV gene therapy is the development of a T-cell immunological response, most often seen affecting the liver.

The FDA has granted rare pediatric disease designation to BBP-870 for the treatment of molybdenum cofactor deficiency type A. However, a
marketing application for BBP-870, if approved, may not meet the eligibility criteria for a priority review voucher.

The FDA has granted rare pediatric disease designation to BBP-870 for the treatment of molybdenum cofactor deficiency type A, or MoCD Type A.
Designation of a drug as a drug for a rare pediatric disease does not guarantee that an NDA for such drug will meet the eligibility criteria for a rare
pediatric disease priority review voucher at the time the application is approved. Under the Federal Food, Drugs, and Cosmetic Act, or FDCA, we will
need to request a rare pediatric disease priority review voucher in our original NDA for BBP-870. The FDA may determine that an NDA for BBP-870,
if approved, does not meet the eligibility criteria for a priority review voucher, including for the following reasons:

*  MoCD Type A no longer meets the definition of a rare pediatric disease;
+ the NDA contains an active ingredient (including any ester or salt of the active ingredient) that has been previously approved in an NDA,;
+ the NDA is not deemed eligible for priority review;

+  the NDA does not rely on clinical data derived from studies examining a pediatric population and dosages of the drug intended for that population
(that is, if the NDA does not contain sufficient clinical data to allow for adequate labeling for use by the full range of affected pediatric patients);
or

» the NDA is approved for a different adult indication than the rare pediatric disease for which BBP-870 is designated (for example, if BBP-870 is
approved for an indication based on specific genetic alterations that would be inclusive of, but not limited to, BBP-870).

The authority for the FDA to award rare pediatric disease priority review vouchers for drugs that have received rare pediatric disease designation prior
to September 30, 2020 currently expires on September 30, 2022. If the NDA for BBP-870 is not approved prior to September 30, 2022 for any reason,
regardless of whether it meets the criteria for a rare pediatric disease priority review voucher, it will not be eligible for a priority review voucher.
However, it is also possible the authority for FDA to award rare pediatric disease priority review vouchers will be further extended through Federal
lawmaking.

We may not elect or be able to take advantage of any expedited development or regulatory review and approval processes available to product
candidates granted breakthrough therapy or fast track designation by the FDA.

We intend to evaluate and continue ongoing discussions with the FDA on regulatory strategies that could enable us to take advantage of expedited
development pathways for certain of our product candidates, although we cannot be certain that our product candidates will qualify for any expedited
development pathways or that regulatory authorities will grant, or allow us to maintain, the relevant qualifying designations. Potential expedited
development pathways that we could pursue include breakthrough therapy and fast track designation.

Breakthrough therapy designation is intended to expedite the development and review of product candidates that are designed to treat serious or life-
threatening diseases when “preliminary clinical evidence indicates that the drug may demonstrate substantial improvement over existing therapies on
one or more clinically significant endpoints, such as substantial treatment effects observed early in clinical development.” The designation of a product
candidate as a breakthrough therapy provides potential benefits that include more frequent meetings with FDA to discuss the development plan for the
product candidate and ensure collection of appropriate data needed
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to support approval; more frequent written correspondence from FDA about such things as the design of the proposed clinical trials and use of
biomarkers; intensive guidance on an efficient drug development program, beginning as early as Phase 1; organizational commitment involving senior
managers; and eligibility for rolling review and priority review.

Fast track designation is designed for product candidates intended for the treatment of a serious or life-threatening disease or condition, where
nonclinical or clinical data demonstrate the potential to address an unmet medical need for this disease or condition.

Although BBP-589 has received fast track designation for the treatment of dystrophic epidermolysis bullosa, or DEB, BBP-870 has received
breakthrough therapy designation for MoCD and BBP-009 has received breakthrough therapy designation for the reduction of life-long, serious clinical
morbidity and disease burden of persistently developing BCCs in patients with basal cell nevus syndrome, or BCNS, which is also known as Gorlin
Syndrome, we may elect not to pursue either of breakthrough therapy or fast track designation for our other product candidates, and the FDA has broad
discretion whether or not to grant these designations.

Accordingly, even if we believe a particular product candidate is eligible for breakthrough therapy or fast track designation, we cannot assure you that
the FDA would decide to grant it. Breakthrough therapy designation and fast track designation do not change the standards for product approval, and
there is no assurance that such designation or eligibility will result in expedited review or approval or that the approved indication will not be narrower
than the indication covered by the breakthrough therapy designation or fast track designation. Thus, even if we do receive breakthrough therapy or fast
track designation, we may not experience a faster development process, review or approval compared to conventional FDA procedures. The FDA may
withdraw breakthrough therapy or fast track designation if it believes that the product no longer meets the qualifying criteria. Our business may be
harmed if we are unable to avail ourselves of these or any other expedited development and regulatory pathways.

If we are unable to successfully validate, develop and obtain regulatory approval for companion diagnostic tests for our drug candidates that require
or would commercially benefit from such tests, or experience significant delays in doing so, we may not realize the full commercial potential of these
drug candidates.

In connection with the clinical development of our drug candidates for certain indications, we may work with collaborators to develop or obtain access
to in vitro companion diagnostic tests to identify patient subsets within a disease category who may derive selective and meaningful benefit from our
drug candidates. For example, we are currently developing a companion diagnostic for BBP-831 in patients with CCA in collaboration with Foundation
Medicine, or FMI. Such companion diagnostics would be used during our clinical trials as well as in connection with the commercialization of our
product candidates. To be successful, we or our collaborators will need to address a number of scientific, technical, regulatory and logistical challenges.
The FDA and comparable foreign regulatory authorities regulate in vitro companion diagnostics as medical devices and, under that regulatory
framework, will likely require the conduct of clinical trials to demonstrate the safety and effectiveness of any diagnostics we may develop, which we
expect will require separate regulatory clearance or approval prior to commercialization.

We may rely on third parties for the design, development and manufacture of companion diagnostic tests for our therapeutic drug candidates that may
require such tests. If we enter into such collaborative agreements, we will be dependent on the sustained cooperation and effort of our future
collaborators in developing and obtaining approval for these companion diagnostics. It may be necessary to resolve issues such as selectivity/specificity,
analytical validation, reproducibility, or clinical validation of companion diagnostics during the development and regulatory approval processes.
Moreover, even if data from preclinical studies and early clinical trials appear to support development of a companion diagnostic for a product
candidate, data generated in later clinical trials may fail to support the analytical and clinical validation of the companion diagnostic. We and our future
collaborators may encounter difficulties in developing, obtaining regulatory approval for, manufacturing and commercializing companion diagnostics
similar to those we face with respect to our therapeutic candidates themselves, including issues with achieving regulatory clearance or approval,
production of sufficient quantities at commercial scale and with appropriate quality standards, and in gaining market acceptance. If we are unable to
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successfully develop companion diagnostics for these therapeutic drug candidates, or experience delays in doing so, the development of these
therapeutic drug candidates may be adversely affected, these therapeutic drug candidates may not obtain marketing approval, and we may not realize the
full commercial potential of any of these therapeutics that obtain marketing approval. As a result, our business, results of operations and financial
condition could be materially harmed. In addition, a diagnostic company with whom we contract may decide to discontinue selling or manufacturing the
companion diagnostic test that we anticipate using in connection with development and commercialization of our product candidates or our relationship
with such diagnostic company may otherwise terminate. We may not be able to enter into arrangements with another diagnostic company to obtain
supplies of an alternative diagnostic test for use in connection with the development and commercialization of our product candidates or do so on
commercially reasonable terms, which could adversely affect and/or delay the development or commercialization of our therapeutic candidates.

If approved, our investigational products regulated as biologics may face competition from biosimilars approved through an abbreviated regulatory
pathway.

The Patient Protection and Affordable Care Act, as amended by the Health Care and Education Reconciliation Act of 2010, or collectively the ACA,
includes a subtitle called the Biologics Price Competition and Innovation Act of 2009, or BPCIA, which created an abbreviated approval pathway for
biological products that are biosimilar to or interchangeable with an FDA-licensed reference biological product. Under the BPCIA, an application for a
biosimilar product may not be submitted to the FDA until four years following the date that the reference product was first licensed by the FDA. In
addition, the approval of a biosimilar product may not be made effective by the FDA until 12 years from the date on which the reference product was
first licensed. During this 12-year period of exclusivity, another company may still market a competing version of the reference product if the FDA
approves a BLA for the competing product containing the sponsor’s own preclinical data and data from adequate and well-controlled clinical trials to
demonstrate the safety, purity, and potency of the other company’s product. The law is complex and is still being interpreted and implemented by the
FDA. As aresult, its ultimate impact, implementation, and meaning are subject to uncertainty.

We believe that any of our product candidates approved as a biological product under a BLA should qualify for the 12-year period of exclusivity.
However, there is a risk that this exclusivity could be shortened due to congressional action or otherwise, or that the FDA will not consider our
investigational medicines to be reference products for competing products, potentially creating the opportunity for generic competition sooner than
anticipated. Other aspects of the BPCIA, some of which may impact the BPCIA exclusivity provisions, have also been the subject of recent litigation.
Moreover, the extent to which a biosimilar, once licensed, will be substituted for any one of our reference products in a way that is similar to traditional
generic substitution for non-biological products is not yet clear, and will depend on a number of marketplace and regulatory factors that are still
developing.

If competitors are able to obtain marketing approval for biosimilars referencing our products, our products may become subject to competition from
such biosimilars, with the attendant competitive pressure and consequences.

Even if we obtain regulatory approval for a product candidate, we will be subject to ongoing regulatory obligations and continued regulatory review,
which may result in significant additional expense and we may be subject to penalties if we fail to comply with regulatory requirements or
experience unanticipated problems with our product candidates.

If any of our product candidates are approved, they will be subject to ongoing regulatory requirements for manufacturing, labeling, packaging, storage,
advertising, promotion, sampling, record-keeping, conduct of post-marketing studies, and submission of safety, efficacy, and other post-market
information, including both federal and state requirements in the United States and requirements of comparable foreign regulatory authorities.

Manufacturers and manufacturers’ facilities are required to comply with extensive requirements imposed by the FDA and comparable foreign regulatory
authorities, including ensuring that quality control and manufacturing

34



Table of Contents

procedures conform to current good manufacturing practices, or cGMP, regulations. As such, we and our CMOs will be subject to continual review and
inspections to assess compliance with cGMP and adherence to commitments made in any NDA, BLA or marketing authorization application, or MAA.
Accordingly, we and others with whom we work must continue to expend time, money, and effort in all areas of regulatory compliance, including
manufacturing, production and quality control.

Any regulatory approvals that we may receive for our product candidates will be subject to limitations on the approved indicated uses for which the
product may be marketed and promoted or to the conditions of approval, or contain requirements for potentially costly post-marketing testing, including
Phase 4 clinical trials and surveillance to monitor the safety and efficacy of the product candidate. We will be required to report certain adverse reactions
and production problems, if any, to the FDA and comparable foreign regulatory authorities. Any new legislation addressing drug safety issues could
result in delays in product development or commercialization, or increased costs to assure compliance.

The FDA and other agencies, including the Department of Justice, closely regulate and monitor the post-approval marketing, labeling, advertising and
promotion of products to ensure that they are manufactured, marketed and distributed only for the approved indications and in accordance with the
provisions of the approved label. We will have to comply with requirements concerning advertising and promotion for our products. Promotional
communications with respect to prescription drugs are subject to a variety of legal and regulatory restrictions and must be consistent with the
information in the product’s approved label. As such, we may not promote our products for indications or uses for which they do not have approval.

The holder of an approved NDA, BLA or MAA must submit new or supplemental applications and obtain approval for certain changes to the approved
product, product labeling, or manufacturing process. We could also be asked to conduct post-marketing clinical trials to verify the safety and efficacy of
our products in general or in specific patient subsets. If original marketing approval was obtained via the accelerated approval pathway, we could be
required to conduct a successful post-marketing clinical trial to confirm clinical benefit for our products. An unsuccessful post-marketing study or
failure to complete such a study could result in the withdrawal of marketing approval.

If a regulatory agency discovers previously unknown problems with a product, such as AEs of unanticipated severity or frequency, or problems with the
facility where the product is manufactured, or disagrees with the promotion, marketing or labeling of a product, such regulatory agency may impose
restrictions on that product or us, including requiring withdrawal of the product from the market. If we fail to comply with applicable regulatory
requirements, a regulatory agency or enforcement authority may, among other things:

+  issue warning letters that would result in adverse publicity;

+  impose civil or criminal penalties;

* suspend or withdraw regulatory approvals;

+ suspend any of our ongoing clinical trials;

» refuse to approve pending applications or supplements to approved applications submitted by us;
+  impose restrictions on our operations, including closing our CMOs’ facilities;

*  seize or detain products; or

*  require a product recall.

Any government investigation of alleged violations of law could require us to expend significant time and resources in response, and could generate
negative publicity. Any failure to comply with ongoing regulatory requirements may significantly and adversely affect our ability to commercialize and
generate revenue from our products. If regulatory sanctions are applied or if regulatory approval is withdrawn, the value of our company and our
operating results will be adversely affected.
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The FDA’s and other regulatory authorities’ policies may change and additional government regulations may be enacted that could prevent, limit or
delay regulatory approval of our product candidates.

We also cannot predict the likelihood, nature or extent of government regulation that may arise from future legislation or administrative action, either in
the United States or abroad. For example, certain policies of the Trump administration may impact our business and industry. Namely, the Trump
administration has taken several executive actions, including the issuance of a number of Executive Orders, that could impose significant burdens on, or
otherwise materially delay, the FDA’s ability to engage in routine regulatory and oversight activities such as implementing statutes through rulemaking,
issuance of guidance, and review and approval of marketing applications. If these executive actions impose constraints on FDA’s ability to engage in
oversight and implementation activities in the normal course, our business may be negatively impacted.

The FDA and other regulatory agencies actively enforce the laws and regulations prohibiting the promotion of off-label uses.

If any of our product candidates are approved and we are found to have improperly promoted off-label uses of those products, we may become subject
to significant liability. The FDA and other regulatory agencies strictly regulate the promotional claims that may be made about prescription products, if
approved. In particular, while FDA permits the dissemination of truthful and non-misleading information about an approved product, a manufacturer
may not promote a product for uses that are not approved by the FDA or such other regulatory agencies as reflected in the product’s approved labeling.
If we are found to have promoted such off-label uses, we may become subject to significant liability. The federal government has levied large civil and
criminal fines against companies for alleged improper promotion of off-label use and has enjoined several companies from engaging in off-label
promotion. The FDA has also requested that companies enter into consent decrees, corporate integrity agreements or permanent injunctions under which
specified promotional conduct must be changed or curtailed. If we cannot successfully manage the promotion of our product candidates, if approved, we
could become subject to significant liability, which would materially adversely affect our business and financial condition.

Risks Related to Reliance on Third Parties

We expect to rely on third parties to conduct our clinical trials and some aspects of our research and preclinical testing, and those third parties may
not perform satisfactorily, including failing to meet deadlines for the completion of such trials, research, or testing.

We currently rely and expect to continue to rely on third parties, such as CROs, clinical data management organizations, medical institutions, and
clinical investigators, to conduct some aspects of research and preclinical testing and clinical trials. Any of these third parties may terminate their
engagements with us or be unable to fulfill their contractual obligations. If any of our relationships with these third parties terminate, we may not be able
to enter into arrangements with alternative third parties on commercially reasonable terms, or at all. If we need to enter into alternative arrangements, it
would delay product development activities.

Our reliance on these third parties for research and development activities reduces control over these activities but does not relieve us of our
responsibilities. For example, we remain responsible for ensuring that each of our respective clinical trials is conducted in accordance with the general
investigational plan and protocols for the trial and applicable legal, regulatory, and scientific standards, and our reliance on third parties does not relieve
us of our regulatory responsibilities. In addition, the FDA and comparable foreign regulatory authorities require compliance with GCPs for conducting,
recording, and reporting the results of clinical trials to assure that data and reported results are credible, reproducible and accurate and that the rights,
integrity, and confidentiality of trial participants are protected. Regulatory authorities enforce these GCPs through periodic inspections of trial sponsors,
principal investigators, and trial sites. If we or any of these third parties fail to comply with applicable GCP regulations, some or all of the clinical data
generated in our clinical trials may be deemed unreliable and the
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FDA or comparable foreign regulatory authorities may require us to perform additional nonclinical or clinical trials or to enroll additional patients
before approving our marketing applications. We cannot be certain that, upon inspection, such regulatory authorities will determine that any of our
clinical trials complies with the GCP regulations. For any violations of laws and regulations during the conduct of clinical trials, we could be subject to
untitled and warning letters or enforcement action that may include civil penalties up to and including criminal prosecution. We also are required to
register ongoing clinical trials and post the results of completed clinical trials on a government-sponsored database within certain timeframes. Failure to
do so can result in fines, adverse publicity, and civil and criminal sanctions.

If these third parties do not successfully carry out their contractual duties, meet expected deadlines, or conduct clinical trials in accordance with
regulatory requirements or our stated protocols, we will not be able to obtain, or may be delayed in obtaining, marketing approvals for any product
candidates we may develop and will not be able to, or may be delayed in our efforts to, successfully commercialize our medicines. Our failure or the
failure of these third parties to comply applicable regulatory requirements or our stated protocols could also subject us to enforcement action.

We also expect to rely on other third parties to store and distribute drug supplies for our clinical trials. Any performance failure on the part of our
distributors could delay clinical development or marketing approval of any product candidates we may develop or commercialization of our medicines,
producing additional losses and depriving us of potential product revenue.

We rely entirely on third parties for the manufacturing of our product candidates or other product candidates that we may develop for preclinical
studies and clinical trials and expect to continue to do so for commercialization. Our business could be harmed if those third parties fail to provide
us with sufficient quantities of drug product, or fail to do so at acceptable quality levels or prices.

We do not currently have, nor do we plan to acquire, the infrastructure or capability internally to manufacture drug supplies for our ongoing clinical
trials or any future clinical trials that we may conduct, and we lack the resources to manufacture any product candidates on a commercial scale. We rely,
and expect to continue to rely, on third-party manufacturers to produce our current product candidates or other product candidates that we may identify
for clinical trials, as well as for commercial manufacture if any product candidates that receive marketing approval. Although we generally do not begin
a clinical trial unless we believe we have a sufficient supply of a product candidate to complete the trial, any significant delay or discontinuity in the
supply of a product candidate, or the raw material components thereof, for an ongoing clinical trial due to the need to replace a third-party manufacturer
could considerably delay the clinical development and potential regulatory approval of our product candidates, which could harm our business and
results of operations. We also expect to rely primarily on third parties for the manufacturing of commercial supply of our product candidates, if
approved.

We may be unable to identify and appropriately qualify third-party manufacturers or establish agreements with third-party manufacturers or do so on
acceptable terms. Even if we are able to establish agreements with third-party manufacturers, reliance on third-party manufacturers entails additional
risks, including:

« reliance on the third party for sourcing of raw materials, components, and such other goods as may be required for execution of its manufacturing
processes and the oversight by the third party of its suppliers;

+ reliance on the third party for regulatory compliance and quality assurance for the manufacturing activities each performs;
» the possible breach of the manufacturing agreement by the third party;

» the possible misappropriation of proprietary information, including trade secrets and know-how; and

+ the possible termination or non-renewal of the agreement by the third party at a time that is costly or inconvenient for us.
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Furthermore, all of our CMOs are engaged with other companies to supply and/or manufacture materials or products for such companies, which exposes
our manufacturers to regulatory risks for the production of such materials and products. The facilities used by our contract manufacturers to manufacture
our product candidates are subject to review by the FDA pursuant to inspections that will be conducted after we submit an NDA or BLA to the FDA. We
do not control the manufacturing process of, and are completely dependent on, our contract manufacturing partners for compliance with the regulatory
requirements, known as current good manufacturing practice, or cGMP, requirements for manufacture of drug and biologic products. If our contract
manufacturers cannot successfully manufacture material that conforms to our specifications and the strict regulatory requirements of the FDA or others,
we will not be able to secure or maintain regulatory approval for our product candidates manufactured at these manufacturing facilities. In addition, we
have no control over the ability of our contract manufacturers to maintain adequate quality control, quality assurance and qualified personnel. If the
FDA or a comparable foreign regulatory agency does not approve these facilities for the manufacture of our product candidates or if any agency
withdraws its approval in the future, we may need to find alternative manufacturing facilities, which would negatively impact the ability to develop,
obtain regulatory approval for or market our product candidates, if approved.

Our product candidates may compete with other product candidates and marketed drugs for access to manufacturing facilities. Any performance failure
on the part of our existing or future manufacturers could delay clinical development, marketing approval or commercialization. Our current and
anticipated future dependence upon others for the manufacturing of our product candidates may adversely affect our future profit margins and our ability
to commercialize any product candidates that receive marketing approval on a timely and competitive basis.

The drug substance and drug product for certain of our product candidates are currently acquired from single-source suppliers. The loss of these
suppliers, or their failure to supply us with the drug substance or drug product, could materially and adversely affect our business.

The drug substance and drug product for certain of our product candidates, including Veratrum californicum, or corn lily, from which we obtain
cyclopamine for BBP-009, are grown or manufactured by single-source suppliers or CMOs under development and manufacturing contracts and
services and quality agreements and purchase orders. We do not currently have any other suppliers for the drug substance or drug product of these
product candidates and, although we believe that there are alternate sources of supply that could satisfy our clinical and commercial requirements, we
cannot assure you that identifying alternate sources and establishing relationships with such sources would not result in significant delay in the
development of our product candidates.

Our dependence on single-source suppliers exposes us to certain risks, including the following:
*  our suppliers may cease or reduce production or deliveries, raise prices or renegotiate terms;
» delays caused by supply issues may harm our reputation; and

»  our ability to progress our business could be materially and adversely impacted if our single-source suppliers upon which we rely were to
experience a significant business challenges, disruption or failures due to issues such as financial difficulties or bankruptcy, issues relating
regulatory or quality compliance issues, or other legal or reputational issues.

Additionally, we may not be able to enter into supply arrangements with alternative suppliers on commercially reasonable terms, or at all. A delay in the
development of our product candidates or having to enter into a new agreement with a different third party on less favorable terms than we have with
our current suppliers could have a material adverse impact upon on our business.
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If the contract manufacturing facilities on which we rely do not continue to meet regulatory requirements or are unable to meet our supply
demands, our business will be harmed.

All entities involved in the preparation of product candidates for clinical trials or commercial sale, including our existing CMOs for all of our product
candidates, are subject to extensive regulation. Components of a finished therapeutic product approved for commercial sale or used in late-stage clinical
trials must be manufactured in accordance with cGMP, or similar regulatory requirements outside the United States. These regulations govern
manufacturing processes and procedures, including recordkeeping, and the implementation and operation of quality systems to control and assure the
quality of investigational products and products approved for sale. Poor control of production processes can lead to the introduction of contaminants or
to inadvertent changes in the properties or stability of our product candidates. Our failure, or the failure of third-party manufacturers, to comply with
applicable regulations could result in sanctions being imposed on us, including clinical holds, fines, injunctions, civil penalties, delays, suspension or
withdrawal of approvals, license revocation, suspension of production, seizures or recalls of product candidates or marketed drugs, operating restrictions
and criminal prosecutions, any of which could significantly and adversely affect clinical or commercial supplies of our product candidates.

We or our CMOs must supply all necessary documentation in support of an NDA, BLA or MAA on a timely basis and must adhere to regulations
enforced by the FDA and other regulatory agencies through their facilities inspection program. Some of our CMOs have never produced a commercially
approved pharmaceutical product and therefore have not obtained the requisite regulatory authority approvals to do so. The facilities and quality systems
of some or all of our third-party contractors must pass a pre-approval inspection for compliance with the applicable regulations as a condition of
regulatory approval of our product candidates or any of our other potential products. In addition, the regulatory authorities may, at any time, audit or
inspect a manufacturing facility involved with the preparation of our product candidates or our other potential products or the associated quality systems
for compliance with the regulations applicable to the activities being conducted. Although we oversee the CMOs, we cannot control the manufacturing
process of, and are completely dependent on, our CMO partners for compliance with the regulatory requirements. If these facilities do not pass a
pre-approval plant inspection, regulatory approval of the products may not be granted or may be substantially delayed until any violations are corrected
to the satisfaction of the regulatory authority, if ever.

The regulatory authorities also may, at any time following approval of a product for sale, audit the manufacturing facilities of our third-party contractors.
If any such inspection or audit identifies a failure to comply with applicable regulations or if a violation of our product specifications or applicable
regulations occurs independent of such an inspection or audit, we or the relevant regulatory authority may require remedial measures that may be costly
and/or time consuming for us or a third party to implement, and that may include the temporary or permanent suspension of a clinical study or
commercial sales or the temporary or permanent closure of a facility. Any such remedial measures imposed upon us or third parties with whom we
contract could materially harm our business.

Additionally, if supply from one approved manufacturer is interrupted, an alternative manufacturer would need to be qualified through an NDA, BLA
supplement or MAA variation, or equivalent foreign regulatory filing, which could result in further delay. The regulatory agencies may also require
additional studies if a new manufacturer is relied upon for commercial production. Switching manufacturers may involve substantial costs and is likely
to result in a delay in our desired clinical and commercial timelines.

These factors could cause us to incur higher costs and could cause the delay or termination of clinical trials, regulatory submissions, required approvals,
or commercialization of our product candidates. Furthermore, if our suppliers fail to meet contractual requirements and we are unable to secure one or
more replacement suppliers capable of production at a substantially equivalent cost, our clinical trials may be delayed or we could lose potential
revenue.
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Collaborative relationships with third parties could cause us to expend significant resources and incur substantial business risk with no assurance
of financial return.

We anticipate relying upon strategic collaborations for marketing and commercializing our existing product candidates, and we may rely even more on
strategic collaborations for R&D of other product candidates. We may sell product offerings through strategic partnerships with pharmaceutical and
biotechnology companies. If we are unable to establish or manage such strategic collaborations on terms favorable to us in the future, our R&D efforts
and potential to generate revenue may be limited.

If we enter into R&D collaborations during the early phases of product development, success will in part depend on the performance of research
collaborators. We will not directly control the amount or timing of resources devoted by research collaborators to activities related to product candidates.
Research collaborators may not commit sufficient resources to our R&D programs. If any research collaborator fails to commit sufficient resources, the
preclinical or clinical development programs related to the collaboration could be delayed or terminated. Also, collaborators may pursue existing or
other development-stage products or alternative technologies in preference to those being developed in collaboration with us. Finally, if we fail to make
required milestone or royalty payments to collaborators or to observe other obligations in agreements with them, the collaborators may have the right to
terminate or stop performance of those agreements.

Establishing strategic collaborations is difficult and time-consuming. Our discussions with potential collaborators may not lead to the establishment of
collaborations on favorable terms, if at all. Potential collaborators may reject collaborations based upon their assessment of our financial, regulatory or
intellectual property position. In addition, there have been a significant number of recent business combinations among large pharmaceutical companies
that have resulted in a reduced number of potential future collaborators. Even if we successfully establish new collaborations, these relationships may
never result in the successful development or commercialization of product candidates or the generation of sales revenue. To the extent that we enter
into collaborative arrangements, the related product revenues are likely to be lower than if we directly marketed and sold products. Such collaborators
may also consider alternative product candidates or technologies for similar indications that may be available to collaborate on and whether such a
collaboration could be more attractive than the one with us for any future product candidate.

Management of our relationships with collaborators will require:
» significant time and effort from our management team;

»  coordination of our marketing and R&D programs with the marketing and R&D priorities of our collaborators; and

» effective allocation of our resources to multiple projects.

We are parties to and may seek to enter into additional collaborations, licenses and other similar arrangements and may not be successful in
maintaining existing arrangements or entering into new ones, and even if we are, we may not realize the benefits of such relationships.

The success of our collaboration arrangements will depend heavily on the efforts and activities of our collaborators. Collaborations are subject to
numerous risks, which may include risks that:

»  collaborators may have significant discretion in determining the efforts and resources that they will apply to collaborations;

*  collaborators may not pursue development and commercialization of our product candidates or may elect not to continue or renew development or
commercialization programs based on clinical trial results, changes in their strategic focus due to their acquisition of competitive products or their
internal development of competitive products, availability of funding or other external factors, such as a business combination that diverts
resources or creates competing priorities;
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+  collaborators may delay clinical trials, provide insufficient funding for a clinical trial program, stop a clinical trial, abandon a product candidate,
repeat or conduct new clinical trials or require a new formulation of a product candidate for clinical testing;

+  collaborators could independently develop, or develop with third parties, products that compete directly or indirectly with our products or product
candidates;

* acollaborator with marketing, manufacturing and distribution rights to one or more products may not commit sufficient resources to or otherwise
not perform satisfactorily in carrying out these activities;

* we could grant exclusive rights to our collaborators that would prevent us from collaborating with others;

»  collaborators may not properly maintain or defend our intellectual property rights or may use our intellectual property or proprietary information
in a way that gives rise to actual or threatened litigation that could jeopardize or invalidate our intellectual property or proprietary information or
expose us to potential liability;

+  disputes may arise between us and a collaborator that cause the delay or termination of the research, development or commercialization of our
current or future product candidates or that results in costly litigation or arbitration that diverts management attention and resources;

»  collaborations may be terminated, which may result in a need for additional capital to pursue further development or commercialization of the
applicable current or future product candidates;

»  collaborators may own or co-own intellectual property covering products that result from our collaboration with them, and in such cases, we
would not have the exclusive right to develop or commercialize such intellectual property;

+  disputes may arise with respect to the ownership of any intellectual property developed pursuant to our collaborations; and

* acollaborator’s sales and marketing activities or other operations may not be in compliance with applicable laws resulting in civil or criminal
proceedings.

Additionally, we may seek to enter into additional collaborations, joint ventures, licenses and other similar arrangements for the development or
commercialization of our product candidates, due to capital costs required to develop or commercialize the product candidate or manufacturing
constraints. We may not be successful in our efforts to establish such collaborations for our product candidates because our research and development
pipeline may be insufficient, our product candidates may be deemed to be at too early of a stage of development for collaborative effort or third parties
may not view our product candidates as having the requisite potential to demonstrate safety and efficacy or significant commercial opportunity. In
addition, we face significant competition in seeking appropriate strategic partners, and the negotiation process can be time consuming and complex.
Further, any future collaboration agreements may restrict us from entering into additional agreements with potential collaborators. We cannot be certain
that, following a strategic transaction or license, we will achieve an economic benefit that justifies such transaction.

Even if we are successful in our efforts to establish such collaborations, the terms that we agree upon may not be favorable to us, and we may not be
able to maintain such collaborations if, for example, development or approval of a product candidate is delayed, the safety of a product candidate is
questioned or sales of an approved product candidate are unsatisfactory.

In addition, any potential future collaborations may be terminable by our strategic partners, and we may not be able to adequately protect our rights
under these agreements. Furthermore, strategic partners may negotiate for certain rights to control decisions regarding the development and
commercialization of our product candidates, if approved, and may not conduct those activities in the same manner as we do. Any termination of
collaborations we enter into in the future, or any delay in entering into collaborations related to our product candidates, could

41



Table of Contents

delay the development and commercialization of our product candidates and reduce their competitiveness if they reach the market, which could have a
material adverse effect on our business, financial condition and results of operations.

Risks Related to our Intellectual Property

If we are unable to obtain and maintain sufficient intellectual property protection for BBP-265, BBP-831, BBP-454, BBP-631 or other product
candidates that we may identify, or if the scope of the intellectual property protection obtained is not sufficiently broad, our competitors could
develop and commercialize product candidates similar or identical to ours, and our ability to successfully commercialize BBP-265, BBP-831,
BBP-454, BBP-631 and other product candidates that we may pursue may be impaired.

As is the case with other pharmaceutical and biopharmaceutical companies, our success depends in large part on our ability to obtain and maintain
protection of the intellectual property we may own solely and jointly with others, particularly patents, in the United States and other countries with
respect to our product candidates and technology. We seek to protect our proprietary position by filing patent applications in the United States and
abroad related to BBP-265, BBP-831, BBP-454, BBP-631 or other product candidates that we may identify.

Obtaining and enforcing pharmaceutical and biopharmaceutical patents is costly, time consuming and complex, and we may not be able to file and
prosecute all necessary or desirable patent applications, or maintain, enforce and license any patents that may issue from such patent applications, at a
reasonable cost or in a timely manner. It is also possible that we will fail to identify patentable aspects of our research and development output before it
is too late to obtain patent protection. We may not have the right to control the preparation, filing and prosecution of patent applications, or to maintain
the rights to patents licensed to third parties. Therefore, these patents and applications may not be prosecuted and enforced in a manner consistent with
the best interests of our business.

The patent position of biotechnology and pharmaceutical companies generally is highly uncertain, involves complex legal, technological and factual
questions and has in recent years been the subject of much litigation. In addition, the laws of foreign countries may not protect our rights to the same
extent as the laws of the United States, or vice versa. Further, we may not be aware of all third-party intellectual property rights potentially relating to
our product candidates. Publications of discoveries in the scientific literature often lag behind the actual discoveries, and patent applications in the
United States and other jurisdictions are typically not published until 18 months after filing or, in some cases, not at all. Therefore, we cannot know with
certainty whether we were the first to make the inventions claimed in our patents or pending patent applications, or that we were the first to file for
patent protection of such inventions. Furthermore, the scope of a patent claim is determined by an interpretation of the law, the written disclosure in a
patent and the patent’s prosecution history and can involve other factors such as expert opinion. Our analysis of these issues, including interpreting the
relevance or the scope of claims in a patent or a pending application, determining applicability of such claims to our proprietary technologies or product
candidates, predicting whether a third party’s pending patent application will issue with claims of relevant scope, and determining the expiration date of
any patent in the United States or abroad that we consider relevant may be incorrect, which may negatively impact our ability to develop and market our
product candidates. We do not always conduct independent reviews of pending patent applications of and patents issued to third parties. As a result, the
issuance, scope, validity, enforceability and commercial value of our patent rights are highly uncertain. Our pending and future patent applications may
not result in patents being issued that protect our product candidates, in whole or in part, or which effectively prevent others from commercializing
competitive product candidates. Even if our patent applications issue as patents, they may not issue in a form that will provide us with any meaningful
protection, prevent competitors from competing with us or otherwise provide us with any competitive advantage. Our competitors may be able to
circumvent our patents by developing similar or alternative product candidates in a non-infringing manner.

Our ability to enforce patent rights also depends on our ability to detect infringement. It may be difficult to detect infringers who do not advertise the
components or methods that are used in connection with their products and
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services. Moreover, it may be difficult or impossible to obtain evidence of infringement in a competitor’s or potential competitor’s product or service.
We may not prevail in any lawsuits that we initiate and the damages or other remedies awarded if we were to prevail may not be commercially
meaningful. If we initiate lawsuits to protect or enforce our patents, or litigate against third-party claims, such proceedings would be expensive and
would divert the attention of our management and technical personnel. Such proceedings could also provoke third parties to assert claims against us,
including that some or all of the claims in one or more of our patents are invalid or otherwise unenforceable.

Moreover, we may be subject to a third-party preissuance submission of prior art to the United States Patent and Trademark Office, or the USPTO, or
become involved in opposition, derivation, reexamination, inter partes review, post-grant review or interference proceedings challenging our patent
rights or the patent rights of others. An adverse determination in any such submission, proceeding or litigation could reduce the scope of, or invalidate,
our patent rights, allow third parties to commercialize our product candidates and compete directly with us, without payment to us, or result in our
inability to manufacture or commercialize drugs without infringing third-party patent rights. In addition, if the breadth or strength of protection provided
by our patents and patent applications is threatened, regardless of the outcome, it could dissuade companies from collaborating with us to license,
develop or commercialize current or future product candidates.

In addition, the issuance of a patent is not conclusive as to its inventorship, scope, validity or enforceability, and our patents may be challenged in the
courts or patent offices in the United States and abroad. Such challenges may result in loss of exclusivity or freedom to operate or in patent claims being
narrowed, invalidated or held unenforceable, in whole or in part, which could limit our ability to stop others from using or commercializing similar or
identical product candidates to ours, or limit the duration of the patent protection of our product candidates. Given the amount of time required for the
development, testing and regulatory review of new product candidates, patents protecting such candidates might expire before or shortly after such
candidates are commercialized. As a result, our patent portfolio may not provide us with sufficient rights to exclude others from commercializing drugs
similar or identical to ours.

Furthermore, our intellectual property rights may be subject to a reservation of rights by one or more third parties. For example, the research resulting in
certain of our patent rights and technology was funded in part by the U.S. government. As a result, the government has certain rights, including march-in
rights, to such patent rights and technology. When new technologies are developed with government funding, the government generally obtains certain
rights in any resulting patents, including a non-exclusive license authorizing the government to use the invention or to have others use the invention on
its behalf. These rights may permit the government to disclose our information to third parties and to exercise march-in rights to use or allow third
parties to use our technology. The government can exercise its march-in rights if it determines that action is necessary because we fail to achieve
practical application of the government-funded technology, because action is necessary to alleviate health or safety needs, to meet requirements of
federal regulations, or to give preference to U.S. industry. In addition, our rights in such inventions may be subject to certain requirements to
manufacture products embodying such inventions in the United States. Any exercise by the government of such rights or by any third party of its
reserved rights could harm our competitive position, business, financial condition, results of operations, and prospects.

Our rights to develop and commercialize our product candidates are subject in part to the terms and conditions of licenses granted to us by others,
and the patent protection, prosecution and enforcement for some of our product candidates may be dependent on our licensors.

We currently are reliant upon licenses of certain intellectual property rights and proprietary technology from third parties that are important or necessary
to the development of our proprietary technology, including technology related to our product candidates. These licenses, and other licenses we may
enter into in the future, may not provide adequate rights to use such intellectual property rights and proprietary technology in all relevant fields of use or
in all territories in which we may wish to develop or commercialize technology and product
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candidates in the future. Licenses to additional third-party proprietary technology or intellectual property rights that may be required for our
development programs may not be available in the future or may not be available on commercially reasonable terms. In that event, we may be required
to expend significant time and resources to redesign our proprietary technology or product candidates or to develop or license replacement technology,
which may not be feasible on a technical or commercial basis. If we are unable to do so, we may not be able to develop and commercialize technology
and product candidates in fields of use and territories for which we are not granted rights pursuant to such licenses, which could harm our competitive
position, business, financial condition, results of operations and prospects significantly.

In some circumstances, we may not have the right to control the preparation, filing, prosecution and enforcement of patent applications, or to maintain
the patents, covering technology that we license from third parties. In addition, some of our agreements with our licensors require us to obtain consent
from the licensor before we can enforce patent rights, and our licensor may withhold such consent or may not provide it on a timely basis. Therefore, we
cannot be certain that our licensors or collaborators will prosecute, maintain, enforce and defend such intellectual property rights in a manner consistent
with the best interests of our business, including by taking reasonable measures to protect the confidentiality of know-how and trade secrets, or by
paying all applicable prosecution and maintenance fees related to intellectual property registrations for any of our product candidates. We also cannot be
certain that our licensors have drafted or prosecuted the patents and patent applications licensed to us in compliance with applicable laws and
regulations, which may affect the validity and enforceability of such patents or any patents that may issue from such applications. This could cause us to
lose rights in any applicable intellectual property that we in-license, and as a result our ability to develop and commercialize product candidates may be
adversely affected and we may be unable to prevent competitors from making, using and selling competing products.

In addition, our licensors may own or control intellectual property that has not been licensed to us and, as a result, we may be subject to claims,
regardless of their merit, that we are infringing or otherwise violating the licensor’s rights. In addition, while we cannot currently determine the amount
of the royalty obligations we would be required to pay on sales of future products, if any, the amounts may be significant. The amount of our future
royalty obligations will depend on the technology and intellectual property we use in product candidates that we successfully develop and
commercialize, if any. Therefore, even if we successfully develop and commercialize product candidates, we may be unable to achieve or maintain
profitability. In addition, we may seek to obtain additional licenses from our licensors and, in connection with obtaining such licenses, we may agree to
amend our existing licenses in a manner that may be more favorable to the licensors, including by agreeing to terms that could enable third parties
(potentially including our competitors) to receive licenses to a portion of the intellectual property rights that are subject to our existing licenses. Any of
these events could have a material adverse effect on our competitive position, business, financial conditions, results of operations, and prospects.

If we fail to comply with our obligations in the agreements under which we license intellectual property rights from third parties or these agreements
are terminated or we otherwise experience disruptions to our business relationships with our licensors, we could lose intellectual property rights that
are important to our business.

We are party to various agreements that we depend on to operate our business, and our rights to use currently licensed intellectual property, or
intellectual property to be licensed in the future, are or will be subject to the continuation of and our compliance with the terms of these agreements. For
example, we are a party to an exclusive license agreement with the Board of Trustees of the Leland Stanford Junior University, or Stanford, and may
need to obtain additional licenses from others to advance our research and development activities to allow the commercialization of BBP-265 or any
other product candidates we may identify and pursue. Our license agreement with Stanford imposes, and we expect that future license agreements will
impose, various development, diligence, commercialization, and other obligations on us. For example, under our license agreement with Stanford, we
are required to use commercially reasonable efforts to engage in various development and commercialization activities with respect to licensed products,
and must satisfy specified
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milestone and royalty payment obligations. We are also a party to a license agreement with Novartis International Pharmaceutical Ltd. for BBP-831
under which we are required to use commercially reasonable efforts to develop BBP-831, and to obtain regulatory approval for and commercialize at
least one therapeutic product incorporating BBP-831 in the United States and the European Union.

In spite of our efforts, our licensors might conclude that we have materially breached our obligations under such license agreements and might therefore
terminate the license agreements, thereby removing or limiting our ability to develop and commercialize products and technology covered by these
license agreements. For example, if our license agreement with Stanford is terminated, competitors or other third parties would have the freedom to seek
regulatory approval of, and to market, products identical to BBP-265 and we may be required to cease our development and commercialization of
BBP-265. Any of the foregoing could have a material adverse effect on our competitive position, business, financial conditions, results of operations and
prospects.

Moreover, disputes may arise regarding intellectual property subject to a licensing agreement, including:
» the scope of rights granted under the license agreement and other interpretation-related issues;

» the extent to which our product candidates, technology and processes infringe on intellectual property of the licensor that is not subject to the
licensing agreement;

+ the sublicensing of patent and other rights under our collaborative development relationships;
» our diligence obligations under the license agreement and what activities satisfy those diligence obligations;

+ the inventorship and ownership of inventions and know-how resulting from the joint creation or use of intellectual property by our licensors and us
and our partners; and

+ the priority of invention of patented technology.

In addition, certain provisions in our license agreements may be susceptible to multiple interpretations. The resolution of any contract interpretation
disagreement that may arise could narrow what we believe to be the scope of our rights to the relevant intellectual property or technology, or increase
what we believe to be our financial or other obligations under the agreement, either of which could have a material adverse effect on our business,
financial condition, results of operations and prospects. Moreover, if disputes over intellectual property that we have licensed prevent or impair our
ability to maintain our current licensing arrangements on commercially acceptable terms, we may be unable to successfully develop and commercialize
the affected product candidates, which could have a material adverse effect on our competitive position, business, financial conditions, results of
operations and prospects.

Third-party claims of intellectual property infringement may prevent or delay our development and commercialization efforts.

Our commercial success depends in part on our avoiding infringement of the patents and proprietary rights of third parties. However, our research,
development and commercialization activities may be subject to claims that we infringe or otherwise violate patents or other intellectual property rights
owned or controlled by third parties. There is a substantial amount of litigation, both within and outside the United States, involving patent and other
intellectual property rights in the biotechnology and pharmaceutical industries, including patent infringement lawsuits, interferences, oppositions and
inter partes reexamination proceedings before the USPTO, and corresponding foreign patent offices. Numerous U.S. and foreign issued patents and
pending patent applications, which are owned by third parties, exist in the fields in which we are pursuing development candidates. As the
biotechnology and pharmaceutical industries expand and more patents are issued, the risk increases that BBP-265, BBP-831, BBP-454, BBP-631 or
other product candidates that we may identify may be subject to claims of infringement of the patent rights of third parties.

For example, in December 2018, the Children’s Hospital and Research Center at Oakland d/b/a UC Benioff Children’s Hospital-Oakland, or CHRCO,
filed a complaint in the U.S. District Court of the Northern District of
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California alleging, among other things, that PellePharm infringed certain patent rights of CHRCO.

Other third parties may assert that we are employing their proprietary technology without authorization. There may be other third-party patents or patent
applications with claims to materials, formulations, methods of manufacture or methods for treatment related to the use or manufacture of BBP-265,
BBP-831, BBP-454, BBP-631 or other product candidates that we may identify. Because patent applications can take many years to issue, there may be
currently pending patent applications which may later result in issued patents that BBP-265, BBP-831, BBP-454, BBP-631 or other product candidates
that we may identify may infringe. In addition, third parties may obtain patents in the future and claim that use of our technologies infringes upon these
patents. If any third-party patents were held by a court of competent jurisdiction to cover the manufacturing process of BBP-265, BBP-831, BBP-454,
BBP-631 or other product candidates that we may identify, any molecules formed during the manufacturing process or any final product itself, the
holders of any such patents may be able to block our ability to commercialize such product candidate unless we obtained a license under the applicable
patents, or until such patents expire.

Similarly, if any third-party patents, including any patents that may issue from the ‘257 application, were held by a court of competent jurisdiction to
cover aspects of our formulations, processes for manufacture or methods of use, including combination therapy, the holders of any such patents may be
able to block our ability to develop and commercialize the applicable product candidate unless we obtained a license or until such patent expires. In
either case, such a license may not be available on commercially reasonable terms or at all, or it may be non-exclusive, which could result in our
competitors gaining access to the same intellectual property.

Parties making claims against us may obtain injunctive or other equitable relief, which could effectively block our ability to further develop and
commercialize BBP-265, BBP-831, BBP-454, BBP-631 or other product candidates that we may identify. Defense of these claims, regardless of their
merit, would involve substantial litigation expense and would be a substantial diversion of employee resources from our business. In the event of a
successful claim of infringement against us, we may have to pay substantial damages, including treble damages and attorneys’ fees for willful
infringement, pay royalties, redesign our infringing products or obtain one or more licenses from third parties, which may be impossible or require
substantial time and monetary expenditure.

Parties making claims against us, including CHRCO, may be able to sustain the costs of complex patent litigation more effectively than we can because
they have substantially greater resources. Furthermore, because of the substantial amount of discovery required in connection with intellectual property
litigation or administrative proceedings, there is a risk that some of our confidential information could be compromised by disclosure. In addition, any
uncertainties resulting from the initiation and continuation of any litigation could have material adverse effect on ability to raise additional funds or
otherwise have a material adverse effect on our business, results of operations, financial condition and prospects.

Patent terms may be inadequate to protect our competitive position on product candidates for an adequate amount of time.

Patents have a limited lifespan. In the United States, if all maintenance fees are timely paid, the natural expiration of a patent is generally 20 years from
its earliest U.S. non-provisional or international patent application filing date. Various extensions may be available, but the life of a patent, and the
protection it affords, is limited. Even if patents covering our product candidates are obtained, once the patent life has expired, we may be open to
competition from competitive products, including generics or biosimilars. Given the amount of time required for the development, testing and regulatory
review of new product candidates, patents protecting such candidates might expire before or shortly after such candidates are commercialized. As a
result, our owned and licensed patent portfolio may not provide us with sufficient rights to exclude others from commercializing products similar or
identical to ours.
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If we are not able to obtain patent term extension or non-patent exclusivity in the United States under the Hatch-Waxman Act and in foreign
countries under similar legislation, thereby potentially extending the marketing exclusivity term of our product candidates, our business may be
materially harmed.

Depending upon the timing, duration and specifics of FDA marketing approval of our product candidates, one of the U.S. patents covering each of such
product candidates or the use thereof may be eligible for up to five years of patent term extension under the Hatch-Waxman Act. The Hatch-Waxman
Act allows a maximum of one patent to be extended per FDA approved product as compensation for the patent term lost during the FDA regulatory
review process. A patent term extension cannot extend the remaining term of a patent beyond a total of 14 years from the date of product approval and
only those claims covering such approved drug product, a method for using it or a method for manufacturing it may be extended. Patent term extension
also may be available in certain foreign countries upon regulatory approval of our product candidates. Nevertheless, we may not be granted patent term
extension either in the United States or in any foreign country because of, for example, failing to exercise due diligence during the testing phase or
regulatory review process, failing to apply within applicable deadlines, failing to apply prior to expiration of relevant patents or otherwise failing to
satisfy applicable requirements. Moreover, the term of extension, as well as the scope of patent protection during any such extension, afforded by the
governmental authority could be less than we request.

If we are unable to obtain patent term extension or restoration, or the term of any such extension is less than we request, the period during which we will
have the right to exclusively market our product may be shortened and our competitors may obtain approval of competing products following our patent
expiration sooner, and our revenue could be reduced, possibly materially.

It is possible that we will not obtain patent term extension under the Hatch-Waxman Act for a U.S. patent covering a product candidate even where that
patent is eligible for patent term extension, or if we obtain such an extension, it may be for a shorter period than we had sought. Further, for certain of
our licensed patents, we do not have the right to control prosecution, including filing with the USPTO, a petition for patent term extension under the
Hatch-Waxman Act. Thus, if one of our licensed patents is eligible for patent term extension under the Hatch-Waxman Act, we may not be able to
control whether a petition to obtain a patent term extension is filed, or obtained, from the USPTO.

Also, there are detailed rules and requirements regarding the patents that may be submitted to the FDA for listing in the Approved Drug Products with
Therapeutic Equivalence Evaluations, or the Orange Book. We may be unable to obtain patents covering our product candidates that contain one or
more claims that satisfy the requirements for listing in the Orange Book. Even if we submit a patent for listing in the Orange Book, the FDA may
decline to list the patent, or a manufacturer of generic drugs may challenge the listing. If one of product candidates is approved and a patent covering
that product candidate is not listed in the Orange Book, a manufacturer of generic drugs would not have to provide advance notice to us of any
abbreviated new drug application, or ANDA, filed with the FDA to obtain permission to sell a generic version of such product candidate.

If we are unable to protect the confidentiality of our trade secrets, the value of our technology could be materially adversely affected and our
business would be harmed.

We seek to protect our confidential proprietary information, in part, by confidentiality agreements and invention assignment agreements with our
employees, consultants, scientific advisors, contractors and collaborators. These agreements are designed to protect our proprietary information.
However, we cannot be certain that such agreements have been entered into with all relevant parties, and we cannot be certain that our trade secrets and
other confidential proprietary information will not be disclosed or that competitors will not otherwise gain access to our trade secrets or independently
develop substantially equivalent information and techniques. For example, any of these parties may breach the agreements and disclose proprietary
information, including trade secrets, and we may not be able to obtain adequate remedies for such breaches. We also seek to preserve the integrity and
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confidentiality of our confidential proprietary information by maintaining physical security of our premises and physical and electronic security of our
information technology systems, but it is possible that these security measures could be breached. If any of our confidential proprietary information
were to be lawfully obtained or independently developed by a competitor, we would have no right to prevent such competitor from using that technology
or information to compete with us, which could harm our competitive position.

Unauthorized parties may also attempt to copy or reverse engineer certain aspects of our products that we consider proprietary. We may not be able to
obtain adequate remedies in the event of such unauthorized use. Enforcing a claim that a party illegally disclosed or misappropriated a trade secret can
be difficult, expensive and time-consuming, and the outcome is unpredictable. In addition, some courts inside and outside the United States are less
willing or unwilling to protect trade secrets. Trade secrets will also over time be disseminated within the industry through independent development, the
publication of journal articles and the movement of personnel skilled in the art from company to company or academic to industry scientific positions.
Though our agreements with third parties typically restrict the ability of our advisors, employees, collaborators, licensors, suppliers, third-party
contractors and consultants to publish data potentially relating to our trade secrets, our agreements may contain certain limited publication rights. In
addition, if any of our trade secrets were to be lawfully obtained or independently developed by a competitor, we would have no right to prevent such
competitor from using that technology or information to compete with us, which could harm our competitive position. Despite employing the
contractual and other security precautions described above, the need to share trade secrets increases the risk that such trade secrets become known by
our competitors, are inadvertently incorporated into the technology of others, or are disclosed or used in violation of these agreements. If any of these
events occurs or if we otherwise lose protection for our trade secrets, the value of this information may be greatly reduced and our competitive position,
business, financial condition, results of operations, and prospects would be harmed.

If our trademarks and trade names are not adequately protected, then we may not be able to build name recognition in our markets of interest and
our business may be adversely affected.

Our registered or unregistered trademarks or trade names may be challenged, infringed, circumvented or declared generic or determined to be infringing
on other marks. We may not be able to protect our rights to these trademarks and trade names, which we need to build name recognition among potential
collaborators or customers in our markets of interest. At times, competitors may adopt trade names or trademarks similar to ours, thereby impeding our
ability to build brand identity and possibly leading to market confusion. In addition, there could be potential trade name or trademark infringement
claims brought by owners of other trademarks or trademarks that incorporate variations of our registered or unregistered trademarks or trade names.
Over the long term, if we are unable to establish name recognition based on our trademarks and trade names, then we may not be able to compete
effectively and our business may be adversely affected. We may license our trademarks and trade names to third parties, such as distributors. Though
these license agreements may provide guidelines for how our trademarks and trade names may be used, a breach of these agreements or misuse of our
trademarks and tradenames by our licensees may jeopardize our rights in or diminish the goodwill associated with our trademarks and trade names. Our
efforts to enforce or protect our proprietary rights related to trademarks, trade names, trade secrets, domain names, copyrights or other intellectual
property may be ineffective and could result in substantial costs and diversion of resources and could adversely affect our competitive position, business,
financial condition, results of operations and prospects.

We may become involved in lawsuits to protect or enforce our patents or other intellectual property, which could be expensive, time consuming and
unsuccessful.

Competitors may infringe our patents or other intellectual property. If we were to initiate legal proceedings against a third party to enforce a patent
covering one or more of our product candidates, the defendant could counterclaim that the patent covering our product candidate is invalid and/or
unenforceable. In patent litigation in the United States, defendant counterclaims alleging invalidity and/or unenforceability are commonplace. Grounds
for a validity challenge could be an alleged failure to meet any of several statutory requirements,
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including novelty, nonobviousness, written description or enablement. Grounds for an unenforceability assertion could be an allegation that someone
connected with prosecution of the patent withheld relevant information from the USPTO, or made a misleading statement, during prosecution. The
outcome following legal assertions of invalidity and unenforceability is unpredictable. Interference or derivation proceedings provoked by third parties
or brought by us or declared by the USPTO may be necessary to determine the priority of inventions with respect to our patents or patent applications.
An unfavorable outcome could require us to cease using the related technology or to attempt to license rights to it from the prevailing party. Our
business could be harmed if the prevailing party does not offer us a license on commercially reasonable terms or at all, or if a non-exclusive license is
offered and our competitors gain access to the same technology. Our defense of litigation or interference or derivation proceedings may fail and, even if
successful, may result in substantial costs and distract our management and other employees. In addition, the uncertainties associated with litigation
could have a material adverse effect on our ability to raise the funds necessary to continue clinical trials, continue research programs, license necessary
technology from third parties, or enter into development partnerships that would help us bring product candidates to market. Furthermore, because of the
substantial amount of discovery required in connection with intellectual property litigation, there is a risk that some of our confidential information
could be compromised by disclosure during this type of litigation. There could also be public announcements of the results of hearings, motions, or other
interim proceedings or developments. If securities analysts or investors perceive these results to be negative, it could have a material adverse effect on
the price of our common stock.

We may be subject to claims challenging the inventorship of our patents and other intellectual property.

Our agreements with employees and our personnel policies provide that any inventions conceived by an individual in the course of rendering services to
us shall be our exclusive property. Although our policy is to have all such individuals complete these agreements, we may not obtain these agreements in
all circumstances, and individuals with whom we have these agreements may not comply with their terms. The assignment of intellectual property may
not be automatic upon the creation of an invention and despite such agreement, such inventions may become assigned to third parties. In the event of
unauthorized use or disclosure of our trade secrets or proprietary information, these agreements, even if obtained, may not provide meaningful
protection, particularly for our trade secrets or other confidential information.

We or our licensors may be subject to claims that former employees, collaborators or other third parties have an interest in our owned or in-licensed
patents, trade secrets, or other intellectual property as an inventor or co-inventor. For example, we or our licensors may have inventorship disputes arise
from conflicting obligations of employees, consultants or others who are involved in developing our product candidates. Litigation may be necessary to
defend against these and other claims challenging inventorship or our or our licensors’ ownership of our owned or in-licensed patents, trade secrets or
other intellectual property. If we or our licensors fail in defending any such claims, in addition to paying monetary damages, we may lose valuable
intellectual property rights, such as exclusive ownership of, or right to use, intellectual property that is important to our product candidates. Even if we
are successful in defending against such claims, litigation could result in substantial costs and be a distraction to management and other employees.

Any of the foregoing could have a material adverse effect on our competitive position, business, financial condition, results of operations and prospects.

Issued patents covering our product candidates could be found invalid or unenforceable if challenged in court.

If we or one of our licensing partners initiated legal proceedings against a third party to enforce a patent covering one or more of our product candidates,
the defendant could counterclaim that the patent covering the relevant product candidate is invalid and/or unenforceable. In patent litigation in the
United States, defendant counterclaims alleging invalidity and/or unenforceability are commonplace. Grounds for a validity challenge could be an
alleged failure to meet any of several statutory requirements, including novelty, nonobviousness,
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written description or enablement. Grounds for an unenforceability assertion could be an allegation that someone connected with prosecution of the
patent withheld relevant information from the USPTO, or made a misleading statement, during prosecution. Third parties may also raise similar claims
before administrative bodies in the United States or abroad, even outside the context of litigation. Such mechanisms include re-examination, post grant
review, and equivalent proceedings in foreign jurisdictions (e.g., opposition proceedings). Such proceedings could result in revocation or amendment to
our patents in such a way that they no longer cover our product candidates. The outcome following legal assertions of invalidity and unenforceability is
unpredictable. With respect to the validity question, for example, we cannot be certain that there is no invalidating prior art, of which we and the patent
examiner were unaware during prosecution. If a defendant were to prevail on a legal assertion of invalidity and/or unenforceability, we would lose at
least part, and perhaps all, of the patent protection on our product candidates. Such a loss of patent protection would have a material adverse impact on
our business.

We may be subject to claims that our employees, consultants or independent contractors have wrongfully used or disclosed confidential information
of third parties or that our employees have wrongfully used or disclosed alleged trade secrets of their former employers.

As is common in the biotechnology and pharmaceutical industry, we employ individuals who were previously employed at universities or other
biotechnology or pharmaceutical companies, including our competitors or potential competitors. Although we try to ensure that our employees,
consultants and independent contractors do not use the proprietary information or know-how of others in their work for us, we may be subject to claims
that we or our employees, consultants or independent contractors have inadvertently or otherwise used or disclosed intellectual property, including trade
secrets or other proprietary information, of any of our employee’s former employer or other third parties. Litigation may be necessary to defend against
these claims. If we fail in defending any such claims, in addition to paying monetary damages, we may lose valuable intellectual property rights or
personnel, which could adversely impact our business. Even if we are successful in defending against such claims, litigation could result in substantial
costs and be a distraction to management and other employees.

Obtaining and maintaining our patent protection depends on compliance with various procedural, document submission, fee payment and other
requirements imposed by governmental patent agencies, and our patent protection could be reduced or eliminated for non-compliance with these
requirements.

Periodic maintenance fees, renewal fees, annuity fees and various other governmental fees on patents and/or applications will be due to be paid to the
USPTO and various governmental patent agencies outside of the United States in several stages over the lifetime of the patents and/or applications. We
have systems in place to remind us to pay these fees, and we employ an outside firm and rely on outside counsel to pay these fees due to non-U.S. patent
agencies. However, we cannot guarantee that our licensors have similar systems and procedures in place to pay such fees. The USPTO and various
non-U.S. governmental patent agencies require compliance with a number of procedural, documentary, fee payment and other similar provisions during
the patent application process. We employ reputable law firms and other professionals to help us comply, and in many cases, an inadvertent lapse can be
cured by payment of a late fee or by other means in accordance with the applicable rules. However, there are situations in which non-compliance can
result in abandonment or lapse of the patent or patent application, resulting in partial or complete loss of patent rights in the relevant jurisdiction. In such
an event, our competitors might be able to enter the market and this circumstance would have a material adverse effect on our business.

We may not be able to protect our intellectual property rights throughout the world.

Filing, prosecuting and defending patents on our product candidates in all countries throughout the world would be prohibitively expensive, and our
intellectual property rights in some countries outside the United States can be less extensive than those in the United States. In addition, the laws of
some foreign countries do not protect intellectual property rights to the same extent as federal and state laws in the United States. Consequently, we

50



Table of Contents

may not be able to prevent third parties from practicing our inventions in all countries outside the United States, or from selling or importing products
made using our inventions in and into the United States or other jurisdictions. Competitors may use our technologies in jurisdictions where we have not
obtained patent protection to develop their own products and may also export infringing products to territories where we have patent protection, but
enforcement is not as strong as that in the United States. These products may compete with our products and our patents or other intellectual property
rights may not be effective or sufficient to prevent them from competing.

Many companies have encountered significant problems in protecting and defending intellectual property rights in foreign jurisdictions. The legal
systems of certain countries, particularly certain developing countries, do not favor the enforcement of patents, trade secrets, and other intellectual
property protection, particularly those relating to biotechnology and pharmaceutical products, which could make it difficult for us to stop the
infringement of our patents or marketing of competing products in violation of our proprietary rights generally. Proceedings to enforce our patent rights
in foreign jurisdictions, whether or not successful, could result in substantial costs and divert our efforts and attention from other aspects of our business,
could put our patents at risk of being invalidated or interpreted narrowly and our patent applications at risk of not issuing and could provoke third parties
to assert claims against us. We may not prevail in any lawsuits that we initiate and the damages or other remedies awarded, if any, may not be
commercially meaningful. Accordingly, our efforts to enforce our intellectual property rights around the world may be inadequate to obtain a significant
commercial advantage from the intellectual property that we develop or license.

Changes in U.S. patent law could diminish the value of patents in general, thereby impairing our ability to protect our products.

Changes in either the patent laws or interpretation of the patent laws in the United States could increase the uncertainties and costs surrounding the
prosecution of patent applications and the enforcement or defense of issued patents. Assuming that other requirements for patentability are met, prior to
March 2013, in the United States, the first to invent the claimed invention was entitled to a patent, while outside the United States, the first to file a
patent application was entitled to the patent. After March 2013, under the Leahy-Smith America Invents Act, or the America Invents Act, enacted in
September 2011, the United States transitioned to a first inventor to file system in which, assuming that other requirements for patentability are met, the
first inventor to file a patent application will be entitled to the patent on an invention regardless of whether a third party was the first to invent the
claimed invention. A third party that files a patent application in the USPTO after March 2013, but before us could therefore be awarded a patent
covering an invention of ours even if we had made the invention before it was made by such third party. This will require us to be cognizant of the time
from invention to filing of a patent application. Since patent applications in the United States and most other countries are confidential for a period of
time after filing or until issuance, we cannot be certain that we or our licensors were the first to either (i) file any patent application related to our
product candidates or (ii) invent any of the inventions claimed in our or our licensor’s patents or patent applications.

The America Invents Act also includes a number of significant changes that affect the way patent applications are prosecuted and also may affect patent
litigation. These include allowing third party submission of prior art to the USPTO during patent prosecution and additional procedures to attack the
validity of a patent by USPTO administered post-grant proceedings, including post-grant review, inter partes review, and derivation proceedings.
Because of a lower evidentiary standard in USPTO proceedings compared to the evidentiary standard in United States federal courts necessary to
invalidate a patent claim, a third party could potentially provide evidence in a USPTO proceeding sufficient for the USPTO to hold a claim invalid even
though the same evidence would be insufficient to invalidate the claim if first presented in a district court action. Accordingly, a third party may attempt
to use the USPTO procedures to invalidate our patent claims that would not have been invalidated if first challenged by the third party as a defendant in
a district court action. Therefore, the America Invents Act and its implementation could increase the uncertainties and costs surrounding the prosecution
of our owned or in-licensed patent applications and the enforcement or defense of our owned or in-licensed issued
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patents, all of which could have a material adverse effect on our competitive position, business, financial condition, results of operations, and prospects.

In addition, the patent positions of companies in the development and commercialization of pharmaceuticals are particularly uncertain. Recent U.S.
Supreme Court rulings have narrowed the scope of patent protection available in certain circumstances and weakened the rights of patent owners in
certain situations. This combination of events has created uncertainty with respect to the validity and enforceability of patents, once obtained.
Depending on future actions by the U.S. Congress, the federal courts, and the USPTO, the laws and regulations governing patents could change in
unpredictable ways that could have a material adverse effect on our existing patent portfolio and our ability to protect and enforce our intellectual
property in the future.

Risks Related to Commercialization

Even if any product candidates we develop receive marketing approval, they may fail to achieve the degree of market acceptance by physicians,
patients, healthcare payors, and others in the medical community necessary for commercial success.

The commercial success of our product candidates will depend upon their degree of market acceptance by physicians, patients, third-party payors, and
others in the medical community. Even if any product candidates we may develop receive marketing approval, they may nonetheless fail to gain
sufficient market acceptance by physicians, patients, healthcare payors, and others in the medical community. The degree of market acceptance of any
product candidates we may develop, if approved for commercial sale, will depend on a number of factors, including:

» the efficacy and safety of such product candidates as demonstrated in pivotal clinical trials and published in peer-reviewed journals;
+ the potential and perceived advantages compared to alternative treatments, including any similar generic treatments;

+ the ability to offer these products for sale at competitive prices;

» the ability to offer appropriate patient access programs, such as co-pay assistance;

+ convenience and ease of dosing and administration compared to alternative treatments;

» the clinical indications for which the product candidate is approved by FDA or comparable regulatory agencies;

»  product labeling or product insert requirements of the FDA or other comparable foreign regulatory authorities, including any limitations,
contraindications or warnings contained in a product’s approved labeling;

*  restrictions on how the product is distributed;

* the timing of market introduction of competitive products;

+  publicity concerning these products or competing products and treatments;
+ the strength of marketing and distribution support;

+ favorable third-party coverage and sufficient reimbursement; and

+ the prevalence and severity of any side effects or AEs.

Sales of medical products also depend on the willingness of physicians to prescribe the treatment, which is likely to be based on a determination by
these physicians that the products are safe, therapeutically effective and cost effective. In addition, the inclusion or exclusion of products from treatment
guidelines established by various physician groups and the viewpoints of influential physicians can affect the willingness of other physicians to
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prescribe the treatment. We cannot predict whether physicians, physicians’ organizations, hospitals, other healthcare providers, government agencies or
private insurers will determine that our product is safe, therapeutically effective and cost effective as compared with competing treatments. If any
product candidates we develop do not achieve an adequate level of acceptance, we may not generate significant product revenue, and we may not
become profitable.

If, in the future, we are unable to establish sales and marketing capabilities or enter into agreements with third parties to sell and market any
product candidates we may develop, we may not be successful in commercializing those product candidates if and when they are approved.

We do not have a sales or marketing infrastructure and have little experience in the sale, marketing, or distribution of pharmaceutical products. To
achieve commercial success for any approved product for which we retain sales and marketing responsibilities, we must either develop a sales and
marketing organization or outsource these functions to third parties. In the future, we may choose to build a focused sales, marketing, and commercial
support infrastructure to market and sell our product candidates, if and when they are approved. We may also elect to enter into collaborations or
strategic partnerships with third parties to engage in commercialization activities with respect to selected product candidates, indications or geographic
territories, including territories outside the United States, although there is no guarantee we will be able to enter into these arrangements even if the
intent is to do so.

There are risks involved with both establishing our own commercial capabilities and entering into arrangements with third parties to perform these
services. For example, recruiting and training a sales force or reimbursement specialists is expensive and time consuming and could delay any product
launch. If the commercial launch of a product candidate for which we recruit a sales force and establish marketing and other commercialization
capabilities is delayed or does not occur for any reason, we would have prematurely or unnecessarily incurred these commercialization expenses. This
may be costly, and our investment would be lost if we cannot retain or reposition commercialization personnel.

Factors that may inhibit our efforts to commercialize any approved product on our own include:

+ the inability to recruit and retain adequate numbers of effective sales, marketing, reimbursement, customer service, medical affairs, and other
support personnel;

» the inability of sales personnel to obtain access to physicians or persuade adequate numbers of physicians to prescribe any future approved
products;

+ the inability of reimbursement professionals to negotiate arrangements for formulary access, reimbursement, and other acceptance by payors;
+ the inability to price products at a sufficient price point to ensure an adequate and attractive level of profitability;
+ restricted or closed distribution channels that make it difficult to distribute our products to segments of the patient population;

» the lack of complementary products to be offered by sales personnel, which may put us at a competitive disadvantage relative to companies with
more extensive product lines; and

+ unforeseen costs and expenses associated with creating an independent commercialization organization.

If we enter into arrangements with third parties to perform sales, marketing, commercial support, and distribution services, our product revenue or the
profitability of product revenue may be lower than if we were to market and sell any products we may develop internally. In addition, we may not be
successful in entering into arrangements with third parties to commercialize our product candidates or may be unable to do so on terms that are
favorable to us or them. We may have little control over such third parties, and any of them may fail to devote the necessary resources and attention to
sell and market our products effectively or may expose us to legal and
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regulatory risk by not adhering to regulatory requirements and restrictions governing the sale and promotion of prescription drug products, including
those restricting off-label promotion. If we do not establish commercialization capabilities successfully, either on our own or in collaboration with third
parties, we will not be successful in commercializing our product candidates, if approved.

The insurance coverage and reimbursement status of newly-approved products is uncertain. Our product candidates may become subject to
unfavorable pricing regulations, third-party coverage and reimbursement practices, or healthcare reform initiatives, which would harm our
business. Failure to obtain or maintain adequate coverage and reimbursement for new or current products could limit our ability to market those
products and decrease our ability to generate revenue.

The regulations that govern marketing approvals, pricing, coverage, and reimbursement for new drugs vary widely from country to country. In the
United States, recently enacted legislation may significantly change the approval requirements in ways that could involve additional costs and cause
delays in obtaining approvals. Some countries require approval of the sale price of a drug before it can be marketed. In many countries, the pricing
review period begins after marketing or product licensing approval is granted. In some foreign markets, prescription pharmaceutical pricing remains
subject to continuing governmental control even after initial approval is granted. As a result, we might obtain marketing approval for a product in a
particular country, but then be subject to price regulations that delay our commercial launch of the product, possibly for lengthy time periods, and
negatively impact the revenue we are able to generate from the sale of the product in that country. Adverse pricing limitations may hinder our ability to
recoup our investment in one or more product candidates, even if any product candidates we may develop obtain marketing approval.

Our ability to successfully commercialize our product candidates also will depend in part on the extent to which coverage and adequate reimbursement
for these products and related treatments will be available from government health administration authorities, private health insurers, and other
organizations. Government authorities and third-party payors, such as private health insurers and health maintenance organizations, decide which
medications they will pay for and establish reimbursement levels. The availability of coverage and extent of reimbursement by governmental and private
payors is essential for most patients to be able to afford treatments such as gene therapy products. Sales of these or other product candidates that we may
identify will depend substantially, both domestically and abroad, on the extent to which the costs of our product candidates will be paid by health
maintenance, managed care, pharmacy benefit and similar healthcare management organizations, or reimbursed by government health administration
authorities, private health coverage insurers and other third-party payors. If coverage and adequate reimbursement is not available, or is available only to
limited levels, we may not be able to successfully commercialize our product candidates. Even if coverage is provided, the approved reimbursement
amount may not be high enough to allow us to establish or maintain pricing sufficient to realize a sufficient return on our investment.

A primary trend in the U.S. healthcare industry and elsewhere is cost containment. Government authorities and third-party payors have attempted to
control costs by limiting coverage and the amount of reimbursement for particular medications. In many countries, the prices of medical products are
subject to varying price control mechanisms as part of national health systems. In general, the prices of medicines under such systems are substantially
lower than in the United States. Other countries allow companies to fix their own prices for medicines, but monitor and control company profits.
Additional foreign price controls or other changes in pricing regulation could restrict the amount that we are able to charge for our product candidates.
Accordingly, in markets outside the United States, the reimbursement for products may be reduced compared with the United States and may be
insufficient to generate commercially reasonable revenues and profits.

There is also significant uncertainty related to the insurance coverage and reimbursement of newly approved products and coverage may be more
limited than the purposes for which the medicine is approved by the FDA or comparable foreign regulatory authorities. In the United States, the
principal decisions about reimbursement for new medicines are typically made by the Centers for Medicare & Medicaid Services, or CMS, an agency
within
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the U.S. Department of Health and Human Services. CMS decides whether and to what extent a new medicine will be covered and reimbursed under
Medicare and private payors tend to follow CMS to a substantial degree. No uniform policy of coverage and reimbursement for products exists among
third-party payors and coverage and reimbursement levels for products can differ significantly from payor to payor. As a result, the coverage
determination process is often a time consuming and costly process that may require us to provide scientific and clinical support for the use of our
products to each payor separately, with no assurance that coverage and adequate reimbursement will be applied consistently or obtained in the first
instance. It is difficult to predict what CMS will decide with respect to reimbursement for fundamentally novel products such as ours, as there is no body
of established practices and precedents for these new products. Reimbursement agencies in Europe may be more conservative than CMS. For example, a
number of cancer drugs have been approved for reimbursement in the United States and have not been approved for reimbursement in certain European
countries. Moreover, eligibility for reimbursement does not imply that any drug will be paid for in all cases or at a rate that covers our costs, including
research, development, manufacture, sale, and distribution. Interim reimbursement levels for new drugs, if applicable, may also not be sufficient to cover
our costs and may not be made permanent. Reimbursement rates may vary according to the use of the drug and the clinical setting in which it is used,
may be based on reimbursement levels already set for lower cost drugs and may be incorporated into existing payments for other services. Our inability
to promptly obtain coverage and profitable payment rates from both government-funded and private payors for any approved products we may develop
could have a material adverse effect on our operating results, our ability to raise capital needed to commercialize product candidates, and our overall
financial condition.

Net prices for drugs may be reduced by mandatory discounts or rebates required by government healthcare programs or private payors and by any future
relaxation of laws that presently restrict imports of drugs from countries where they may be sold at lower prices than in the United States. Our inability
to promptly obtain coverage and profitable reimbursement rates third-party payors for any approved products that we develop could have a material
adverse effect on our operating results, our ability to raise capital needed to commercialize products and our overall financial condition.

Increasingly, third-party payors are requiring that drug companies provide them with predetermined discounts from list prices and are challenging the
prices charged for medical products. We cannot be sure that reimbursement will be available for any product candidate that we commercialize and, if
reimbursement is available, the level of reimbursement. Reimbursement may impact the demand for, or the price of, any product candidate for which we
obtain marketing approval. In order to obtain reimbursement, physicians may need to show that patients have superior treatment outcomes with our
products compared to standard of care drugs, including lower-priced generic versions of standard of care drugs. We expect to experience pricing
pressures in connection with the sale of any of our product candidates, due to the trend toward managed healthcare, the increasing influence of health
maintenance organizations and additional legislative changes. The downward pressure on healthcare costs in general, particularly prescription drugs and
surgical procedures and other treatments, has become very intense. As a result, increasingly high barriers are being erected to the entry of new products.

Additionally, we may develop companion diagnostic tests for use with our product candidates. For instance, we are partnered with FMI to develop a
companion diagnostic for use in our planned NDA submission for BBP-831 for second-line CCA. We, or our collaborators, may be required to obtain
coverage and reimbursement for these tests separate and apart from the coverage and reimbursement we seek for our product candidates, once approved.
Even if we obtain regulatory approval or clearance for such companion diagnostics, there is significant uncertainty regarding our ability to obtain
coverage and adequate reimbursement for the same reasons applicable to our product candidates. Medicare reimbursement methodologies, whether
under Part A, Part B, or clinical laboratory fee schedule may be amended from time to time, and we cannot predict what effect any change to these
methodologies would have on any product candidate or companion diagnostic for which we receive approval. Our inability to promptly obtain coverage
and adequate reimbursement from both third-party payors for the companion diagnostic tests that we develop and for which we obtain regulatory
approval could have a material and adverse effect on our business, financial condition, results of operations and prospects.
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If we fail to comply with healthcare laws, we could face substantial penalties and our business, operations and financial conditions could be
adversely dffected.

Healthcare providers, physicians and third-party payors in the United States and elsewhere play a primary role in the recommendation and prescription
of pharmaceutical products. Arrangements with third-party payors and customers can expose pharmaceutical manufacturers to broadly applicable fraud
and abuse and other healthcare laws and regulations, including, without limitation, the federal Anti-Kickback Statute and the federal False Claims Act,
which may constrain the business or financial arrangements and relationships through which such companies sell, market and distribute pharmaceutical
products. In particular, the promotion, sales and marketing of healthcare items and services, as well as certain business arrangements in the healthcare
industry, are subject to extensive laws designed to prevent fraud, kickbacks, self-dealing and other abusive practices. These laws and regulations may
restrict or prohibit a wide range of ownership, pricing, discounting, marketing and promotion, structuring and commission(s), certain customer incentive
programs and other business arrangements generally. Activities subject to these laws also involve the improper use of information obtained in the course
of patient recruitment for clinical trials. The applicable federal and state healthcare laws and regulations laws that may affect our ability to operate
include, but are not limited to:

+  the federal Anti-Kickback Statute, which prohibits, among other things, persons from knowingly and willfully soliciting, receiving, offering or
paying any remuneration (including any kickback, bribe, or rebate), directly or indirectly, overtly or covertly, in cash or in kind, to induce, or in
return for, either the referral of an individual, or the purchase, lease, order or recommendation of any good, facility, item or service for which
payment may be made, in whole or in part, under a federal healthcare program, such as the Medicare and Medicaid programs. A person or entity
does not need to have actual knowledge of the statute or specific intent to violate it in order to have committed a violation. Violations are subject
to civil and criminal fines and penalties up to $100,000 for each violation, plus up to three times the remuneration involved, imprisonment of up to
ten years, and exclusion from government healthcare programs. In addition, the government may assert that a claim including items or services
resulting from a violation of the federal Anti-Kickback Statute constitutes a false or fraudulent claim for purposes of the False Claims Act. There
are a number of statutory exceptions and regulatory safe harbors protecting some common activities from prosecution;

» federal civil and criminal false claims laws and civil monetary penalty laws, including the False Claims Act, which impose criminal and civil
penalties, including through civil “qui tam” or “whistleblower” actions, against individuals or entities for, among other things, knowingly
presenting, or causing to be presented, claims for payment or approval from Medicare, Medicaid, or other federal health care programs that are
false or fraudulent; knowingly making or causing a false statement material to a false or fraudulent claim or an obligation to pay money to the
federal government; or knowingly concealing or knowingly and improperly avoiding or decreasing such an obligation. Manufacturers can be held
liable under the FCA even when they do not submit claims directly to government payors if they are deemed to “cause” the submission of false or
fraudulent claims. The FCA also permits a private individual acting as a “whistleblower” to bring actions on behalf of the federal government
alleging violations of the FCA and to share in any monetary recovery. When an entity is determined to have violated the federal civil False Claims
Act, the government may impose civil fines and penalties ranging from $11,181 to $22,363 for each false claim, plus treble damages, and exclude
the entity from participation in Medicare, Medicaid and other federal healthcare programs;

» the federal Health Insurance Portability and Accountability Act of 1996, or HIPAA, which created additional federal criminal statutes that prohibit
knowingly and willfully executing, or attempting to execute, a scheme to defraud any healthcare benefit program or obtain, by means of false or
fraudulent pretenses, representations, or promises, any of the money or property owned by, or under the custody or control of, any healthcare
benefit program, regardless of the payor (e.g., public or private) and knowingly and willfully falsifying, concealing or covering up by any trick or
device a material fact or making any materially false statements in connection with the delivery of, or payment for, healthcare benefits, items or
services relating to healthcare matters. Similar to the federal Anti-Kickback Statute, a person or entity can be found guilty of violating HIPAA
without actual knowledge of the statute or specific intent to violate it;
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* HIPAA, as amended by the Health Information Technology for Economic and Clinical Health Act of 2009, or HITECH, and their respective
implementing regulations, which impose requirements on certain covered healthcare providers, health plans, and healthcare clearinghouses as well
as their respective business associates that perform services for them that involve the use, or disclosure of, individually identifiable health
information, relating to the privacy, security and transmission of individually identifiable health information without appropriate authorization.
HITECH also created new tiers of civil monetary penalties, amended HIPAA to make civil and criminal penalties directly applicable to business
associates, and gave state attorneys general new authority to file civil actions for damages or injunctions in federal courts to enforce the federal
HIPAA laws and seek attorneys’ fees and costs associated with pursuing federal civil actions;

+ the federal Physician Payments Sunshine Act, created under the ACA, and its implementing regulations, which require manufacturers of drugs,
devices, biologicals and medical supplies for which payment is available under Medicare, Medicaid or the Children’s Health Insurance Program to
report annually to the U.S. Department of Health and Human Services under the Open Payments Program, information related to payments or
other transfers of value made to physicians, certain other healthcare professionals, and teaching hospitals, as well as ownership and investment
interests held by physicians and their immediate family members;

+ federal consumer protection and unfair competition laws, which broadly regulate marketplace activities and activities that potentially harm
consumers; and

+ analogous state and foreign laws and regulations, such as state and foreign anti-kickback, false claims, consumer protection and unfair competition
laws which may apply to pharmaceutical business practices, including but not limited to, research, distribution, sales and marketing arrangements
as well as submitting claims involving healthcare items or services reimbursed by any third-party payer, including commercial insurers; state laws
that require pharmaceutical companies to comply with the pharmaceutical industry’s voluntary compliance guidelines and the relevant compliance
guidance promulgated by the federal government that otherwise restricts payments that may be made to healthcare providers and other potential
referral sources; state laws that require drug manufacturers to file reports with states regarding pricing and marketing information, such as the
tracking and reporting of gifts, compensations and other remuneration and items of value provided to healthcare professionals and entities; state
and local laws requiring the registration of pharmaceutical sales representatives; and state and foreign laws governing the privacy and security of
health information in certain circumstances, many of which differ from each other in significant ways and may not have the same effect, thus
complicating compliance efforts.

Because of the breadth of these laws and the narrowness of the statutory exceptions and regulatory safe harbors available, it is possible that some of our
business activities, including compensation of physicians with stock or stock options, could, despite efforts to comply, be subject to challenge under one
or more of such laws. Additionally, FDA or foreign regulators may not agree that we have mitigated any risk of bias in our clinical trials due to
payments or equity interests provided to investigators or institutions which could limit a regulator’s acceptance of those clinical trial data in support of a
marketing application. Moreover, efforts to ensure that our business arrangements will comply with applicable healthcare laws may involve substantial
costs. It is possible that governmental and enforcement authorities will conclude that our business practices may not comply with current or future
statutes, regulations or case law interpreting applicable fraud and abuse or other healthcare laws and regulations. If any such actions are instituted
against us, and we are not successful in defending ourselves or asserting our rights, those actions could have a significant impact on our business,
including the imposition of significant civil, criminal and administrative penalties, damages, disgorgement, monetary fines, exclusion from participation
in Medicare, Medicaid and other federal healthcare programs, integrity and oversight agreements to resolve allegations of non-compliance, contractual
damages, reputational harm, diminished profits and future earnings, and curtailment or restructuring of our operations, any of which could adversely
affect our ability to operate our business and our results of operations. In addition, the approval and commercialization of any of our product candidates
outside the United States will also likely subject us to foreign equivalents of the healthcare laws mentioned above, among other foreign laws.

57



Table of Contents

Failure to comply with health and data protection laws and regulations could lead to government enforcement actions (which could include civil or
criminal penalties), private litigation, and/or adverse publicity and could negatively affect our operating results and business.

We and any potential collaborators may be subject to federal, state, and foreign data protection laws and regulations (i.e., laws and regulations that
address privacy and data security). In the United States, numerous federal and state laws and regulations, including federal health information privacy
laws, state data breach notification laws, state health information privacy laws, and federal and state consumer protection laws (e.g., Section 5 of the
Federal Trade Commission Act), that govern the collection, use, disclosure and protection of health-related and other personal information could apply
to our operations or the operations of our collaborators. In addition, we may obtain health information from third parties (including research institutions
from which we obtain clinical trial data) that are subject to privacy and security requirements under HIPAA, as amended by HITECH. Depending on the
facts and circumstances, we could be subject to civil, criminal, and administrative penalties if we knowingly obtain, use, or disclose individually
identifiable health information maintained by a HIPAA-covered entity in a manner that is not authorized or permitted by HIPAA.

Compliance with U.S. and international data protection laws and regulations could require us to take on more onerous obligations in our contracts,
restrict our ability to collect, use and disclose data, or in some cases, impact our ability to operate in certain jurisdictions. Failure to comply with these
laws and regulations could result in government enforcement actions (which could include civil, criminal and administrative penalties), private
litigation, and/or adverse publicity and could negatively affect our operating results and business. Moreover, clinical trial subjects, employees and other
individuals about whom we or our potential collaborators obtain personal information, as well as the providers who share this information with us, may
limit our ability to collect, use and disclose the information. Claims that we have violated individuals’ privacy rights, failed to comply with data
protection laws, or breached our contractual obligations, even if we are not found liable, could be expensive and time-consuming to defend and could
result in adverse publicity that could harm our business.

European data collection is governed by restrictive regulations governing the use, processing and cross-border transfer of personal information.

In the event we decide to conduct clinical trials or continue to enroll subjects in our ongoing or future clinical trials in the European Union, we may be
subject to additional privacy restrictions. The collection and use of personal health data in the European Union is governed by the provisions of the
General Data Protection Regulation 2016/679, or GDPR. This directive imposes several requirements relating to the consent of the individuals to whom
the personal data relates, the information provided to the individuals, notification of data processing obligations to the competent national data
protection authorities and the security and confidentiality of the personal data. The GDPR also imposes strict rules on the transfer of personal data out of
the European Union to the United States. Failure to comply with the requirements of the Data Protection Directive, which governs the collection and use
of personal health data in the European Union, the GDPR, and the related national data protection laws of the European Union Member States may
result in fines and other administrative penalties. The GDPR introduced new data protection requirements in the European Union and substantial fines
for breaches of the data protection rules. The GDPR regulations may impose additional responsibility and liability in relation to personal data that we
process and we may be required to put in place additional mechanisms ensuring compliance with these and/or new data protection rules. This may be
onerous and adversely affect our business, financial condition, prospects and results of operations.

Healthcare legislative measures aimed at reducing healthcare costs may have a material adverse effect on our business and results of operations.

The United States and many foreign jurisdictions have enacted or proposed legislative and regulatory changes affecting the healthcare system that could
prevent or delay marketing approval of our product candidates or any future product candidates, restrict or regulate post-approval activities and affect
our ability to profitably sell any
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product for which we obtain marketing approval. Changes in regulations, statutes or the interpretation of existing regulations could impact our business
in the future by requiring, for example: (i) changes to our manufacturing arrangements; (ii) additions or modifications to product labeling; (iii) the recall
or discontinuation of our products; or (iv) additional record-keeping requirements. If any such changes were to be imposed, they could adversely affect

the operation of our business.

In the United States, there have been and continue to be a number of legislative initiatives to contain healthcare costs. For example, in March 2010, the
ACA was passed, which substantially changed the way healthcare is financed by both governmental and private insurers, and significantly impacted the
U.S. pharmaceutical industry. The ACA, among other things, subjects biological products to potential competition by lower-cost biosimilars, addresses a
new methodology by which rebates owed by manufacturers under the Medicaid Drug Rebate Program are calculated for drugs that are inhaled, infused,
instilled, implanted or injected, increases the minimum Medicaid rebates owed by manufacturers under the Medicaid Drug Rebate Program and extends
the rebate program to individuals enrolled in Medicaid managed care organizations, establishes annual fees and taxes on manufacturers of certain
branded prescription drugs, and creates a new Medicare Part D coverage gap discount program, in which manufacturers must agree to offer 70% (as of
2019) point-of-sale discounts off negotiated prices of applicable brand drugs to eligible beneficiaries during their coverage gap period, as a condition for
the manufacturer’s outpatient drugs to be covered under Medicare Part D.

There have been a number of significant changes to the ACA and its implementation. The Tax Cuts and Jobs Act of 2017, or Tax Act, includes a
provision that repealed effective January 1, 2019 the tax-based shared responsibility payment imposed by the ACA on certain individuals who fail to
maintain qualifying health coverage for all or part of a year that is commonly referred to as the “individual mandate.” On December 14, 2018, a U.S.
District Court Judge in the Northern District of Texas, or the Texas District Court Judge, ruled that the individual mandate is a critical and inseverable
feature of the ACA, and therefore, because it was repealed as part of the Tax Act, the remaining provisions of the ACA are invalid as well. While the
Trump Administration and CMS have both stated that the ruling will have no immediate effect, and on December 30, 2018 the Texas District Court
Judge issued an order staying the judgment pending appeal, it is unclear how this decision, subsequent appeals and other efforts to repeal and replace the
ACA will impact the ACA and our business.

On January 20, 2017, President Trump signed an Executive Order directing federal agencies with authorities and responsibilities under the ACA to
waive, defer, grant exemptions from, or delay the implementation of any provision of the ACA that would impose a fiscal burden on states or a cost, fee,
tax, penalty or regulatory burden on individuals, healthcare providers, health insurers, or manufacturers of pharmaceuticals or medical devices. On
October 13, 2017, President Trump signed an Executive Order terminating the cost-sharing subsidies that reimburse insurers under the ACA. Several
state Attorneys General filed suit to stop the administration from terminating the subsidies, but their request for a restraining order was denied by a
federal judge in California on October 25, 2017. On June 14, 2018, U.S. Court of Appeals for the Federal Circuit ruled that the federal government was
not required to pay more than $12 billion in ACA risk corridor payments to third-party payors who argued were owed to them. The effects of this gap in
reimbursement on third-party payors, the viability of the ACA marketplace, providers, and potentially our business, are not yet known.

Moreover, on January 22, 2018, President Trump signed a continuing resolution on appropriations for fiscal year 2018 that delayed the implementation
of certain ACA-mandated fees, including the so called “Cadillac” tax on certain high cost employer-sponsored insurance plans, the annual fee imposed
on certain health insurance providers based on market share, and the medical device excise tax on non-exempt medical devices. The Bipartisan Budget
Act of 2018, also amended the ACA, effective January 1, 2019, by increasing the point-of-sale discount that is owed by pharmaceutical manufacturers
who participate in Medicare Part D and closing the coverage gap in most Medicare drug plans, commonly referred to as the “donut hole.” In July 2018,
CMS published a final rule permitting further collections and payments to and from certain ACA qualified health plans and health insurance issuers
under the ACA risk adjustment program in response to the outcome of federal district court litigation regarding the method CMS uses to determine this
risk adjustment. In addition, CMS has recently published a final rule that would give states greater flexibility, starting in 2020, in setting benchmarks
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for insurers in the individual and small group marketplaces, which may have the effect of relaxing the essential health benefits required under the ACA
for plans sold through such marketplaces.

In addition, other legislative changes have been proposed and adopted in the United States since the ACA was enacted. In August 2011, the Budget
Control Act of 2011, among other things, created measures for spending reductions by Congress. A Joint Select Committee on Deficit Reduction, tasked
with recommending a targeted deficit reduction of at least $1.2 trillion for the years 2013 through 2021, was unable to reach required goals, thereby
triggering the legislation’s automatic reduction to several government programs. This includes aggregate reductions of Medicare payments to providers
of 2% per fiscal year, which went into effect in 2013, and, due to subsequent legislative amendments, will remain in effect through 2027 unless
additional Congressional action is taken. The American Taxpayer Relief Act of 2012 further reduced Medicare payments to several providers, including
hospitals and cancer treatment centers, and increased the statute of limitations period for the government to recover overpayments to providers from
three to five years.

There has been increasing legislative and enforcement interest in the United States with respect to specialty drug pricing practices. Specifically, there
have been several recent U.S. Congressional inquiries and proposed federal and state legislation designed to, among other things, bring more
transparency to drug pricing, reduce the cost of prescription drugs under Medicare, review the relationship between pricing and manufacturer patient
programs, and reform government program reimbursement methodologies for drugs. At the federal level, the Trump administration’s budget for fiscal
year 2019 contains further drug price control measures that could be enacted during the 2019 legislative session, or in other future legislation, including,
for example, measures to permit Medicare Part D plans to negotiate the price of certain drugs under Medicare Part B, to allow some states to negotiate
drug prices under Medicaid, and to eliminate cost sharing for generic drugs for low-income patients. Additionally, the Trump administration released a
“Blueprint” to lower drug prices and reduce out of pocket costs of drugs that contains additional proposals to increase manufacturer competition,
increase the negotiating power of certain federal healthcare programs, incentivize manufacturers to lower the list price of their products and reduce the
out of pocket costs of drug products paid by consumers. The U.S. Department of HHS, has already started the process of soliciting feedback on some of
these measures and, at the same time, is immediately implementing others under its existing authority. For example, in September 2018, CMS
announced that it will allow Medicare Advantage Plans the option to use step therapy for Part B drugs beginning January 1, 2019. Additionally, on

May 10, 2019, the Centers for Medicare and Medicaid Services announced a new pricing transparency rule, which goes into effect on July 9, 2019. This
final rule requires direct-to-consumer television advertisements for prescription drugs and biological products for which reimbursement is available,
directly or indirectly, through or under Medicare or Medicaid to include the list price of that product, except for a prescription drug or biological product
that has a list price of less than $35 per month for a 30-day supply or typical course of treatment. The pricing transparency rule could have a negative
effect on our business. Congress and the Trump administration have each indicated that it will continue to seek new legislative and/or administrative
measures to control drug costs. At the state level, legislatures have increasingly passed legislation and implemented regulations designed to control
pharmaceutical and biological product pricing, including price or patient reimbursement constraints, discounts, restrictions on certain product access and
marketing cost disclosure and transparency measures, and, in some cases, designed to encourage importation from other countries and bulk purchasing.

There have been, and likely will continue to be, legislative and regulatory proposals at the foreign, federal and state levels directed at containing or
lowering the cost of healthcare. The implementation of cost containment measures or other healthcare reforms may prevent us from being able to
generate revenue, attain profitability, or commercialize our product. Such reforms could have an adverse effect on anticipated revenue from product
candidates that we may successfully develop and for which we may obtain regulatory approval and may affect our overall financial condition and ability
to develop product candidates. We cannot predict the initiatives that may be adopted in the future. The continuing efforts of the government, insurance
companies, managed care organizations and other payors of healthcare services to contain or reduce costs of healthcare and/or impose price controls
may adversely affect:

» the demand for our product candidates, if approved;
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*  our ability to receive or set a price that we believe is fair for our products;
+ our ability to generate revenue and achieve or maintain profitability;
»  the amount of taxes that we are required to pay; and

» the availability of capital.

We expect that the ACA, as well as other healthcare reform measures that may be adopted in the future, may result in additional reductions in Medicare
and other healthcare funding, more rigorous coverage criteria, lower reimbursement, and new payment methodologies. This could lower the price that
we receive for any approved product. Any denial in coverage or reduction in reimbursement from Medicare or other government-funded programs may
result in a similar denial or reduction in payments from private payors, which may prevent us from being able to generate sufficient revenue, attain
profitability or commercialize our product candidates, if approved.

We face significant competition in an environment of rapid technological and scientific change, and there is a possibility that our competitors may
achieve regulatory approval before us or develop therapies that are safer, more advanced or more effective than ours, which may negatively impact
our ability to successfully market or commercialize any product candidates we may develop and ultimately harm our financial condition.

The development and commercialization of new drug products is highly competitive. We may face competition with respect to any product candidates
that we seek to develop or commercialize in the future from major pharmaceutical companies, specialty pharmaceutical companies, and biotechnology
companies worldwide. Potential competitors also include academic institutions, government agencies, and other public and private research
organizations that conduct research, seek patent protection, and establish collaborative arrangements for research, development, manufacturing, and
commercialization.

There are a number of large pharmaceutical and biotechnology companies that are currently pursuing the development and commercialization of
products for the treatment of the indications that our four key drivers are pursuing, including: tafamidis, a TTR tetramer stabilizer, a competitor to
BBP-265; pemigatinib, a small molecule FGFR inhibitor, a competitor to BBP-831; NBI-74788, a corticotropin releasing factor receptor antagonist, a
competitor to BBP-631; and MRTX849, a KRAS G12C inhibitor, a competitor to BBP-454. If any of these competitors or competitors for our other
product candidates receive FDA approval before we do, our product candidates would not be the first treatment on the market, and our market share may
be limited. In addition to competition from other companies targeting our target indications, any products we may develop may also face competition
from other types of therapies.

Many of our current or potential competitors, either alone or with their strategic partners, have significantly greater financial resources and expertise in
research and development, manufacturing, preclinical testing, conducting clinical trials, obtaining regulatory approvals, and marketing approved
products than we do.

Mergers and acquisitions in the pharmaceutical and biotechnology industries may result in even more resources being concentrated among a smaller
number of our competitors. Smaller or early-stage companies may also prove to be significant competitors, particularly through collaborative
arrangements with large and established companies. These competitors also compete with us in recruiting and retaining qualified scientific and
management personnel and establishing clinical trial sites and patient registration for clinical trials, as well as in acquiring technologies complementary
to, or necessary for, our programs. Our commercial opportunity could be reduced or eliminated if our competitors develop and commercialize products
that are safer, more effective, have fewer or less severe side effects, are more convenient, or are less expensive than any products that we may develop.
Furthermore, currently approved products could be discovered to have application for treatment of our targeted disease indications or similar indications,
which could give such products significant regulatory and market timing advantages over our product candidates. Our competitors also may obtain FDA
or other regulatory
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approval for their products more rapidly than we may obtain approval for ours and may obtain orphan product exclusivity from the FDA for indications
that we are targeting, which could result in our competitors establishing a strong market position before we are able to enter the market. Additionally,
products or technologies developed by our competitors may render our potential product candidates uneconomical or obsolete and we may not be
successful in marketing any product candidates we may develop against competitors.

In addition, we could face litigation or other proceedings with respect to the scope, ownership, validity and/or enforceability of our patents relating to
our competitors’ products and our competitors may allege that our products infringe, misappropriate or otherwise violate their intellectual property. The
availability of our competitors’ products could limit the demand, and the price we are able to charge, for any products that we may develop and
commercialize. See “Risks related to our intellectual property.”

If the market opportunities for our product candidates are smaller than we believe they are, our revenue may be adversely affected, and our business
may suffer. Our ability to successfully identify patients and acquire a significant market share will be necessary for us to achieve profitability and
growth.

We focus research and product development on treatments for Mendelian diseases and genetically driven cancers, many of which are rare or orphan
indications. Our projections of both the number of individuals who are affected by our target disease indications and have the potential to benefit from
treatment with our product candidates, are based on our beliefs and estimates. These estimates have been derived from a variety of sources, including the
scientific literature, and may prove to be incorrect. Further, new studies may change the estimated incidence or prevalence of these diseases. The number
of patients may turn out to be lower than expected. The effort to identify patients with diseases we seek to treat is in early stages, and we cannot
accurately predict the number of patients for whom treatment might be possible. Additionally, the potentially addressable patient population for
BBP-265, BBP-831, BBP-454, BBP-631 or other product candidates that we may identify may be limited or may not be amenable to treatment with
BBP-265, BBP-831, BBP-454, BBP-631 or other product candidates that we may identify, and new patients may become increasingly difficult to
identify or gain access to, which would adversely affect our results of operations and our business. Further, even if we obtain significant market share
for BBP-265, BBP-831, BBP-454, BBP-631 or other product candidates that we may identify, because the potential target populations are small, we
may never achieve profitability despite obtaining such significant market share. In addition, market share could be limited by the availability of other
treatments including Vyndamaz (tafamidis) and Vyndaqel (tafamidis meglumine), for which Pfizer Inc. has been approved for the treatment of
ATTR-CM the United States and Japan (Vyndagel only). As a result, BBP-265 is not the first treatment on the market for ATTR-CM.

Risks related to our business and industry

Our future success depends on our ability to retain key employees, directors, consultants and advisors and to attract, retain and motivate qualified
personnel.

We are highly dependent on the management, research and development, clinical, financial and business development expertise of our executive
officers, our directors, our Management Committee as well as the other members of our scientific and clinical teams. However, some of these executive
officers, directors and other personnel split their time between BridgeBio and certain of our other subsidiaries. For instance, Neil Kumar serves as chief
executive officer and a director both to us and Eidos; Uma Sinha serves as chief scientific officer to us and Eidos; Ali Satvat serves as a director both to
us and Eidos; Eric David serves as chief executive officer of both Adrenas Therapeutics, Inc. and Aspa Therapeutics, Inc.; Neil Kirby serves as chief
operating officer of Origin Biosciences, Inc. and chief executive officer of Phoenix Tissue Repair, Inc.; and both James Momtazee and Ali Satvat serve
as members of our board of directors and as executive officers of Kohlberg Kravis Roberts & Co. L.P. As a result, these executive officers, directors and
members of our Management Committee may not be able to devote their full attention to us, which could impede the achievement of our research,
development and commercialization objectives and seriously harm our ability to successfully implement our business strategy.
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While we believe that we have put in place policies and procedures to identify such conflicts and any such policies and procedures were negotiated at
arm’s length in conformity with fiduciary duties, such conflicts of interest may nonetheless arise. The existence and consequences of such potential
conflicts could expose us to loss of profits, claims by our investors and creditors, and harm our business and our results of operations. The risks related
to our dependence upon Dr. Kumar are compounded by Dr. Kumar’s significant ownership percentage and Dr. Kumar’s role in both our company and
our subsidiaries, including Eidos. If we were to lose Dr. Kumar or any of our other executives or key personnel, we may not be able to find appropriate
replacements on a timely basis. In addition, because certain of our employees provide a centralized source of support across multiple subsidiaries, the
loss of any of these employees could negatively affect the operations of the affected subsidiaries, and our financial condition and results of operations
could be materially adversely affected.

Furthermore, each of our executive officers may terminate their employment with us at any time. We do not maintain “key person” insurance for any of
our executives or employees. Recruiting and retaining qualified scientific and clinical personnel and, if we progress the development of our drug
pipeline toward scaling up for commercialization, sales and marketing personnel, will also be critical to our success. The loss of the services of our
executive officers or other key employees could impede the achievement of research, development and commercialization objectives and seriously harm
our ability to successfully implement our business strategy. Furthermore, replacing executive officers and key employees may be difficult and may take
an extended period of time because of the limited number of individuals in our industry with the breadth of skills and experience required to successfully
develop, gain regulatory approval for and commercialize our product candidates. Competition to hire qualified personnel in our industry is intense, and
we may be unable to hire, train, retain or motivate these key personnel on acceptable terms given the competition among numerous pharmaceutical and
biotechnology companies for similar personnel. Furthermore, to the extent we hire personnel from competitors, we may be subject to allegations that
they have been improperly solicited or that they have divulged proprietary or other confidential information, or that their former employers own their
research output. We also experience competition for the hiring of scientific and clinical personnel from universities and research institutions.

In addition, we rely on consultants and advisors, including scientific and clinical advisors, to assist us in formulating our research and development and
commercialization strategy. Our consultants and advisors may be employed by employers other than us and may have commitments under consulting or
advisory contracts with other entities that may limit their availability to us. If we are unable to continue to attract and retain high quality personnel, our
ability to pursue our growth strategy will be limited.

Our reliance on a central team consisting of a limited number of employees who provide various administrative, research and development and
other services across our organization, and on dedicated teams at the subsidiary level presents operational challenges that may adversely affect our
business.

As of March 31, 2019, we had 19 employees who are employed by our wholly-owned subsidiary, BridgeBio Services, Inc., upon which we rely for
various administrative, research and development and other support services shared among us. While we believe this structure enables us to reduce
certain infrastructure costs, the small size of our central team may cause us to be unable to devote adequate personnel, time and resources to support the
operations of all of our subsidiaries, including their research and development activities, employee recruiting and retention efforts and the management
financial and accounting and reporting matters. From time to time, members of our central team may not have access to adequate information regarding
aspects of the business and operations of our subsidiaries to sufficiently manage these affairs. Additionally, because our dedicated subsidiary-level
employees and management are primarily incentivized at the subsidiary level, these employees and management team members may not be sufficiently
incentivized to maximize the overall value of our entire organization. If our central team fails to provide adequate administrative, research and
development or other services across our entire organization, or our subsidiary-level employees and management do not perform in a manner that aligns
with the interests of our entire organization, our business, financial condition and results of operations could be harmed.
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Changes in funding for the FDA, the SEC and other government agencies could hinder their ability to hire and retain key leadership and other
personnel, prevent new products and services from being developed or commercialized in a timely manner or otherwise prevent those agencies from
performing normal functions on which the operation of our business may rely, which could negatively impact our business.

The ability of the FDA to review and approve new products or take action with respect to other regulatory matters can be affected by a variety of factors,
including government budget and funding levels, ability to hire and retain key personnel and accept payment of user fees, and statutory, regulatory, and
policy changes. Average review times at the agency have fluctuated in recent years as a result. In addition, government funding of the SEC and other
government agencies on which our operations may rely, including those that fund research and development activities is subject to the political process,
which is inherently fluid and unpredictable.

Disruptions at the FDA and other agencies may also slow the time necessary for new drugs to be reviewed and/or approved, or for other actions to be
taken, by relevant government agencies, which would adversely affect our business. For example, over the last several years, including for 35 days
beginning on December 22, 2018, the U.S. government has shut down several times and certain regulatory agencies, such as the FDA and the SEC, have
had to furlough critical FDA, SEC and other government employees and stop critical activities. If a prolonged government shutdown occurs, it could
significantly impact the ability of the FDA to timely review and process our regulatory submissions, which could have a material adverse effect on our
business. Similarly, a prolonged government shutdown could prevent the timely review of our patent applications by the United States Patent and
Trademark Office, or USPTO, which could delay the issuance of any U.S. patents to which we might otherwise be entitled. Further, upon completion of
this offering and in our operations as a public company, future government shutdowns could impact our ability to access the public markets and obtain
necessary capital in order to properly capitalize and continue our operations.

We will need to expand our organization and we may experience difficulties in managing this growth, which could disrupt our operations.

As of March 31, 2019, we had 152 full-time employees. As we mature, we expect to expand our full-time employee base and to hire more consultants
and contractors. Our management may need to divert a disproportionate amount of its attention away from our day-to-day activities and devote a
substantial amount of time toward managing these growth activities. We may not be able to effectively manage the expansion of our operations, which
may result in weaknesses in our infrastructure, operational mistakes, loss of business opportunities, loss of employees and reduced productivity among
remaining employees. Our expected growth could require significant capital expenditures and may divert financial resources from other projects, such as
the development of additional product candidates. If our management is unable to effectively manage our growth, our expenses may increase more than
expected, our ability to generate and/or grow revenues could be reduced, and we may not be able to implement our business strategy. Our future
financial performance and our ability to commercialize product candidates and compete effectively will depend, in part, on our ability to effectively
manage any future growth.

Because we have multiple programs and product candidates in our development pipeline and are pursuing a variety of target indications and
treatment modalities, we may expend our limited resources to pursue a particular product candidate and fail to capitalize on development
opportunities or product candidates that may be more profitable or for which there is a greater likelihood of success.

We focus on the development of product candidates to address Mendelian diseases and genetically driven cancers, regardless of the treatment modality
or the particular target indication within this space. Because we have limited financial and personnel resources, we may forgo or delay pursuit of
opportunities with potential target indications or product candidates that later prove to have greater commercial potential than our current and planned
development programs and product candidates. Our resource allocation decisions may cause us to fail to capitalize on viable commercial products or
profitable market opportunities. Our spending on current and future
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research and development programs and other future product candidates for specific indications may not yield any commercially viable future product
candidates. If we do not accurately evaluate the commercial potential or target market for a particular product candidate, we may be required to
relinquish valuable rights to that product candidate through collaboration, licensing or other royalty arrangements in cases in which it would have been
more advantageous for us to retain sole development and commercialization rights to such future product candidates.

Additionally, we may pursue additional in-licenses or acquisitions of development-stage assets or programs, which entails additional risk to us.
Identifying, selecting and acquiring promising product candidates requires substantial technical, financial and human resources expertise. Efforts to do
so may not result in the actual acquisition or license of a successful product candidate, potentially resulting in a diversion of our management’s time and
the expenditure of our resources with no resulting benefit. For example, if we are unable to identify programs that ultimately result in approved
products, we may spend material amounts of our capital and other resources evaluating, acquiring and developing products that ultimately do not
provide a return on our investment.

Product liability lawsuits against us could cause us to incur substantial liabilities and could limit commercialization of any product candidates that
we may develop.

We face an inherent risk of product liability exposure related to the testing of product candidates in human clinical trials and will face an even greater
risk if we commercially sell any medicines that we may develop. If we cannot successfully defend ourselves against claims that our product candidates
or medicines caused injuries, we could incur substantial liabilities. Regardless of merit or eventual outcome, liability claims may result in:

»  decreased demand for any product candidates or medicines that we may develop;

* injury to our reputation and significant negative media attention;

»  withdrawal of clinical trial participants;

» significant costs to defend the related litigation;

»  substantial monetary awards to trial participants or patients;

e loss of revenue; and

* the inability to commercialize our product candidates.
Although we maintain product liability insurance, including coverage for clinical trials that we sponsor, it may not be adequate to cover all liabilities that
we may incur. We anticipate that we will need to increase our insurance coverage as we commence additional clinical trials and if we successfully
commercialize any product candidates. The market for insurance coverage is increasingly expensive, and the costs of insurance coverage will increase as

our clinical programs increase in size. We may not be able to maintain insurance coverage at a reasonable cost or in an amount adequate to satisfy any
liability that may arise.

Our employees, independent contractors, consultants, commercial partners and vendors may engage in misconduct or other improper activities,
including noncompliance with regulatory standards and requirements.

We are exposed to the risk of fraud, misconduct or other illegal activity by our employees, independent contractors, consultants, commercial partners
and vendors. Misconduct by these parties could include intentional, reckless and negligent conduct that fails to: comply with the laws of the FDA and
comparable foreign regulatory authorities; provide true, complete and accurate information to the FDA and comparable foreign regulatory authorities;
comply with manufacturing standards we have established; comply with healthcare fraud and abuse laws in the United States and similar foreign
fraudulent misconduct laws; or report financial information or data
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accurately or to disclose unauthorized activities. If we obtain FDA approval of our product candidates and begin commercializing those products in the
United States, our potential exposure under such laws will increase significantly, and our costs associated with compliance with such laws are also likely
to increase. In particular, research, sales, marketing, education and other business arrangements in the healthcare industry are subject to extensive laws
designed to prevent fraud, kickbacks, self-dealing and other abusive practices. These laws and regulations may restrict or prohibit a wide range of
pricing, discounting, educating, marketing and promotion, sales and commission, certain customer incentive programs and other business arrangements
generally. Activities subject to these laws also involve the improper use of information obtained in the course of patient recruitment for clinical trials,
which could result in regulatory sanctions and cause serious harm to our reputation. We intend to adopt a code of business conduct and ethics, but it is
not always possible to identify and deter misconduct by employees and third parties, and the precautions we take to detect and prevent this activity may
not be effective in controlling unknown or unmanaged risks or losses or in protecting us from governmental investigations or other actions or lawsuits
stemming from a failure to be in compliance with such laws. If any such actions are instituted against us, and we are not successful in defending
ourselves or asserting our rights, those actions could have a significant impact on our business, including the imposition of significant fines or other
sanctions.

If we fail to comply with environmental, health and safety laws and regulations, we could become subject to fines or penalties or incur costs that
could harm our business.

We are subject to numerous environmental, health and safety laws and regulations, including those governing laboratory procedures and the handling,
use, storage, treatment and disposal of hazardous materials and wastes. Our operations involve the use of hazardous and flammable materials, including
chemicals and biological materials. Our operations also produce hazardous waste products. We generally contract with third parties for the disposal of
these materials and wastes. We cannot eliminate the risk of contamination or injury from these materials. In the event of contamination or injury
resulting from our use of hazardous materials, we could be held liable for any resulting damages, and any liability could exceed our resources. We also
could incur significant costs associated with civil or criminal fines and penalties for failure to comply with such laws and regulations.

Although we maintain workers’ compensation insurance to cover us for costs and expenses we may incur due to injuries to our employees resulting
from the use of hazardous materials, this insurance may not provide adequate coverage against potential liabilities. We do not maintain insurance for
environmental liability or toxic tort claims that may be asserted against us in connection with our storage or disposal of biological, hazardous or
radioactive materials.

In addition, we may incur substantial costs in order to comply with current or future environmental, health and safety laws and regulations. These
current or future laws and regulations may impair our research, development or production efforts. Our failure to comply with these laws and regulations
also may result in substantial fines, penalties or other sanctions.

Unfavorable global economic conditions could adversely affect our business, financial condition or results of operations.

Our ability to invest in and expand our business and meet our financial obligations, to attract and retain third-party contractors and collaboration partners
and to raise additional capital depends on our operating and financial performance, which, in turn, is subject to numerous factors, including the
prevailing economic and political conditions and financial, business and other factors beyond our control, such as the rate of unemployment, the number
of uninsured persons in the United States, political influences and inflationary pressures. For example, an overall decrease in or loss of insurance
coverage among individuals in the United States as a result of unemployment, underemployment or the repeal of certain provisions of the ACA, may
decrease the demand for healthcare services and pharmaceuticals. If fewer patients are seeking medical care because they do not have insurance
coverage, we may experience difficulties in any eventual commercialization of our product candidates and our business, results of operations, financial
condition and cash flows could be adversely affected.

66



Table of Contents

In addition, our results of operations could be adversely affected by general conditions in the global economy and in the global financial markets upon
which pharmaceutical and biopharmaceutical companies such as us are dependent for sources of capital. In the past, global financial crises have caused
extreme volatility and disruptions in the capital and credit markets. A severe or prolonged economic downturn could result in a variety of risks to our
business, including a reduced ability to raise additional capital when needed on acceptable terms, if at all, and weakened demand for our product
candidates. A weak or declining economy could also strain our suppliers, possibly resulting in supply disruption. Any of the foregoing could harm our
business and we cannot anticipate all of the ways in which the current economic climate and financial market conditions could adversely impact our
business.

Our internal computer systems, or those used by our third-party research institution collaborators, CROs or other contractors or consultants, may
fail or suffer security breaches.

Despite the implementation of security measures, our internal computer systems and those of our future CROs and other contractors and consultants
may be vulnerable to damage from computer viruses and unauthorized access. Although to our knowledge we have not experienced any such material
system failure or security breach to date, if such an event were to occur and cause interruptions in our operations, it could result in a material disruption
of development programs and business operations. For example, the loss of clinical trial data from completed, ongoing or future clinical trials could
result in delays in our regulatory approval efforts and significantly increase our costs to recover or reproduce the data. Likewise, we rely on third parties
for research and development, the manufacture and supply of drug product and drug substance and to conduct clinical trials, and similar events relating
to their computer systems could also have a material adverse effect on our business. To the extent that any disruption or security breach were to result in
a loss of, or damage to, our data or systems, or inappropriate disclosure of confidential or proprietary information, we could incur liability and the
further development and commercialization of our product candidates could be delayed.

Certain data breaches must also be reported to affected individuals and the government, and in some cases to the media, under provisions of HIPAA, as
amended by HITECH, other U.S. federal and state law, and requirements of non-U.S. jurisdictions, including the European Union Data Protection
Directive, and financial penalties may also apply.

Our insurance policies may not be adequate to compensate us for the potential losses arising from breaches, failures or disruptions of our infrastructure,
catastrophic events and disasters or otherwise. In addition, such insurance may not be available to us in the future on economically reasonable terms, or
at all. Further, our insurance may not cover all claims made against us and defending a suit, regardless of its merit, could be costly and divert
management’s attention.

Furthermore, the loss of clinical trial data from completed or future clinical trials could result in delays in our regulatory approval efforts and
significantly increase our costs to recover or reproduce the data.

We or the third parties upon whom we depend may be adversely affected by earthquakes or other natural disasters and our business continuity and
disaster recovery plans may not adequately protect us from a serious disaster.

Earthquakes or other natural disasters could severely disrupt our operations, and have a material adverse effect on our business, results of operations,
financial condition and prospects. If a natural disaster, power outage or other event occurred that prevented us from using all or a significant portion of
our headquarters, that damaged critical infrastructure, such as the manufacturing facilities of our third-party CMOs, or that otherwise disrupted
operations, it may be difficult or, in certain cases, impossible for us to continue our business for a substantial period of time. The disaster recovery and
business continuity plans we have in place currently are limited and are unlikely to prove adequate in the event of a serious disaster or similar event. We
may incur substantial expenses as a result of the limited nature of our disaster recovery and business continuity plans, which, particularly when taken
together with our lack of earthquake insurance, could have a material adverse effect on our business.
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Our anticipated international operations may expose us to business, regulatory, political, operational, financial, pricing and reimbursement and
economic risks associated with doing business outside of the United States.

We currently have no international operations, but our business strategy incorporates potential international expansion to target patient populations
outside the United States. If we receive regulatory approval for and commercialize any of our product candidates in patient populations outside the
United States, we may hire sales representatives and conduct physician and patient association outreach activities outside of the United States. Doing
business internationally involves a number of risks, including, but not limited to:

+  multiple, conflicting, and changing laws and regulations such as privacy regulations, tax laws, export and import restrictions, employment laws,
regulatory requirements, and other governmental approvals, permits, and licenses;

+ failure by us to obtain and maintain regulatory approvals for the use of our products in various countries;

* additional potentially relevant third-party patent rights;

» complexities and difficulties in obtaining protection and enforcing our intellectual property;

+  difficulties in staffing and managing foreign operations;

+ complexities associated with managing multiple payor reimbursement regimes, government payors, or patient self-pay systems;
*  limits in our ability to penetrate international markets;

+ financial risks, such as longer payment cycles, difficulty collecting accounts receivable, the impact of local and regional financial crises on
demand and payment for our products, and exposure to foreign currency exchange rate fluctuations;

» natural disasters, political and economic instability, including wars, terrorism, and political unrest, outbreak of disease, boycotts, curtailment of
trade, and other business restrictions;

»  certain expenses including, among others, expenses for travel, translation, and insurance; and

» regulatory and compliance risks that relate to maintaining accurate information and control over sales and activities that may fall within the
purview of the U.S. Foreign Corrupt Practices Act, its books and records provisions, or its anti-bribery provisions.

Any of these factors could significantly harm our potential international expansion and operations and, consequently, our results of operations.

We have identified material weaknesses in our internal control over financial reporting. If our remediation of the material weaknesses is not
effective, or if we experience additional material weaknesses in the future or otherwise fail to maintain an effective system of internal controls in the
future, we may not be able to accurately or timely report our financial condition or results of operations, which may adversely affect investor
confidence in us and, as a result, the value of our common stock.

After the completion of this offering, we will be subject to the reporting requirements of the Securities Exchange Act of 1934, as amended, or the
Exchange Act, the Sarbanes-Oxley Act and the rules and regulations of the Nasdaq Stock Market. The Sarbanes-Oxley Act requires, among other
things, that we maintain effective disclosure controls and procedures and internal controls over financial reporting. Prior to the completion of this
offering, we have been a private company with limited accounting personnel to adequately execute our accounting processes and other supervisory
resources with which to address our internal control over financial reporting and, as a result, we may experience difficulty in meeting these reporting
requirements in a timely manner. To date, we have never conducted a review of our internal control for the purpose of providing the reports required by
the Sarbanes-Oxley Act. During our review and testing, we may identify deficiencies and be unable to remediate them before we must provide the
required reports.
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In connection with the preparation of our 2017 combined and consolidated financial statements, we and our independent auditors identified material
weaknesses in our internal control over financial reporting. A material weakness is a deficiency, or a combination of deficiencies, in internal control over
financial reporting, such that there is a reasonable possibility that a material misstatement of our annual or interim consolidated financial statements will
not be prevented or detected on a timely basis.

These material weaknesses related to the following:

*  We do not have sufficient staffing to enable segregation of duties within accounting functions and do not have sufficient written policies and
procedures for accounting and financial reporting. These factors contributed to the lack of a formalized process or controls for our management’s
timely review and approval of journal entries and related financial statement analysis.

*  We do not have finance and accounting staff with the appropriate U.S. GAAP technical expertise to identify, evaluate and account for complex and
non-routine transactions. As a result, we did not design and maintain formal accounting policies, processes and controls related to complex
transactions necessary for an effective financial reporting process.

As the hiring of additional finance and accounting personnel becomes economically feasible, we intend to take appropriate and reasonable steps to
remediate these material weaknesses through the implementation of appropriate segregation of duties and formalization of accounting policies and
controls. However, we cannot assure you that these measures will significantly improve or remediate the material weaknesses described above. As of
December 31, 2018, the material weaknesses have not been remediated.

In addition, in connection with the audit of the financial statements for the year ended December 31, 2018 of our subsidiary Eidos, which is a public
company subject to the reporting requirements of the Exchange Act and the rules and regulations of the Nasdaq Stock Market, Eidos and its independent
registered public accounting firm identified a material weakness in Eidos’ internal control over financial reporting related to a deficiency in the
operation of Eidos’ internal controls over the accounting for complex debt and equity transactions and ineffective disclosure controls. While Eidos
intends to implement a plan to remediate the material weakness, it has not completed the implementation of this plan and can give no assurance that its
current and planned implementation will remediate this deficiency in internal control or that additional material weaknesses or significant deficiencies in
its internal control over financial reporting will not be identified in the future.

We may discover additional weaknesses in our system of internal financial and accounting controls and procedures that could result in a material
misstatement of our combined and consolidated financial statements. Our internal control over financial reporting will not prevent or detect all errors
and all fraud. A control system, no matter how well designed and operated, can provide only reasonable, not absolute, assurance that the control
system’s objectives will be met. Because of the inherent limitations in all control systems, no evaluation of controls can provide absolute assurance that
misstatements due to error or fraud will not occur or that all control issues and instances of fraud will be detected.

If we are not able to comply with the requirements of the Sarbanes-Oxley Act in a timely manner, or if we are unable to maintain proper and effective
internal controls over financial reporting, we may not be able to produce timely and accurate financial statements. If that were to happen, our investors
could lose confidence in our reported financial information, the market price of our stock could decline, and we could be subject to sanctions or
investigations by the SEC or other regulatory authorities.

If we fail to maintain an effective system of disclosure controls and internal control over financial reporting, our ability to produce timely and
accurate financial statements or comply with applicable regulations could be impaired.

As a public company, we will be required to maintain internal control over financial reporting and to report any material weaknesses in such internal
controls. The Sarbanes-Oxley Act, requires that we evaluate and determine
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the effectiveness of our internal control over financial reporting and, beginning with our second annual report following this offering, provide a
management report on internal control over financial reporting. However, while we remain an emerging growth company, we will not be required to
include an attestation report on internal control over financial reporting issued by our independent registered public accounting firm.

Any failure to develop or maintain effective controls, or any difficulties encountered in their implementation or improvement, could harm our results of
operations, cause us to fail to meet our reporting obligations, result in a restatement of our financial statements for prior periods, or adversely affect the
results of management evaluations and independent registered public accounting firm audits of our internal control over financial reporting that we will
eventually be required to include in our periodic reports that will be filed with the SEC. In addition, to the extent we acquire or establish additional
consolidated subsidiaries and VIEs, the financial statements of such entities may not be initially prepared by us, and we will not have direct control over
their financial statement preparation. As a result, we will, for our financial reporting, depend on what these entities report to us, which could result in our
adding monitoring and audit processes, and increase the difficulty of implementing and maintaining adequate controls over our financial processes and
reporting in the future, which could lead to delays in our external reporting. In particular, this may occur where we are establishing such entities with
partners that do not have sophisticated financial accounting processes in place, or where we are entering into new relationships at a rapid pace, straining
our integration capacity. Furthermore, during the course of the audit of Eidos’ financial statements for the fiscal year ended December 31, 2018, Eidos
discovered certain errors related to the accounting for complex debt and equity transactions, which required Eidos to restate its unaudited financial
information for the quarterly periods ended March 31, 2018, June 30, 2018 and September 30, 2018. If we or any of our publicly listed subsidiaries are
required to restate previously issued financial statements for any additional periods, our reputation could be impaired which could cause a loss of
investor confidence and adversely materially affect our business, operating results and financial condition. Additionally, if we do not receive the
information from the consolidated subsidiaries or controlled VIEs on a timely basis, it could cause delays in our external reporting. Ineffective
disclosure controls and procedures and internal controls over financial reporting could also cause investors to lose confidence in our reported financial
and other information, which would likely have a negative effect on the trading price of our common stock.

Historically, we have relied upon and expect to continue to rely upon third-party contracted service providers to assist with our financial reporting. We
are in the process of designing and implementing the internal control over financial reporting required to comply with the Sarbanes-Oxley Act. This
process will be time consuming, costly, and complicated. If we are unable to assert that our internal control over financial reporting is effective or when
required in the future, if our independent registered public accounting firm issues an adverse opinion on the effectiveness of our internal control over
financial reporting, investors may lose confidence in the accuracy and completeness of our financial reports, the market price of our common stock
could be adversely affected and we could become subject to investigations by the stock exchange on which our securities are listed, the SEC, or other
regulatory authorities, which could require additional financial and management resources.

Risks Related to our Equity Securities and this Offering

We are an “emerging growth company,” and we cannot be certain if the reduced reporting requirements applicable to emerging growth companies
will make our common stock less attractive to investors.

We are an “emerging growth company” as defined in the JOBS Act, and we intend to take advantage of some of the exemptions from reporting
requirements that are applicable to other public companies that are not emerging growth companies, including:

*  being permitted to provide only two years of audited financial statements prior to our first filing of our Annual Report on Form 10-K, in addition
to any required unaudited interim financial statements, with correspondingly reduced “Management’s discussion and analysis of financial
condition and results of operations” disclosure;
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* not being required to comply with the auditor attestation requirements in the assessment of our internal control over financial reporting;

* not being required to comply with any requirement that may be adopted by the Public Company Accounting Oversight Board regarding mandatory
audit firm rotation or a supplement to the auditor’s report providing additional information about the audit and the financial statements;

* reduced disclosure obligations regarding executive compensation; and
* not being required to hold a non-binding advisory vote on executive compensation or obtain stockholder approval of any golden parachute

payments not previously approved.

We cannot predict if investors will find our common stock less attractive because we will rely on these exemptions. If some investors find our common
stock less attractive as a result, there may be a less active trading market for our common stock and our stock price may be more volatile. We may take
advantage of these reporting exemptions until we are no longer an emerging growth company. We will remain an emerging growth company until the
earlier of (1) the last day of the fiscal year (a) following the fifth anniversary of the completion of this offering, (b) in which we have total annual gross
revenue of at least $1.07 billion or (c) in which we are deemed to be a large accelerated filer, which means the market value of our common stock that is
held by non-affiliates exceeds $700 million as of the prior June 30th and (2) the date on which we have issued more than $1.0 billion in non-convertible
debt during the prior three-year period.

Under Section 107(b) of the JOBS Act, emerging growth companies can delay adopting new or revised accounting standards until such time as those
standards apply to private companies. Pursuant to Section 107(b) of the JOBS Act, we have elected to use the extended transition period for complying
with new or revised accounting standards under Section 102(b)(2) of The JOBS Act. This election allows us to delay the adoption of new or revised
accounting standards that have different effective dates for public and private companies until those standards apply to private companies. As a result,
our financial statements may not be comparable to companies that comply with public company effective dates, and our stockholders and potential
investors may have difficulty in analyzing our operating results if comparing us to such companies.

The market price of our common stock may be highly volatile, and you may not be able to resell your shares at or above the initial public offering
price.

The market price of our common stock is likely to be volatile. Our stock price could be subject to wide fluctuations in response to a variety of factors,
including the following:

* adverse results or delays in our preclinical studies or clinical trials;
» reports of AEs or other negative results in clinical trials of third parties’ product candidates that target our product candidates’ target indications;
+  Inability for us to obtain additional funding on reasonable terms or at all;

* any delay in filing an IND, BLA or NDA for our product candidates and any adverse development or perceived adverse development with respect
to the FDA’s review of that IND, BLA or NDA;

» failure to develop successfully and commercialize our product candidates;

+ announcements we make regarding our current product candidates, acquisition of potential new product candidates and companies and/or
in-licensing;

+ failure to maintain our existing license arrangements or enter into new licensing and collaboration agreements;
+ failure by us or our licensors to prosecute, maintain or enforce our intellectual property rights;
+ changes in laws or regulations applicable to future products;
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» inability to obtain adequate clinical or commercial supply for our product candidates or the inability to do so at acceptable prices;

+ adverse regulatory decisions, including failure to reach agreement with applicable regulatory authorities on the design or scope of our planned
clinical trials;

» failure to obtain and maintain regulatory exclusivity for our product candidates;

» regulatory approval or commercialization of new products or other methods of treating our target disease indications by our competitors;
+ failure to meet or exceed financial projections we may provide to the public or to the investment community;

»  the perception of the pharmaceutical industry by the public, legislatures, regulators and the investment community;

» announcements of significant acquisitions, strategic partnerships, joint ventures or capital commitments by us, our strategic collaboration partner
or our competitors;

» disputes or other developments relating to proprietary rights, including patents, litigation matters and our ability to obtain patent protection for our
technologies;

» additions or departures of our key scientific or management personnel;
»  significant lawsuits, including patent or stockholder litigation, against us;
»  changes in the market valuations of similar companies;
» sales or potential sales of substantial amounts of our common stock; and
+ trading volume of our common stock.
In addition, companies trading in the stock market in general, and Nasdaq, in particular, have experienced extreme price and volume fluctuations that

have often been unrelated or disproportionate to the operating performance of these companies. Broad market and industry factors may negatively affect
the market price of our common stock, regardless of our actual operating performance.

If you purchase our common stock in this offering, you will incur immediate and substantial dilution in the book value of your shares.

Investors purchasing shares of common stock in this offering will pay a price per share that substantially exceeds the pro forma as adjusted book value
per share of our tangible assets after subtracting our liabilities.

As a result, investors purchasing shares of common stock in this offering will incur immediate dilution of $10.13 per share, based on the assumed initial
public offering price of $15.00 per share, which is the midpoint of the price range set forth on the cover page of this prospectus, and our pro forma
adjusted net tangible book value as of March 31, 2019. Further, based on these assumptions, investors purchasing shares of common stock in this
offering will contribute approximately 38.4% of the total amount invested by stockholders since our inception, but will own only approximately 16.7%
of the shares of common stock outstanding. For information on how the foregoing amounts were calculated, see “Dilution” located elsewhere in this
prospectus.

This dilution is due to the substantially lower price paid by our investors who purchased shares prior to this offering as compared to the price offered to
the public in this offering, and the conversion of common units and management incentive units granted to our employees and non-employees. As a
result of the dilution to investors purchasing shares in this offering, as well as other factors, investors may receive significantly less than the purchase
price paid in this offering, if anything, in the event of our liquidation.
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Future sales and issuances of our common stock or rights to purchase common stock, including pursuant to our equity incentive plans, would result
in additional dilution of the percentage ownership of our stockholders and could cause our stock price to fall.

We will need additional capital in the future to continue our planned operations. To the extent we raise additional capital by issuing equity securities, our
stockholders may experience substantial dilution. We may sell common stock, convertible securities or other equity securities in one or more
transactions at prices and in a manner we determine from time to time. If we sell common stock, convertible securities or other equity securities in more
than one transaction, investors may be materially diluted by subsequent sales. These sales may also result in material dilution to our existing
stockholders, and new investors could gain rights superior to our existing stockholders.

Pursuant to our 2019 Stock Option and Incentive Plan, or the 2019 Plan, which will become effective upon the effectiveness of the registration statement
of which this prospectus is a part, we are authorized to grant stock options and other equity-based awards to our employees, directors and consultants. If
our board of directors elects to increase the number of shares available for future grant and our stockholders approve of such an increase at our annual
meeting, our stockholders may experience additional dilution, and our stock price may fall.

A significant portion of our total outstanding shares is restricted from immediate resale but may be sold into the market in the near future, which
could cause the market price of our common stock to decline significantly.

Sales of a substantial number of shares of our common stock in the public market could occur at any time. These sales, upon the expiration of the market
standoff and lock-up agreements, the early release of these agreements, or the perception in the market that the holders of a large number of shares of
common stock intend to sell shares, could reduce the market price of our common stock. After this offering and based on the assumed initial public
offering price of $15.00 per share, which is the midpoint of the price range set forth on the cover page of this prospectus, upon the completion of this
offering, we will have 119,999,967 shares of common stock outstanding assuming the exchange of all outstanding units of BridgeBio Pharma LLC into
99,999,967 shares of our common stock upon the Reorganization, as if the Reorganization has occurred as of March 31, 2019. Of these shares, the
20,000,000 shares we are selling in this offering (excluding any shares sold to our directors and officers in the directed share program) may be resold in
the public market immediately, unless purchased by our affiliates. The remaining 99,999,967 shares, or 83.3% of our outstanding shares after this
offering, are currently prohibited or otherwise restricted under securities laws, market standoff agreements entered into by our stockholders with us or
lock-up agreements entered into by our stockholders with the underwriters; however, subject to applicable securities law restrictions and excluding
shares of restricted stock that will remain unvested, these shares will be able to be sold in the public market beginning 180 days after the date of this
prospectus. J.P. Morgan Securities LLC and Goldman Sachs & Co. LLC may, in their sole discretion, release all or some portion of the shares subject to
lock-up agreements at any time and for any reason. In addition, the 99,999,967 shares of unvested restricted stock and common stock issued and
outstanding as of March 31, 2019 will become available for sale immediately upon the vesting of such shares, as applicable, and the expiration of any
applicable market standoff or lock-up agreements. Shares issued upon the exercise of stock options outstanding under our equity incentive plans or
pursuant to future awards granted under those plans will become available for sale in the public market to the extent permitted by the provisions of
applicable vesting schedules, any applicable market standoff and lock-up agreements, and Rule 144 and Rule 701 under the Securities Act of 1933, as
amended, or the Securities Act. See the section titled “Shares eligible for future sale” for additional information.

Moreover, after the completion of this offering, based on the assumed initial public offering price of $15.00 per share, which is the midpoint of the price
range set forth on the cover page of this prospectus, holders of an aggregate of 99,999,967 shares of our common stock will have rights, subject to
conditions, to require us to file registration statements covering their shares or to include their shares in registration statements that we may file for
ourselves or other stockholders. We also plan to register all shares of common stock that we may issue under our equity compensation plans. Once we
register these shares, they can be freely sold in the public market upon
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issuance and once vested, subject to volume limitations applicable to affiliates and the lock-up agreements described in the section titled “Underwriting
(Conflicts of Interest)” in this prospectus. If any of these additional shares are sold, or if it is perceived that they will be sold, in the public market, the
market price of our common stock could decline.

If securities analysts do not publish research or reports about our business or if they publish negative evaluations of our stock, the price of our stock
could decline.

The trading market for our common stock will rely in part on the research and reports that industry or financial analysts publish about us or our business.
We do not currently have and may never obtain research coverage by industry or financial analysts. If no or few analysts commence coverage of us, the
trading price of our stock could decrease. Even if we do obtain analyst coverage, if one or more of the analysts covering our business downgrade their
evaluations of our stock, the price of our stock could decline. If one or more of these analysts cease to cover our stock, we could lose visibility in the
market for our stock, which in turn could cause our stock price to decline.

Our principal stockholders and certain members of our management own a significant percentage of our stock and will be able to exert significant
control over matters subject to stockholder approval.

When this offering is completed, KKR Genetic Disorder L.P., or together with its affiliates, KKR, will beneficially own approximately 28.6% of our
outstanding shares of common stock, and KKR, together with Viking Global Opportunities Illiquid Investments Sub-Master LP and Neil Kumar, our
chief executive officer, will beneficially own approximately 54.2% of our outstanding shares of common stock (assuming no exercise of the
underwriters’ over-allotment option). Therefore, even after this offering, these stockholders will have the ability to influence us through their ownership
positions. These stockholders may be able to determine all matters requiring stockholder approval. For example, these stockholders, acting together, may
be able to control elections of directors, amendments of our organizational documents, or approval of any merger, sale of assets, or other major corporate
transaction. This may prevent or discourage unsolicited acquisition proposals or offers for our common stock that you may believe are in your best
interest as one of our stockholders.

We have broad discretion in the use of the net proceeds from this offering and may not use them effectively.

Our management will have broad discretion in the application of the net proceeds from this offering, including for any of the purposes described in the
section entitled “Use of Proceeds” located elsewhere in this prospectus, and you will not have the opportunity as part of your investment decision to
assess whether the net proceeds are being used appropriately. Because of the number and variability of factors that will determine our use of the net
proceeds from this offering, their ultimate use may vary substantially from their currently intended use. The failure by our management to apply these
funds effectively could harm our business. Pending their use, we may invest the net proceeds from this offering in short-term, investment-grade, interest-
bearing securities. These investments may not yield a favorable return to our stockholders.

Provisions in our amended and restated certificate of incorporation and amended and restated bylaws, as well as provisions of Delaware law, could
make it more difficult for a third party to acquire us or increase the cost of acquiring us, even if doing so would benefit our stockholders or remove
our current management.

Our amended and restated certificate of incorporation and amended and restated bylaws that will become effective immediately prior to the completion
of this offering and Delaware law contain provisions that may have the effect of delaying or preventing a change in control of us or changes in our
management. Our amended and restated certificate of incorporation and amended and restated bylaws, which will become effective upon the completion
of this offering, include provisions that:

+ authorize “blank check” preferred stock, which could be issued by our board of directors without stockholder approval and may contain voting,
liquidation, dividend and other rights superior to our common stock;
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»  create a classified board of directors whose members serve staggered three-year terms;

»  specify that special meetings of our stockholders can be called only by our board of directors or stockholders holding at least 25% of our
outstanding voting stock;

+  prohibit stockholder action by written consent;

» establish an advance notice procedure for stockholder approvals to be brought before an annual meeting of our stockholders, including proposed
nominations of persons for election to our board of directors;

»  provide that vacancies on our board of directors may be filled only by a majority of directors then in office, even if less than a quorum, or by the
holders of a majority of the outstanding shares of capital stock then entitled to vote at an election of directors;

»  specify that no stockholder is permitted to cumulate votes at any election of directors;
»  expressly authorize our board of directors to modify, alter or repeal our amended and restated bylaws; and

*  require supermajority votes of the holders of our common stock to amend specified provisions of our amended and restated certificate of
incorporation and amended and restated bylaws.

These provisions, alone or together, could delay or prevent hostile takeovers and changes in control or changes in our management.

In addition, because we are incorporated in Delaware, we are governed by the provisions of Section 203 of the Delaware General Corporation Law,
which limits the ability of stockholders owning in excess of 15% of our outstanding voting stock to merge or combine with us. Any provision of our
amended and restated certificate of incorporation or amended and restated bylaws or Delaware law that has the effect of delaying or deterring a change
in control could limit the opportunity for our stockholders to receive a premium for their shares of our common stock, and could also affect the price that
some investors are willing to pay for our common stock.

Our amended and restated bylaws will designate specific courts as the exclusive forum for certain litigation that may be initiated by our
stockholders, which could limit our stockholders’ ability to obtain a favorable judicial forum for disputes with us.

Pursuant to our amended and restated bylaws, which will be in effect upon the completion of this offering, unless we consent in writing to the selection
of an alternative forum, the Court of Chancery of the State of Delaware (or, if the Chancery Court does not have jurisdiction, the federal district court for
the District of Delaware or other state courts of the State of Delaware) will be the sole and exclusive forum for state law claims for (i) any derivative
action or proceeding brought on our behalf; (ii) any action asserting a claim of breach of a fiduciary duty or other wrongdoing by any of our directors,
officers, employees or agents to us or our stockholders; (iii) any action asserting a claim against us arising pursuant to any provision of the Delaware
General Corporation Law or our certificate of incorporation or bylaws; (iv) any action to interpret, apply, enforce or determine the validity of our
certificate of incorporation or bylaws; or (v) any action asserting a claim governed by the internal affairs doctrine. This exclusive forum provision will
not apply to any causes of action arising under the Securities Act or the Exchange Act. The forum selection clauses in our amended and restated bylaws,
which will be in effect upon the completion of this offering, may limit our stockholders’ ability to obtain a favorable judicial forum for disputes with us.

We are party to a loan and security agreement that contains operating and financial covenants that may restrict our business and financing
activities.

In June 2018, we entered into a loan and security agreement, or the Loan and Security Agreement, with Hercules Capital, Inc., or Hercules, pursuant to
which we were extended a term loan in the aggregate principal amount of up to $35.0 million. In December 2018, we entered into an amendment to the
Loan and Security Agreement with
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Hercules, pursuant to which we were extended an additional term loan in the aggregate principal amount of up to $20.0 million. In May 2019, we
entered into a second amendment to the Loan and Security Agreement with Hercules, pursuant to which we were extended a second additional term loan
in the aggregate principal amount of up to $20.0 million, increasing the total principal amount outstanding to $75.0 million under the Loan and Security
Agreement, as amended to date, or the Amended and Restated Loan and Security Agreement. The Amended and Restated Loan and Security Agreement
may restrict our ability, among other things, to:

» sell, transfer or otherwise dispose of any of our business or property, subject to limited exceptions;

* make material changes to our business;

»  enter into transactions resulting in significant changes to the voting control of our stock;

» make certain changes to our organizational structure;

+ consolidate or merge with other entities or acquire other entities;

» incur additional indebtedness or create encumbrances on our assets;

* pay dividends, or make distributions on and, in certain cases, repurchase our stock;

e enter into transactions with our affiliates;

+  repay subordinated indebtedness; or

* make certain investments.
In addition, we are required under our Amended and Restated Loan and Security Agreement to comply with various operating covenants and default
clauses that may restrict our ability to finance our operations, engage in business activities or expand or fully pursue our business strategies. A breach of

any of these covenants or clauses could result in a default under the Amended and Restated Loan and Security Agreement, which could cause all of the
outstanding indebtedness under the facility to become immediately due and payable.

If we are unable to generate sufficient cash to repay our debt obligations when they become due and payable, we may not be able to obtain additional
debt or equity financing on favorable terms, if at all, which may negatively affect our business operations and financial condition.

Under the Amended and Restated Loan and Security Agreement, we also have an obligation to pledge our equity interests in our subsidiaries. In
addition, certain of our non-operating subsidiaries, which are subsidiaries other than those predominantly involved in advancing our development
programs are also obligated to enter into a joinder agreement, whereby they shall also agree to comply with the terms of the Amended and Restated
Loan and Security Agreement.

Our operating results may fluctuate significantly, which makes our future operating results difficult to predict and could cause our operating results
to fall below expectations or our guidance.

Our quarterly and annual operating results may fluctuate significantly in the future, which makes it difficult for us to predict our future operating results.
Our operating results may fluctuate due to a variety of factors, many of which are outside of our control and may be difficult to predict, including the
following:

+  the timing, results and cost of, and level of investment in, our clinical development activities for BBP-265, BBP-831, BBP-454 and BBP-631, and
any other product candidates we may identify and pursue, which may change from time to time;

» the cost of manufacturing BBP-009 and the related materials or other product candidates that we may identify, which may vary depending on the
quantity of production and the terms of agreements with manufacturers;
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«  our ability to conduct clinical trials of BBP-265, BBP-831, BBP-454 and BBP-631 in accordance with our plans and to obtain regulatory approval
for BBP-265, BBP-831, BBP-454 and BBP-631 or other product candidates that we may identify, and the timing and scope of any such approvals
we may receive;

+  the timing and success or failure of clinical trials for competing product candidates, or any other change in the competitive landscape of our
industry, including consolidation among our competitors or partners;

+  expenditures that we or will or may incur to acquire or develop additional product candidates and technologies;
*  Our ability to attract, hire and retain qualified personnel;

+ the level of demand for BBP-265, BBP-831, BBP-454, BBP-631 or other product candidates that we may identify, should they receive approval,
which may vary significantly;

+ future accounting pronouncements or changes in our accounting policies;

» the risk/benefit profile, cost and reimbursement policies with respect to BBP-265, BBP-831, BBP-454, BBP-631 or other product candidates that
we may identify, if approved, and existing and potential future drugs that compete with our product candidates; and

+ the changing and volatile U.S., European and global economic environments.

The cumulative effects of these factors could result in large fluctuations and unpredictability in our quarterly and annual operating results. As a result,
comparing our operating results on a period-to-period basis may not be meaningful. This variability and unpredictability could also result in our failing
to meet the expectations of industry or financial analysts or investors for any period. If our operating results fall below the expectations of analysts or
investors or below any forecasts we may provide to the market, or if the forecasts we provide to the market are below the expectations of analysts or
investors, the price of our common stock could decline substantially.

Our future ability to utilize our net operating loss carryforwards and certain other tax attributes may be limited.

We have incurred substantial losses during our history and we do not expect to become profitable in the near future and we may never achieve
profitability. To the extent that we continue to generate taxable losses, unused losses will carry forward to offset a portion of future taxable income, if
any, subject to expiration of such carryforwards in the case of carryforwards generated prior to 2018. In addition, under Sections 382 and 383 of the
Internal Revenue Code of 1986, as amended, or the Code, if a corporation undergoes an “ownership change,” generally defined as a greater than 50
percentage point change (by value) in its equity ownership over a three-year period, the corporation’s ability to use its pre-change net operating loss
carryforwards, or NOLs, and other pre-change tax attributes (such as research and development tax credits) to offset its post-change income or taxes
may be limited. Our prior equity offerings and other changes in our stock ownership may have resulted in such ownership changes. In addition, we may
experience ownership changes in the future as a result of this offering or subsequent shifts in our stock ownership, some of which are outside of our
control. As a result, if we earn net taxable income, our ability to use our pre-change NOLs to offset U.S. federal taxable income may be subject to
limitations, which could potentially result in increased future tax liability to us. Additional limitations on our ability to utilize our NOLs to offset future
taxable income may arise as a result of our corporate structure whereby NOLs generated by certain of our subsidiaries or controlled entities may not be
available to offset taxable income earned by other subsidiaries, controlled entities or BridgeBio. In addition, under the Tax Act, the amount of post-2017
NOL:s that we are permitted to deduct in any taxable year is limited to 80% of our taxable income in such year. The Tax Act generally eliminates the
ability to carry back any NOLs to prior taxable years, while allowing post-2017 unused NOLs to be carried forward indefinitely. There is a risk that due
to changes under the Tax Act, regulatory changes, or other unforeseen reasons, our existing NOLs could expire or otherwise be unavailable to offset
future income tax liabilities. At the state level, there may also be periods during which
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the use of NOLs is suspended or otherwise limited, which could accelerate or permanently increase state taxes owed. For these reasons, we may not be
able to realize a tax benefit from the use of our NOLs, even if we attain profitability.

Comprehensive tax reform legislation could adversely affect our business and financial condition.

On December 22, 2017, the Tax Act was signed into law. The Tax Act, among other things, contains significant changes to corporate taxation, including
(i) reduction of the corporate tax rate from a top marginal rate of 35% to a flat rate of 21%, (ii) limitation of the tax deduction for interest expense to
30% of adjusted earnings (except for certain small businesses), (iii) limitation of the deduction for net operating losses to 80% of current year taxable
income in respect of net operating losses generated during or after 2018 and elimination of net operating loss carrybacks, (iv) one-time taxation of
offshore earnings at reduced rates regardless of whether they are repatriated, (v) immediate deductions for certain new investments instead of deductions
for depreciation expense over time, and (vi) modifying or repealing many business deductions and credits. Any federal net operating loss incurred in
2018 and in future years may now be carried forward indefinitely pursuant to the Tax Act. It is uncertain if and to what extent various states will
conform to the newly enacted federal tax law. We will continue to examine the impact the Tax Act may have on our business.

We have never and do not currently intend to pay dividends on our common stock, and, consequently, our stockholders’ ability to achieve a return
on their investment will depend on appreciation in the price of our common stock.

We have never paid cash dividends on any of our capital stock and do not currently intend to pay any cash dividends on our common stock for the
foreseeable future. In addition, pursuant to the Amended and Restated Loan and Security Agreement with Hercules, we are not permitted to declare or
pay any cash dividends or make cash distributions on any class of our capital stock or any other equity interest, except in limited circumstances. We
currently intend to invest our future earnings, if any, to fund our growth. Therefore, you are not likely to receive any dividends on your common stock
for the foreseeable future. Since we do not intend to pay dividends, your ability to receive a return on your investment will depend on any future
appreciation in the market value of our common stock. There is no guarantee that our common stock will appreciate or even maintain the price at which
our holders have purchased it.

An active trading market for our common stock may not develop.

Prior to this offering, there has been no public market for shares of our common stock. Although our common stock has been approved for listing on the
Nasdaq Global Select Market, an active trading market for our shares may never develop or be sustained following this offering. The initial public
offering price of our common stock was determined through negotiations between us and the underwriters. This initial public offering price may not be
indicative of the market price of our common stock after this offering. In the absence of an active trading market for our common stock, investors may
not be able to sell their common stock at or above the initial public offering price or at the time that they would like to sell.

We will incur significant costs as a result of operating as a new public company, and our management will devote substantial time to new
compliance initiatives.

As a public company, we will incur significant legal, accounting and other expenses that we did not incur as a private company. We will be subject to the
reporting requirements of the Exchange Act, which will require, among other things, that we file with the SEC, annual, quarterly and current reports
with respect to our business and financial condition and that of our consolidated subsidiaries. In addition, the Sarbanes-Oxley Act, as well as rules
subsequently adopted by the SEC and Nasdaq to implement provisions of the Sarbanes-Oxley Act, impose significant requirements on public
companies, including requiring establishment and maintenance of effective disclosure and financial controls and changes in corporate governance
practices.
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Further, in July 2010, the Dodd-Frank Wall Street Reform and Consumer Protection Act, or the Dodd-Frank Act, was enacted. There are significant
corporate governance and executive compensation-related provisions in the Dodd-Frank Act that require the SEC to adopt additional rules and
regulations in these areas such as “say on pay” and proxy access. Recent legislation permits emerging growth companies to implement many of these
requirements over a longer period and up to five years from the pricing of this offering. We intend to take advantage of this new legislation, but cannot
guarantee that we will not be required to implement these requirements sooner than budgeted or planned and thereby incur unexpected expenses.
Stockholder activism, the current political environment and the current high level of government intervention and regulatory reform may lead to
substantial new regulations and disclosure obligations, which may lead to additional compliance costs and impact the manner in which we operate our
business in ways we cannot currently anticipate.

We expect the rules and regulations applicable to public companies to substantially increase our legal and financial compliance costs and to make some
activities more time-consuming and costly. If these requirements divert the attention of our management and personnel from other business concerns,
they could have a material adverse effect on our business, financial condition and results of operations. The increased costs will decrease our net income
or increase our net loss, and may require us to reduce costs in other areas of our business, including our subsidiaries. For example, we expect these rules
and regulations to make it more difficult and more expensive for us to obtain director and officer liability insurance and we may be required to incur
substantial costs to maintain the same or similar coverage. We cannot predict or estimate the amount or timing of additional costs we may incur to
respond to these requirements. The impact of these requirements could also make it more difficult for us to attract and retain qualified persons to serve
on our board of directors, our board committees or as executive officers.
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SPECIAL NOTE REGARDING FORWARD-LOOKING STATEMENTS

This prospectus, including the sections entitled “Prospectus Summary,” “Risk Factors,” “Management’s Discussion and Analysis of Financial Condition
and Results of Operations” and “Business,” contains forward-looking statements, within the meaning of the Private Securities Litigation Reform Act of
1995, concerning our business, operations and financial performance and condition, as well as our plans, objectives and expectations for our business
operations and financial performance and condition that are based on our management’s belief and assumptions and on information currently available
to our management. Although we believe that the expectations reflected in these forward-looking statements are reasonable, these statements relate to
our strategy, future operations, future financial position, future revenue, projected costs, prospects, plans, objectives of management and expected
market growth, and involve known and unknown risks, uncertainties and other factors that may cause our actual results, levels of activity, performance
or achievements to be materially different from any future results, levels of activity, performance or achievements expressed or implied by these
forward-looking statements. Forward-looking statements in this prospectus include, but are not limited to, statements about:

In some cases, you can identify forward-looking statements by terminology such as “may,” “will,” “should,” “expects,
“anticipates,” “believes,

the success, cost and timing of our clinical development of our product candidates, including the progress of, and results from, our ongoing and
planned Phase 3 clinical trials of BBP-265 and our clinical trials of BBP-831;

our ability to initiate, recruit and enroll patients in and conduct our clinical trials at the pace that we project;
the timing of our submissions to the FDA and any review or comments on data that we will need to generate to file our NDAs;
our plans to implement certain development strategies;

our ability to obtain and maintain regulatory approval of our product candidates, and any related restrictions, limitations or warnings in the label of
any of our product candidates, if approved;

our ability to compete with companies currently marketing or engaged in the development of treatments that our product candidates are designed
to target;

our reliance on third parties to conduct our clinical trials and to manufacture drug substance for use in our clinical trials;

the size and growth potential of the markets for BBP-265, BBP-831, BBP-631, BBP-454 and any of our current product candidates or other
product candidates we may identify and pursue, and our ability to serve those markets;

our ability to identify and advance through clinical development any additional product candidates;

the commercialization of our current product candidates and any other product candidates we may identify and pursue, if approved, including our
ability to successfully build a specialty sales force and commercial infrastructure to market our current product candidates and any other product
candidates we may identify and pursue;

our ability to retain and recruit key personnel;

our ability to obtain and maintain adequate intellectual property rights;

our expectations regarding government and third-party payor coverage and reimbursement;

our estimates of our expenses, ongoing losses, capital requirements and our needs for or ability to obtain additional financing;
our expected uses of the net proceeds to us from this offering;

our expectations regarding the time during which we will be an emerging growth company under the JOBS Act;

our financial performance; and

developments and projections relating to our competitors or our industry.

BT

intends,

” «

plans,”
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estimates,” “predicts,” “potential,” “continue” or the
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negative of these terms or other comparable terminology. These statements are only predictions. You should not place undue reliance on forward-
looking statements because they involve known and unknown risks, uncertainties and other factors, which are, in some cases, beyond our control and
which could materially affect results. Factors that may cause actual results to differ materially from current expectations include, among other things,
those listed under “Risk Factors” and elsewhere in this prospectus. If one or more of these risks or uncertainties occur, or if our underlying assumptions
prove to be incorrect, actual events or results may vary significantly from those implied or projected by the forward-looking statements. No forward-
looking statement is a guarantee of future performance. You should read this prospectus and the documents that we reference in this prospectus and have
filed with the SEC as exhibits to the registration statement, of which this prospectus is a part, completely and with the understanding that our actual
future results may be materially different from any future results expressed or implied by these forward-looking statements.

The forward-looking statements in this prospectus represent our views as of the date of this prospectus. We anticipate that subsequent events and
developments will cause our views to change. However, while we may elect to update these forward-looking statements at some point in the future, we
assume no obligation to update or revise any forward-looking statements except to the extent required by applicable law. You should, therefore, not rely
on these forward-looking statements as representing our views as of any date subsequent to the date of this prospectus.

In addition, statements that “we believe” and similar statements reflect our beliefs and opinions on the relevant subject. These statements are based upon
information available to us as of the date of this prospectus, and while we believe such information forms a reasonable basis for such statements, such
information may be limited or incomplete, and our statements should not be read to indicate that we have conducted an exhaustive inquiry into, or
review of, all potentially available relevant information. These statements are inherently uncertain and you are cautioned not to rely unduly upon these
statements.
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MARKET, INDUSTRY AND OTHER DATA

We obtained the industry, market and competitive position data used throughout this prospectus from our own internal estimates and research, as well as
from independent market research, industry and general publications and surveys, governmental agencies and publicly available information in addition
to research, surveys and studies conducted by third parties. Internal estimates are derived from publicly available information released by industry
analysts and third-party sources, our internal research and our industry experience, and are based on assumptions made by us based on such data and our
knowledge of our industry and market, which we believe to be reasonable. In some cases, we do not expressly refer to the sources from which this data
is derived. In that regard, when we refer to one or more sources of this type of data in any paragraph, you should assume that other data of this type
appearing in the same paragraph is derived from the same sources, unless otherwise expressly stated or the context otherwise requires. In addition, while
we believe the industry, market and competitive position data included in this prospectus is reliable and based on reasonable assumptions, such data
involve risks and uncertainties and are subject to change based on various factors, including those discussed in “Risk Factors.” These and other factors
could cause results to differ materially from those expressed in the estimates made by the independent parties or by us.
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USE OF PROCEEDS

We estimate that our net proceeds from the sale of 20,000,000 shares of our common stock in this offering will be approximately $273.4 million, or
$315.3 million if the underwriters exercise in full their option to purchase 3,000,000 additional shares, assuming an initial public offering price of
$15.00 per share, the midpoint of the price range set forth on the cover page of this prospectus, and after deducting estimated underwriting discounts and
commissions and estimated offering expenses payable by us.

A $1.00 increase (decrease) in the assumed initial public offering price of $15.00 per share, the midpoint of the price range set forth on the cover page of
this prospectus, would increase (decrease) the net proceeds to us from this offering by $18.6 million, assuming the number of shares offered by us, as set
forth on the cover page of this prospectus, remains the same and after deducting estimated underwriting discounts and commissions and estimated
offering expenses payable by us. An increase (decrease) of 1,000,000 shares in the number of shares offered by us, as set forth on the cover page of this
prospectus, would increase (decrease) our net proceeds from this offering by $14.0 million, assuming no change in the assumed initial public offering
price per share and after deducting estimated underwriting discounts and commissions and estimated offering expenses payable by us.

We intend to use the net proceeds from this offering, together with our current capital resources of $226.0 million, which excludes $147.1 million of
cash and cash equivalents held by Eidos as of March 31, 2019, as follows:

+  approximately $215.0 million to $235.0 million to fund the continued development, pre-commercialization, and potential commercialization costs
of our key value drivers, BBP-831, BBP-454 and BBP-631, including: with respect to BBP-831, the completion of our Phase 2 clinical trial and
potential NDA submission as a treatment for CCA in the second-line or later setting, as well as the advancement of our planned clinical trials in
achondroplasia, first-line CCA, adjuvant UC, and tumors with FGFR fusions; with respect to BBP-454, the anticipated nomination of a
development candidate and initiation of IND-enabling studies; and with respect to BBP-631, the anticipated filing of an IND and initiation of a
first-in-human clinical trial;

»  approximately $55.0 million to $65.0 million to fund the continued development, pre-commercialization, and potential commercialization costs of
our development programs that are currently in clinical development, BBP-870 and BBP-589, including: with respect to BBP-870, the completion
of our ongoing Phase 2/3 clinical trial and potential NDA submission as a treatment for MoCD Type A; and with respect to BBP-589, the
completion of our ongoing Phase 1/2 clinical trial;

+  approximately $90.0 million to $100.0 million to fund continued development of the other programs in our pipeline, including designing and
conducting preclinical studies and clinical trials, as well as funding discovery, manufacturing, research and development;

+  approximately $55.0 million to $65.0 million to fund the acquisition of and drug development activities related to new programs; although we
have no material agreements, commitments or understandings with respect to any in-license or acquisition, we have and plan to continue to
evaluate such opportunities and engage in related discussions with other business entities from time to time; and

» the remainder to fund working capital and for general corporate purposes.

From time to time, to maintain or increase our ownership position in our subsidiaries, we may make additional investments in or purchase equity in our
subsidiaries.

We estimate that our current capital resources, along with the net proceeds from this offering, will be sufficient for us to fund our operating expenses and
capital expenditure requirements through the next 24 months.

This expected use of the net proceeds from this offering represents our intentions based upon our current plans and business conditions. We cannot
predict with certainty all of the particular uses for the net proceeds to be received upon the completion of this offering or the amounts that we will
actually spend on the uses set forth above.
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The amounts and timing of our actual expenditures and the extent of our research and development activities may vary significantly depending on
numerous factors, including the progress of our development efforts, the status of and results from any preclinical studies or clinical trials we may
commence in the future, our ability to take advantage of expedited programs or to obtain regulatory approval for any other product candidates we may
identify and pursue, the timing and costs associated with the manufacture and supply of any other product candidates we may identify and pursue for
clinical development or commercialization, and any unforeseen cash needs. As a result, our management will retain broad discretion over the allocation
of the net proceeds from this offering.

We intend to invest the net proceeds in a variety of capital preservation investments, including short-term, investment-grade, interest-bearing
instruments and U.S. government securities.
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DIVIDEND POLICY

We have never declared or paid any cash dividends on our capital stock. We do not anticipate paying any dividends on our capital stock in the
foreseeable future. We currently intend to retain all available funds and any future earnings to fund the development and growth of our business. Any
future determination to declare dividends will be subject to the discretion of our board of directors and will depend on various factors, including
applicable laws, our results of operations, financial condition, future prospects and any other factors deemed relevant by our board of directors. Investors
should not purchase our common stock with the expectation of receiving cash dividends.

In addition, pursuant to the Amended and Restated Loan and Security Agreement with Hercules, we are not permitted to declare or pay any cash
dividends or make cash distributions on any class of our capital stock or any other equity interest, except in limited circumstances.
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REORGANIZATION

Existing LLC (BridgeBio Pharma LLC)

Currently, the capital structure of BridgeBio Pharma LLC consists of seven classes of membership units: management incentive units; common units;
founder units; Series A preferred units; Series B preferred units; Series C preferred units; and Series D preferred units. The LLC entity is the direct
parent company of the various subsidiaries of the LLC entity. The subsidiaries of the LLC entity are focused on identifying, acquiring, developing and,
if approved, commercializing our product candidates under development.

Corporate Reorganization

Prior to the completion of this offering, we intend to engage in a series of transactions, which we refer to collectively as the Reorganization. As a result
of the Reorganization, we anticipate BridgeBio Pharma LLC will ultimately become a wholly-owned subsidiary of the Corporation, the Corporation will
become the registrant for purposes of this offering and our combined and consolidated financial statements will be reported from the Corporation.

On May 17, 2019, we formed the Corporation as a stand-alone entity. We believe the remaining steps to the Reorganization will include:

» the Corporation will create BridgeBio Pharma Merger Sub LLC, a Delaware limited liability company, or Merger Sub LLC, which will be a
wholly-owned subsidiary of the Corporation;

*  Merger Sub LLC will merge with and into BridgeBio Pharma LLC, with BridgeBio Pharma LLC as the surviving entity of the merger; and

* any other steps necessary to effect the Corporation being the registrant for this offering and our combined and consolidated financial statements
being reported from the Corporation going forward after the Reorganization.
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The chart below shows, on a simplified basis, our organizational structure immediately prior to and immediately following the Reorganization:

Before Reorganization After Reorganization

BridgeBio
Pharma, Inc.

BridgeBio
Pharma, Inc.

BridgeBio Phama LLC

Merger

BridipeBio Pharma LLC

Subsidiaries

Subsidiaries

As part of the Reorganization, the holders of existing units in the LLC entity will exchange those units for shares of common stock of the Corporation,
after which those holders will have received 100% of the outstanding capital stock of the Corporation as of immediately prior to the completion of the
offering. The capital stock of the Corporation will be allocated to the holders of existing units in the LLC entity pursuant to the distribution provisions of
the Fourth Amended and Restated Limited Liability Company Agreement of the LLC entity, or the LLC Agreement, based upon the liquidation value of
the LLC entity, assuming it was liquidated immediately prior to the completion of this offering with a value implied by the assumed initial public
offering price of $15.00 per share, the midpoint of the price range set forth on the cover page of this prospectus. Shares of common stock of the
Corporation will be allocated pursuant to the distribution provisions of the LLC Agreement, based on the assumed initial public offering price of $15.00
per share, which is the midpoint of the price range set forth on the cover page of this prospectus, as follows:

*  holders of Series D preferred units of the LLC entity will first receive 19,949,285 shares of common stock of the Corporation, which is the
aggregate distribution equal to the amount such holders are entitled to receive based on their Series D unit value in accordance with the LLC
Agreement;

*  holders of Series C preferred units and Series B preferred units of the LL.C entity will then receive 12,944,871 shares of common stock of
the Corporation, which is the aggregate distribution equal to the amount such holders are entitled to receive based on their Series C unit
value and Series B unit value, respectively, in accordance with the LLC Agreement;

*  holders of Series A preferred units of the LLC entity will then receive 902,778 shares of common stock of the Corporation, which is the
aggregate distribution equal to the amount such holders are entitled to receive based on their Series A unit value in accordance with the LLC
Agreement;

*  holders of founder units and common units of the LLC entity will then receive 742,896 shares of common stock of the Corporation, which is
the aggregate distribution equal to the amount such holders
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are entitled to receive based on their founder unit value and common unit value, respectively, in accordance with the LLC Agreement;

*  holders of units other than Series D preferred units will then receive 30,406,399 shares of common stock of the Corporation, which is the
aggregate distribution equal to the amount such holders are entitled to receive based on the applicable unit cap for such holders in
accordance with the LLC Agreement; and

*  holders of all units of BridgeBio Pharma LL.C will then receive 35,053,738 shares of common stock of the Corporation, which reflects the
remaining proceeds following the above distributions.

As aresult of the Reorganization, the holders of existing units in BridgeBio Pharma LLC will collectively own 99,999,967 shares of common stock of
the Corporation.

Because the exact number of shares of the Corporation’s common stock to be issued to holders of units in BridgeBio Pharma LLC in the Reorganization
is based on the initial public offering price, to the extent that the actual initial public offering price per share for this offering is greater or less than
$15.00, which is the midpoint of the price range set forth on the cover page of this prospectus, the actual number of shares of common stock to be issued
to holders of units in BridgeBio Pharma LLC and the total number of shares of common stock outstanding following the Reorganization will be adjusted
accordingly following this offering. See “Pricing Sensitivity Analysis” for how the number of shares to be issued in the Reorganization would be
affected by an initial public offering price per share of common stock at the low-, mid- and high-points of the estimated price range set forth on the
cover of this prospectus.

Treatment of Outstanding Incentive Equity of BridgeBio Pharma LL.C

In connection with the Reorganization, all of the outstanding incentive equity of BridgeBio Pharma LLC, which is currently comprised of management
incentive units and common units of BridgeBio Pharma LLC, will be exchanged for shares of the common stock and restricted stock of BridgeBio
Pharma, Inc. as provided for in the distribution provisions of the LLC Agreement. The portion of the outstanding management incentive units and
common units of BridgeBio Pharma LLC that have vested as of the consummation of the Reorganization will be exchanged for shares of common stock
of BridgeBio Pharma, Inc., and the remaining portion of unvested outstanding management incentive units and common units of BridgeBio Pharma
LLC will be exchanged for shares of BridgeBio Pharma, Inc.’s restricted common stock. The shares of restricted common stock will be subject to time-
based vesting conditions, in accordance with the terms and conditions of the management incentive units and common units of BridgeBio Pharma LLC
from which such shares are exchanged.

Holding Company Structure

Following the consummation of the Reorganization, BridgeBio Pharma, Inc. will be a holding company, and its sole material asset will be 100% of the
membership units in BridgeBio Pharma LLC. As the sole and managing member of BridgeBio Pharma LLC, BridgeBio Pharma, Inc. will operate and
control all of the business and affairs of BridgeBio Pharma LLC and its subsidiaries, through which we conduct our business. BridgeBio Pharma, Inc.
will consolidate the financial results of its subsidiaries, including BridgeBio Pharma LLC and its subsidiaries. Pursuant to the LLC Agreement following
the Reorganization, BridgeBio Pharma, Inc. will have the right to determine when distributions will be made to BridgeBio Pharma, Inc. and the amount
of any such distributions.

In connection with the Reorganization, BridgeBio Pharma, Inc. will hold all property and assets of BridgeBio Pharma LLC and its consolidated
subsidiaries and all of the debts and obligations of BridgeBio Pharma LLC and its consolidated subsidiaries will become the debts and obligations of
BridgeBio Pharma, Inc. by operation of law. BridgeBio Pharma, Inc. will be governed by a certificate of incorporation filed with the Delaware Secretary
of State and bylaws, the material portions of each of which are described under the heading “Description of Capital Stock.”
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On the effective date of the Reorganization, the members of the board of managers of BridgeBio Pharma LLC will become the members of BridgeBio
Pharma, Inc.’s board of directors and the officers of BridgeBio Pharma LLC will become the officers of BridgeBio Pharma, Inc.

The purpose of the Reorganization is to reorganize our corporate structure so that the entity that is offering common stock to the public in this offering is
a corporation rather than a limited liability company and so that our existing investors will own our common stock rather than units in a limited liability
company. References in this prospectus to our capitalization and other matters pertaining to our equity and shares prior to the Reorganization relate to
the capitalization and equity and units of BridgeBio Pharma LLC, and after the Reorganization, to BridgeBio Pharma, Inc.
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CAPITALIZATION

The following table sets forth our cash and cash equivalents and our capitalization as of March 31, 2019:
e on an actual basis;
» on a pro forma basis to give effect to:
+  the completion of the Reorganization; and
+ the filing and effectiveness of our amended and restated certificate of incorporation; and

» ona pro forma as adjusted basis to give further effect to our issuance and sale of 20,000,000 shares of our common stock in this offering at an
assumed initial public offering price of $15.00 per share, which is the midpoint of the price range set forth on the cover page of this prospectus,
after deducting estimated underwriting discounts and commissions and estimated offering expenses payable by us.
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The pro forma and pro forma as adjusted information below is illustrative only, and our capitalization following the completion of this offering will be
adjusted based on the actual initial public offering price and other terms of this offering determined at pricing. You should read this table together with
our combined and consolidated financial statements and the related notes appearing at the end of this prospectus and the sections of this prospectus titled
“Reorganization,” “Selected Consolidated Financial Data” and “Management’s Discussion and Analysis of Financial Condition and Results of
Operations.”

At March 31, 2019

Pro Forma
Pro As
Actual Forma Adjusted(1)

(in thousands, except share,
unit, per share and per unit data)

Cash and cash equivalents $ 373,027 $ 373,027 $ 647,386
Total long-term debt obligations $ 54,861 $ 54,861 $ 54,861
Redeemable convertible preferred units (Series A, Series B, Series C and Series D); no par value;

407,955,726 units authorized, issued and outstanding, actual; no units authorized, issued or

outstanding, pro forma; no units authorized, issued or outstanding, pro forma as adjusted $ 479,044 $ — $ —
Redeemable founder units; no par value; 11,420,741 units authorized, issued and outstanding, actual;

no units authorized, issued or outstanding, pro forma; no units authorized, issued or outstanding, pro

forma as adjusted 1,754 — —
Redeemable common units; no par value; 9,098,522 units authorized; 7,533,210 units issued and

outstanding, actual; no units authorized, issued or outstanding, pro forma; no units authorized issued

or outstanding, pro forma as adjusted 1,645 — —
Management incentive units; no par value; 72,806,666 units authorized; 21,948,799 units issued and

outstanding, actual; no units authorized, issued or outstanding, pro forma; no units authorized, issued

and outstanding, pro forma as adjusted 4,431 — —
Redeemable convertible noncontrolling interests 202 202 202
Members’ equity (deficit), actual; Stockholders’ equity, pro forma and pro forma as adjusted:
Undesignated preferred stock; $0.001 par value; no shares authorized, issued or outstanding, actual;

25,000,000 shares authorized, no shares issued and outstanding, pro forma; 25,000,000 shares

authorized, no shares issued and outstanding, pro forma as adjusted — — —
Common stock; $0.001 par value; no shares authorized, issued and outstanding, actual; 500,000,000

shares authorized, 99,999,967 shares issued and outstanding, pro forma; 500,000,000 shares

authorized, 119,999,967 shares issued and outstanding, pro forma as adjusted — 100 120
Additional paid-in capital — 486,774 760,176
Accumulated deficit (234,733) (234,733) (234,733)

Total BridgeBio Pharma LLC members’ deficit, actual; Total BridgeBio Pharma, Inc. equity,
pro forma and pro forma as adjusted (234,733) 252,141 525,563
Noncontrolling interests 58,318 58,318 58,318
Total members’ deficit, actual; Total stockholders’ equity, pro forma and pro forma as
adjusted (176,415) 310,459 583,881
Total capitalization $ 310,661 $ 310,661 $ 584,083

(1) A $1.00 increase (decrease) in the assumed initial public offering price of $15.00 per share, which is the midpoint of the price range set forth on the cover page of
this prospectus, would increase (decrease) the pro forma as adjusted amount of
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each of cash and cash equivalents, total stockholders’ equity and total capitalization by $18.6 million, assuming that the number of shares offered by us, as set forth
on the cover page of this prospectus, remains the same and after deducting estimated underwriting discounts and commissions and estimated offering expenses
payable by us. An increase (decrease) of 1,000,000 shares in the number of shares offered by us, as set forth on the cover page of this prospectus, would increase
(decrease) the pro forma as adjusted amount of each of cash and cash equivalents, total stockholders’ equity and total capitalization by $14.0 million, assuming no
change in the assumed initial public offering price per share and after deducting estimated underwriting discounts and commissions and estimated offering expenses
payable by us.

The number of shares of our common stock to be outstanding after this offering assumes the Reorganization takes place prior to the completion of this
offering and is based on (i) an assumed initial public offering price of $15.00 per share, the midpoint of the price range set forth on the cover page of this
prospectus, and (ii) 99,999,967 shares of our common stock (which includes 7,019,309 shares of restricted common stock) outstanding as of March 31,
2019, assuming the exchange of all outstanding units of BridgeBio Pharma LLC as of March 31, 2019 into shares of common stock of BridgeBio
Pharma, Inc. in the Reorganization. See “Reorganization”.

The table above does not include:

11,500,000 shares of our common stock reserved for issuance under our 2019 Stock Option and Incentive Plan, which will become effective in
connection with this offering, as well as any future increases in the number of shares of our common stock reserved for issuance under our 2019
Stock Option and Incentive Plan; and

2,000,000 shares of our common stock reserved for issuance under our 2019 Employee Stock Purchase Plan, which will become effective in
connection with this offering, as well as any future increases in the number of shares of our common stock reserved for issuance under our 2019
Employee Stock Purchase Plan.
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DILUTION

If you invest in our common stock in this offering, your ownership interest will be diluted immediately to the extent of the difference between the initial
public offering price per share of our common stock and the pro forma as adjusted net tangible book value per share of our common stock immediately
after this offering.

Our historical net tangible book value (deficit) and historical net tangible book value (deficit) per share have not been presented as there were no
common shares outstanding as of March 31, 2019.

After giving effect to the Reorganization, our pro forma net tangible book value as of March 31, 2019 was $309.5 million, or $3.10 per share of our
common stock. Pro forma net tangible book value represents the amount of our total tangible assets less our total liabilities, after giving effect to the
Reorganization. Pro forma net tangible book value per share represents pro forma net tangible book value divided by the total number of shares
outstanding as of March 31, 2019 after giving effect to the pro forma adjustments described above.

After giving further effect to our issuance and sale of 20,000,000 shares of our common stock in this offering at an assumed initial public offering price
of $15.00 per share, which is the midpoint of the price range set forth on the cover page of this prospectus, and after deducting estimated underwriting
discounts and commissions and estimated offering expenses payable by us, our pro forma as adjusted net tangible book value as of March 31, 2019
would have been $583.9 million, or $4.87 per share. This represents an immediate increase in pro forma as adjusted net tangible book value per share of
$1.77 to existing stockholders and immediate dilution of $10.13 in pro forma as adjusted net tangible book value per share to new investors purchasing
common stock in this offering. Dilution per share to new investors is determined by subtracting pro forma as adjusted net tangible book value per share
after this offering from the assumed initial public offering price per share paid by new investors. The following table illustrates this dilution on a per
share basis:

Assumed initial public offering price per share $15.00
Pro forma net tangible book value per share as of March 31, 2019 $3.10
Increase in pro forma as adjusted net tangible book value per share attributable to new investors purchasing common stock
in this offering 177
Pro forma as adjusted net tangible book value per share after this offering 4.87
Dilution per share to new investors purchasing common stock in this offering $10.13

A $1.00 increase (decrease) in the assumed initial public offering price of $15.00 per share, which is the midpoint of the price range set forth on the
cover page of this prospectus, would increase (decrease) our pro forma as adjusted net tangible book value per share after this offering by $0.15 and
dilution per share to new investors purchasing common stock in this offering by $0.85, assuming that the number of shares offered by us, as set forth on
the cover page of this prospectus, remains the same and after deducting estimated underwriting discounts and commissions and estimated offering
expenses payable by us. An increase of 1,000,000 shares in the number of shares offered by us, as set forth on the cover page of this prospectus, would
increase our pro forma as adjusted net tangible book value per share after this offering by $0.07 and decrease the dilution per share to new investors
purchasing common stock in this offering by $0.07, assuming no change in the assumed initial public offering price per share and after deducting
estimated underwriting discounts and commissions and estimated offering expenses payable by us. A decrease of 1,000,000 shares in the number of
shares offered by us, as set forth on the cover page of this prospectus, would decrease our pro forma as adjusted net tangible book value per share after
this offering by $0.08 and increase the dilution per share to new investors purchasing common stock in this offering by $0.08, assuming no change in the
assumed initial public offering price per share and after deducting estimated underwriting discounts and commissions and estimated offering expenses
payable by us.
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If the underwriters fully exercise their option to purchase 3,000,000 additional shares of common stock in this offering, our pro forma as adjusted net
tangible book value per share after this offering would be $5.09 and the dilution in pro forma as adjusted net tangible book value per share to new
investors purchasing common stock in this offering would be $9.91, assuming no change in the assumed initial public offering price per share and after
deducting estimated underwriting discounts and commissions and estimated offering expenses payable by us.

The following table summarizes, as of March 31, 2019, on the pro forma as adjusted basis described above, the total number of shares of common stock
purchased from us, the total consideration paid or to be paid, and the average price per share paid or to be paid by existing stockholders and by new
investors in this offering at an assumed initial public offering price of $15.00 per share, which is the midpoint of the price range set forth on the cover
page of this prospectus, before deducting estimated underwriting discounts and commissions and estimated offering expenses payable by us. As the
table shows, new investors purchasing common stock in this offering will pay an average price per share substantially higher than our existing
stockholders paid.

Average
Shares Purchased Total Consideration Price
Per
Number Percent Amount Percent Share
Existing stockholders 99,999,967 83.3% $482,089,778 61.6% $ 4.82
New investors 20,000,000 16.7 300,000,000 38.4 $15.00
Total 119,999,967 100% $782,089,778 100%

A $1.00 increase (decrease) in the assumed initial public offering price of $15.00 per share, which is the midpoint of the price range set forth on the
cover page of this prospectus, would increase (decrease) the total consideration paid by new investors by $20.0 million and, in the case of an increase,
would increase the percentage of total consideration paid by new investors by 1.5 percentage points and, in the case of a decrease, would decrease the
percentage of total consideration paid by new investors by 1.6 percentage points, assuming that the number of shares offered by us, as set forth on the
cover page of this prospectus, remains the same. An increase (decrease) of 1,000,000 shares in the number of shares offered by us, as set forth on the
cover page of this prospectus, would increase (decrease) the total consideration paid by new investors by $15.0 million and, in the case of an increase,
would increase the percentage of total consideration paid by new investors by 1.2 percentage points and, in the case of a decrease, would decrease the
percentage of total consideration paid by new investors by 1.2 percentage points, assuming no change in the assumed initial public offering price per
share.

The table above assumes no exercise of the underwriters’ option to purchase additional shares in this offering. If the underwriters’ option to purchase
additional shares is fully exercised, the number of shares of our common stock held by existing stockholders would be reduced to 81.3% of the total
number of shares of our common stock outstanding after this offering, and the number of shares of common stock held by new investors purchasing
common stock in this offering would be increased to 18.7% of the total number of shares of our common stock outstanding after this offering.

See “Pricing Sensitivity Analysis” for how some of the information presented above would be affected by an initial public offering price per share of
common stock at the low-, mid- and high-points of the estimated price range set forth on the cover of this prospectus or if the underwriters’ option to
purchase additional shares of common stock is exercised in full.

The table above is based on no shares of common stock outstanding as of March 31, 2019 and gives effect to the Reorganization.
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The table above does not include:

+ 11,500,000 shares of our common stock reserved for issuance under our 2019 Stock Option and Incentive Plan, which will become effective in
connection with this offering, as well as any future increases in the number of shares of our common stock reserved for issuance under our 2019
Stock Option and Incentive Plan; and

* 2,000,000 shares of our common stock reserved for issuance under our 2019 Employee Stock Purchase Plan, which will become effective in
connection with this offering, as well as any future increases in the number of shares of our common stock reserved for issuance under our 2019
Employee Stock Purchase Plan.

If common stock options or share appreciation rights are issued under our equity incentive plans, or if we issue additional shares of common stock in the
future, there will be further dilution to investors purchasing common stock in this offering.

The number of shares of common stock of BridgeBio Pharma, Inc. that holders of units of BridgeBio Pharma LLC will receive in the Reorganization
will vary depending on the initial public offering price. See “Pricing Sensitivity Analysis” for additional information.
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SELECTED CONSOLIDATED FINANCIAL DATA

The following information is presented for BridgeBio Pharma LLC, which will become a wholly owned subsidiary of BridgeBio Pharma, Inc., the entity
whose shares are being offered hereby. You should read the following selected consolidated financial data together with our combined and consolidated
financial statements and the related notes appearing at the end of this prospectus and the “Management’s Discussion and Analysis of Financial
Condition and Results of Operations” section of this prospectus. We have derived the combined and consolidated statements of operations and
comprehensive loss data for the years ended December 31, 2017 and 2018 and our combined and consolidated balance sheet data for the years ended
December 31, 2017 and 2018 from our audited combined and consolidated financial statements appearing at the end of this prospectus. We derived the
consolidated statements of operations and comprehensive loss data for the three months ended March 31, 2018 and 2019 and the consolidated balance
sheet data as of March 31, 2019 from our interim condensed consolidated financial statements appearing at the end of this prospectus. Our interim
condensed consolidated financial statements were prepared on the same basis as our audited combined and consolidated financial statements and, in
our opinion, reflect all adjustments, consisting only of normal recurring adjustments, that are necessary for the fair statement of our interim condensed
consolidated financial statements. Our historical results are not necessarily indicative of the results that may be expected in the future.

Year Ended Three Months Ended
December 31, March 31,
2017 2018 2018 2019
(in thousands, except share,
unit, per share and per unit data)

Combined and Consolidated Statements of Operations and Comprehensive Loss

Data:
Operating expenses:
Research and development $ 30,556 $ 140,073 $ 33,831 $ 44,853
General and administrative 13,302 43,587 8,007 18,899
Total operating expenses 43,858 183,660 41,838 63,752
Loss from operations (43,858) (183,660) (41,838) (63,752)
Other income (expense), net:
Interest income 39 2,004 1 2,107
Interest expense (13) (2,547) 7) (1,671)
Gain on deconsolidation of PellePharm — 19,327 — —
Loss from PellePharm — (275) — (4,599)
LEO call option expense — (3,009) — (1,514)
Other expense — (1,291) (586) 7)
Total other income (expense), net 26 14,209 (592) (5,684)
Net loss and comprehensive loss (43,832) (169,451) (42,430) (69,436)
Net loss attributable to redeemable convertible noncontrolling interests and
noncontrolling interests 13,267 38,702 8,274 8,251
Net loss and comprehensive loss attributable to BridgeBio $(30,565) $(130,749) $(34,156) $(61,185)
Cumulative returns on redeemable convertible preferred units (Series A, Series B and
Series C) (5,672) (13,287) (3,121) —
Net loss attributable to redeemable founder units and redeemable common units $(36,237) $(144,036) $(37,277) $(61,185)
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Year Ended December 31, Three Months Ended March 31,
2017 2018 2018 2019
(in thousands, except share,
unit, per share and per unit data)

Net loss per unit attributable to redeemable founder
unitholders and redeemable common unitholders, basic

and diluted (2.18) $ (8.01) (2.13) (3.25)
Total weighted-average redeemable founder units and

redeemable common units used in computing net loss per

unit, basic and diluted 16,650,073 17,991,781 17,485,526 18,827,234
Pro forma net loss per share, basic and diluted(1) $ (2.32) (0.66)
Pro forma weighted average common shares outstanding,

basic and diluted(1) 62,087,997 92,741,876

(1) Immediately prior to the completion of this offering, we will complete a series of transactions pursuant to which BridgeBio Pharma LLC will become a wholly
owned subsidiary of BridgeBio Pharma, Inc., a newly formed Delaware corporation. As part of the transactions, unitholders of BridgeBio Pharma LLC will
exchange their units of BridgeBio Pharma LLC for shares of BridgeBio Pharma, Inc. These transactions are collectively referred to as the Reorganization. See the

section of this prospectus titled “Reorganization.”

Combined and Consolidated Balance Sheet Data:
Cash and cash equivalents

As of December 31,

As of March 31,

2017

2018

2019

(in thousands)

$ 91,995 $ 436,086 373,027
Working capital(1) 88,581 412,646 347,001
Total assets 98,044 464,941 401,374
Total long-term debt obligations — 54,507 54,861
Redeemable convertible preferred units 143,867 478,865 479,044
Redeemable founder units 1,754 1,754 1,754
Redeemable common units 1,431 1,619 1,645
Accumulated deficit (61,427) (170,580) (234,733)
Noncontrolling interests 2,498 62,361 58,318
Total members’ deficit (58,929) (108,219) (176,415)

(1) We define working capital as current assets less current liabilities.
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MANAGEMENT’S DISCUSSION AND ANALYSIS OF
FINANCIAL CONDITION AND RESULTS OF OPERATIONS

You should read the following discussion and analysis of our financial condition and results of operations together with the section of this
prospectus entitled “Selected Consolidated Financial Data” and our combined and consolidated financial statements and related notes included
elsewhere in this prospectus. This discussion and other parts of this prospectus contain forward-looking statements that involve risks and uncertainties,
such as statements of our plans, objectives, expectations, intentions and beliefs. Our actual results could differ materially from those discussed in these
forward-looking statements. Factors that could cause or contribute to such differences include, but are not limited to, those identified below and those
discussed in the section entitled “Risk Factors” included elsewhere in this prospectus.

Overview

We are a team of experienced drug discoverers, developers, and innovators working to create life-altering medicines that target well-characterized
genetic diseases at their source. We founded BridgeBio in 2015 to identify and advance transformative medicines to treat patients who suffer from
Mendelian diseases, which are diseases that arise from defects in a single gene, and cancers with clear genetic drivers. Our pipeline of over 15
development programs includes product candidates ranging from early discovery to late-stage development. Several of our programs target indications
that we believe present the potential for our product candidate, if approved, to target portions of market opportunities of at least $1.0 billion in annual
sales. We have four product candidates in clinical trials that, if positive, we believe could support the filing of an application for marketing authorization.
Two of these product candidates are in Phase 3 clinical trials, one is in a Phase 2/3 clinical trial, and one is in a Phase 2 clinical trial.

We focus on genetic diseases because they exist at the intersection of high unmet patient need and tractable biology. Our approach is to translate
research pioneered at academic laboratories and leading medical institutions into products that we hope will ultimately reach patients. We are able to
realize this opportunity through a confluence of scientific advances: (i) identification of the genetic underpinnings of disease as more cost-efficient
genome and exome sequencing becomes available; (ii) progress in molecular biology; and (iii) the development and maturation of longitudinal data and
retrospective studies that enable the linkage of genes to diseases. We believe that this early-stage innovation represents one of the greatest practical
sources for new drug creation.

Since our inception in 2015, we have focused substantially all of our efforts and financial resources on acquiring and developing product and technology
rights, building our intellectual property portfolio and conducting research and development activities for our product candidates within our wholly-
owned subsidiaries and controlled entities, including partially-owned subsidiaries and subsidiaries we consolidate based on our deemed majority control
of such entities as determined using either the variable interest entity, or VIE model, or the voting interest entity, or VOE model. To support these
activities, we and our wholly-owned subsidiary, BridgeBio Services, Inc., (i) identify and secure new programs, (ii) set up new wholly-owned
subsidiaries and controlled entities, (iii) recruit key management team members, (iv) raise and allocate capital across the portfolio and (v) provide
certain shared services, including accounting and human resources, as well as workspaces. We do not have any products approved for sale and have not
generated any revenue from product sales. To date, we have funded our operations with proceeds from the sale of our equity securities and, to a lesser
extent, debt borrowings.

As of March 31, 2019, we had cash and cash equivalents of $373.0 million. Since our inception, we have incurred significant operating losses. For the
years ended December 31, 2017 and 2018, we incurred net losses of $43.8 million and $169.5 million, respectively. For the three months ended

March 31, 2018 and 2019, we incurred net losses of $42.4 million and $69.4 million, respectively. We had an accumulated deficit as of March 31, 2019
of $234.7 million. Our ability to generate product revenue sufficient to achieve profitability will depend heavily on the successful development and
eventual commercialization of our product candidates at our
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wholly-owned subsidiaries and controlled entities. We expect to continue to incur significant expenses and increasing operating losses for at least the
next several years.

Factors Affecting Comparability

Our historical financial condition and results of operations for the periods presented may not be comparable, either between periods or going forward
due to the factors described below.

Eidos Therapeutics, Inc. 2018 Financing Transactions and IPO:

In February 2018, we entered into a note and warrant purchase agreement with Eidos pursuant to which Eidos issued a convertible promissory note, or
the Eidos Note, with the principal amount of $10.0 million and a warrant to purchase a number of shares of preferred stock equal to $4.0 million at the
price paid by investors in the next equity financing, or the Eidos Warrant. In March 2018, we transferred 10% or $1.0 million of our interest in the Eidos
Note and the Eidos Warrant to a minority stockholder of Eidos. In March 2018, the Eidos Note was redeemed into shares of Series B redeemable
convertible preferred stock of Eidos at a 30% discount to the price paid by other investors. In conjunction with these transactions, Eidos recognized a
preferred stock warrant liability, tranche liability and an embedded derivative, which were recorded at fair value at inception and remeasured to fair
value at each subsequent reporting date until the instruments were settled. In 2018, we recorded $1.3 million in other income (expense) in the combined
and consolidated statements of operations related to these 2018 Eidos financing transactions. All of these Eidos financial instruments were settled during
2018.

In June 2018, Eidos completed its initial public offering, or the Eidos IPO. All redeemable convertible preferred stock of Eidos was converted into
common stock at the closing of the Eidos IPO. As part of the Eidos IPO, we purchased common stock of $17.0 million. The Eidos Warrant was also net
exercised upon the completion of the Eidos IPO. We previously determined that Eidos was a controlled VIE as of December 31, 2017 and through its
initial public offering in June 2018, at which time we determined that Eidos is no longer a VIE. Subsequent to the Eidos IPO and through March 31,
2019, we held a majority voting interest in Eidos and consolidate Eidos under the VOE model.

PellePharm, Inc. Transactions:

PellePharm entered into a series of agreements, or the LEO Agreement, with LEO Pharma A/S, or LEO, in November 2018. As part of the LEO
Agreement, we granted LEO an exclusive, irrevocable option, or the LEO Call Option, to acquire all of PellePharm’s shares held by us. The LEO Call
Option is exercisable by LEO on or before the occurrence of certain events relating to PellePharm’s clinical development programs and no later than
July 30, 2021. We account for the LEO Call Option as a current liability in our combined and consolidated financial statements because we are obligated
to sell our shares in PellePharm to LEO at a pre-determined price, if the option is exercised. The fair value of the LEO Call Option on issuance was

$1.9 million. We will remeasure the LEO Call Option to fair value at each subsequent combined and consolidated balance sheet date until the LEO Call
Option is either exercised or expires. We previously determined that we were the primary beneficiary of PellePharm, as of December 31, 2017 and
through the date of execution of the LEO Agreement in November 2018. At the time of execution, we concluded that we are no longer the primary
beneficiary of, and thus deconsolidated, PellePharm. Subsequent to the LEO Agreement, we account for our retained investment in PellePharm under
the equity method and cost method.

Basis of Presentation and Consolidation

Prior to June 2017, we consisted of two separate legal entities, BridgeBio LL.C and BridgeBio Pharma LLC. Historically, our members have provided
funding to both entities. In June 2017, to consolidate the investments made in both entities, BridgeBio LL.C and BridgeBio Pharma LL.C merged through
a transaction under common
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control, or the Merger. As part of the Merger, BridgeBio LLC’s redeemable convertible Series A preferred units, redeemable convertible Series B
preferred units, redeemable founder units and redeemable common units were cancelled and holders of such units were issued the same number of
BridgeBio Pharma LLC’s redeemable convertible Series A preferred units, redeemable convertible Series B preferred units, redeemable founder units
and redeemable common units. As a result of the Merger, we recorded a capital transaction of $4.5 million to accumulated deficit in June 2017, which
represents the difference between the carrying amounts of the cancelled and newly issued units. As a result of the Merger, there was no gain or loss
recognized at BridgeBio LLC for tax purposes.

Except as otherwise indicated or the context otherwise requires, all information included herein is presented giving effect to the Merger.

Since our inception, we have created wholly-owned subsidiaries or made investments in certain controlled entities, including partially-owned
subsidiaries for which we have majority voting interest under the VOE model or for which we are the primary beneficiary under the VIE model, which
we refer to collectively as our consolidated entities. Ownership interests in entities over which we have significant influence, but not a controlling
financial interest, are accounted for as cost and equity method investments. Ownership interests in consolidated entities that are held by entities other
than us are reported as redeemable convertible noncontrolling interests and noncontrolling interests in our combined and consolidated balance sheets.
Losses attributed to redeemable convertible noncontrolling interests and noncontrolling interests are reported separately in our combined and
consolidated statements of operations and comprehensive loss.
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We have either created or made investments in the following entities, which are consolidated in our combined and consolidated financial statements,
with the exception of PellePharm as discussed above:

Consolidated Entities

TheRas, Inc.

BridgeBio Services, Inc.

Origin Biosciences, Inc.

Fortify Therapeutics, Inc.

Sub20, Inc.

Unnamed Entity

Eidos Therapeutics, Inc.(1)

Molecular Skin Therapeutics,
Inc.

Quartz Therapeutics, Inc.

PellePharm, Inc.(2)

Navire Pharma, Inc.

CoA Therapeutics, Inc.

Dermecular Therapeutics, Inc.

Phoenix Tissue Repair, Inc.
QED Therapeutics, Inc.
Adrenas Therapeutics, Inc.
Orfan Biotech, Inc.

Ferro Therapeutics, Inc.
Venthera, Inc.

Aspa Therapeutics, Inc.

Ownership %

Ownership %

Ownership %

Ownership %

as of as of as of as of
Relationship as of Date control January 1, December 31, December 31, March 31,

March 31, 2019 first acquired 2017 2017 2018 2019
Wholly-owned subsidiary August 2016 100% 100% 100% 100%
Wholly-owned subsidiary April 2017 — 100% 100% 100%
Wholly-owned subsidiary April 2018 — — 100% 100%
Wholly-owned subsidiary June 2018 — — 100% 100%
Wholly-owned subsidiary June 2018 — — 100% 100%
Wholly-owned subsidiary December 2018 — — 100% 100%
Partially-owned subsidiary April 2016 53.8% 79.9% 62.5% 62.3%
Controlled VIE July 2016 80% 56.5% 61.7% 59.9%
Controlled VIE October 2016 100% 89.0% 89.0% 89.0%
VIE December 2016 52.6% 54.7% 43.3% 43.3%
Controlled VIE February 2017 — 80.0% 78.8% 79.0%
Controlled VIE February 2017 — 100% 99.5% 99.6%
Controlled VIE April 2017 — 86.0% 87.6% 87.6%
Controlled VIE July 2017 — 23.0% 56.7% 56.6%
Controlled VIE January 2018 — — 94.4% 95.7%
Controlled VIE January 2018 — — 90.1% 89.5%
Controlled VIE January 2018 — — 85.1% 87.5%
Controlled VIE March 2018 — — 89.4% 88.6%
Controlled VIE April 2018 — — 82.0% 82.0%
Controlled VIE June 2018 — — 92.5% 93.8%

(1) We previously determined that Eidos was a controlled VIE as of December 31, 2017 and through its initial public offering in June 2018, at which time we
determined that Eidos was no longer a VIE. Subsequent to the Eidos IPO and through March 31, 2019, we have held a majority voting interest in Eidos and
consolidate Eidos under the VOE model.
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(2) We previously determined that we were the primary beneficiary of PellePharm through the date of execution of the Leo Agreement in November 2018, at which
time we determined that we are no longer the primary beneficiary and deconsolidated PellePharm. The ownership percentage as of December 31, 2018 of 43.3% in
the above table has been revised to correct the previously reported percentage of 52.1%.

Financial Operations Overview
Revenue

To date, we have not generated any revenue from product sales and do not expect to generate any revenue from the sale of products in the foreseeable
future. If our development efforts for our product candidates are successful and result in regulatory approval, we may generate revenue in the future
from product sales. We cannot predict if, when, or to what extent we will generate revenue from the commercialization and sale of our product
candidates. We may never succeed in obtaining regulatory approval for any of our product candidates.

Operating Expenses
Research and Development Expenses

Research and development expenses consist primarily of costs incurred for our research activities, including our drug discovery efforts, and the
development of our product candidates, which include:

+ employee-related expenses, including salaries, related benefits, equity-based compensation and travel expenses for employees engaged in research
and development functions;

»  expenses incurred in connection with the preclinical and clinical development of our product candidates, including under agreements with contract
research organizations, or CROs;

» the cost of consultants and contract manufacturing organizations, or CMOs, that manufacture drug products for use in our preclinical studies and
clinical trials;

» facilities, depreciation and amortization, insurance and other direct and allocated expenses incurred as a result of research and development
activities; and

+  payments made under third-party licensing and asset acquisition agreements.

We expense research and development costs as incurred. Nonrefundable advance payments that we make for goods or services to be received in the
future for use in research and development activities are recorded as prepaid expenses. The prepaid amounts are expensed as the related goods are
delivered or the services are performed.

Our direct research and development costs are tracked on a program-by-program basis and consist primarily of external costs, such as fees paid to
consultants, contractors, CMOs and CROs in connection with our preclinical and clinical development activities. License fees and other costs incurred
after a product candidate has been designated and that are directly related to the product candidate are included in direct research and development
expenses for that program. License fees and other costs incurred prior to designating a product candidate are included in early stage research programs.
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The following table summarizes our research and development expenses by program incurred for the following periods:

Year ended Three months ended
December 31, March 31,
2017 2018 2018 2019
(in thousands) (in thousands)
BBP-265 (Eidos) $ 9,286 $ 28,539 $ 5,651 $ 8,588
BBP-831 (QED) 444 42,726 18,364 14,727
BBP-631 (Adrenas) 446 8,848 467 3,691
BBP-454 (TheRas) 997 3,663 570 995
BBP-009 (PellePharm)(1) 10,995 17,975 3,649 —
Other Programs 8,388 38,322 5,130 16,852
Total $30,556 $140,073 $33,831 $44,853

(1) Results for PellePharm for 2018 are through the deconsolidation date in November 2018.

We have separately provided additional detail for the research and development expenses incurred in connection with the research and development
activities conducted for the product candidates being developed by Eidos, QED, Adrenas, and TheRas, certain of our consolidated entities, as we believe
they represent key portfolio value drivers. We have provided additional detail for BBP-009 (PellePharm) as it is the first of our product candidates for
which a third party has provided research and development funding and secured an option to acquire. Subsequent to the LEO Agreement through which
LEO has obtained the irrevocable option to acquire PellePharm, PellePharm is accounted for as an equity method and cost method investment and we
record our percentage of the net income/loss associated with our percentage of PellePharm ownership under the equity method. Expenses for other
programs in the table above represent the research and development expenses incurred by us in connection with research on our programs conducted by
all of our other consolidated entities.

We are heavily dependent on the success of our product candidates, many of which are in preclinical or the early stages of clinical development, which
is a lengthy and expensive process with uncertain outcomes and the potential for substantial delays. We cannot give any assurance that any of our
product candidates will receive regulatory approval, which is necessary before they can be commercialized.

Product candidates in later stages of clinical development generally have higher development costs than those in earlier stages of clinical development,
primarily due to the increased size and duration of later-stage clinical trials. We expect that our research and development expenses will increase
substantially in connection with our planned clinical and preclinical development activities in the near term and in the future. In particular, we expect to
incur significant near-term research and development expenses in connection with our ongoing Phase 3 clinical trial of BBP-265 in ATTR-CM, our
planned Phase 3 clinical trial of BBP-265 in ATTR-PN and our planned Phase 3 clinical trials for BBP-831 in adjuvant urothelial carcinoma.

General and Administrative Expenses

Our general and administrative costs consist primarily of employee-related costs, travel expenses, expenses for outside professional services, including
legal, human resource, audit, accounting and tax services, and allocated facilities-related costs. Employee-related costs include salaries, related benefits
and equity-based compensation expense. We expect to incur additional expenses as a result of this offering and operating as a public company, including
expenses related to compliance with the rules and regulations of the SEC and listing standards applicable to companies listed on a national securities
exchange, additional insurance expenses, investor relations activities and other administrative and professional services. We also expect to increase the
size of our administrative, finance and legal functions to support the anticipated growth of our business.
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Other Income (Expense), Net
Interest Income

Interest income consists of interest income earned on our cash and cash equivalents.

Interest Expense

Interest expense consists primarily of interest expense incurred under our term loans with Hercules Capital, Inc., or Hercules.

Gain on Deconsolidation of PellePharm

After execution of the LEO Agreement, we concluded that PellePharm should be deconsolidated and we recorded our retained interest in PellePharm at
fair value, resulting in a gain being recognized during the year ended December 31, 2018.

Loss from PellePharm

We recognize our share of losses from the PellePharm equity method investment as incurred. After our equity method investment was reduced to zero
during the period ended March 31, 2019, we recognize our percentage of net losses consistent with our preferred stock ownership percentage.

LEO Call Option Expense

We account for the LEO Call Option as a current liability as we have the obligation to sell our PellePharm shares to LEO at a pre-determined price if the
LEO Call Option is exercised. The LEO Call Option can be exercised at any time through the maturity date. The LEO Call Option was recorded at fair
value on the date the option agreement was entered into with LEO in November 2018. The LEO Call Option is subject to remeasurement to fair value at
each combined and consolidated balance sheet date until the LEO Call Option is either exercised or expires.

Other Expense

Other expense consists primarily of the change in fair value of the Eidos financial instruments issued and settled in 2018 and other miscellaneous
expenses unrelated to our core operations.

Income Taxes

BridgeBio Pharma LLC is a “pass-through” entity under the Internal Revenue Code of 1986, as amended, or the Code, and the members are taxed
directly on their respective ownership interests in the combined and consolidated income. Therefore, no provision or liability for federal income tax has
been included in our combined and consolidated financial statements. For our consolidated entities, income taxes are accounted for under the asset and
liability method. Under this method, deferred income tax assets and liabilities are determined based upon the difference between the consolidated
financial statement carrying amounts and the tax basis of assets and liabilities and are measured using the enacted tax rate expected to apply to taxable
income in the years in which the differences are expected to be reversed.

As of December 31, 2018, we had net operating losses of approximately $157.5 million and $101.8 million for federal and state income tax purposes,
respectively, available to reduce future taxable income, if any. The net operating losses will begin to expire in 2033.
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As of December 31, 2018, we had federal research and development credit carryforwards of $4.2 million, which will expire beginning in 2033 if not
utilized. As of December 31, 2018, we had California research and development credit carryforwards of $0.8 million. The California research and
development tax credits have no expiration date.

A valuation allowance is provided for deferred tax assets where the recoverability of the assets is uncertain. The determination to provide a valuation
allowance is dependent upon the assessment of whether it is more likely than not that sufficient future taxable income will be generated to utilize the
deferred tax assets. Based on the weight of the available evidence, which includes our consolidated entities’ historical operating losses and forecast of
future losses, we have provided a full valuation allowance against the deferred tax assets resulting from the tax loss and credits carried forward.

Utilization of the net operating loss and credit carryforwards may be subject to a substantial annual limitation due to an ownership change limitation as
provided by section 382 of the Code, and similar state provisions. The annual limitation may result in the expiration of net operating losses and credits
before utilization. In the event that we have a change of ownership, utilization of the net operating loss and tax credit carryforwards may be restricted.

Net Loss Attributable to Redeemable Convertible Noncontrolling Interests and Noncontrolling Interests

Net loss attributable to noncontrolling interests in our combined and consolidated statements of operations is a result of our investments in our
consolidated entities, which include PellePharm, Inc. (through November 2018), Eidos Therapeutics, Inc., QED Therapeutics, Inc., Adrenas
Therapeutics, Inc., Orfan Biotech, Inc., Venthera, Inc., Aspa Therapeutics, Inc., Phoenix Tissue Repair, Inc., Quartz Therapeutics, Inc., Navire Pharma,
Inc., Ferro Therapeutics, Inc., Dermecular Therapeutics, Inc., Molecular Skin Therapeutics, Inc., CoA Therapeutics, Inc. and consists of the portion of
the net loss of those consolidated entities that is not allocated to us. Changes in the amount of net loss attributable to noncontrolling interests are directly
impacted by changes in the net loss of our consolidated entities and are the result of ownership percentage changes.

Critical Accounting Polices and Estimates

Our management’s discussion and analysis of our financial condition and results of operations is based on our combined and consolidated financial
statements, which have been prepared in accordance with United States generally accepted accounting principles. The preparation of these combined
and consolidated financial statements requires us to make estimates and assumptions that affect the reported amounts of assets, liabilities, and the
disclosure of contingent assets and liabilities at the date of the combined and consolidated financial statements, as well as revenue and expenses incurred
during the reporting periods. Our estimates are based on our historical experience and on various other factors that we believe are reasonable under the
circumstances, the results of which form the basis for making judgments about the carrying value of assets and liabilities that are not readily apparent
from other sources. Actual results may differ from these estimates under different assumptions or conditions.

While our significant accounting policies are described in more detail in Note 2 to our combined and consolidated financial statements included
elsewhere in this prospectus, we believe that the following accounting policies are those most critical to the judgments and estimates used in the
preparation of our combined and consolidated financial statements.

Variable Interest Entities (“VIE”) and Voting Interest Entities (“VOE”)

We consolidate those entities in which we have a direct or indirect controlling financial interest based on either the VIE model or the VOE model.

105



Table of Contents

VIEs are entities that, by design, either: (i) lack sufficient equity to permit the entity to finance its activities without additional support from other
parties; or (ii) have equity holders that do not have the ability to make significant decisions relating to the entity’s operations through voting rights, or do
not have the obligation to absorb the expected losses, or do not have the right to receive the residual returns of the entity.

The primary beneficiary of a VIE is required to consolidate the assets and liabilities of the VIE. The primary beneficiary is the party that has both the
power to direct the activities of the VIE that most significantly impact the VIE’s economic performance and the obligation to absorb losses or the right
to receive benefits from the VIE that could potentially be significant to the VIE through its interest in the VIE.

To assess whether we have the power to direct the activities of a VIE that most significantly impact the VIE’s economic performance, we consider all of
the facts and circumstances, including our role in establishing the VIE and our ongoing rights and responsibilities. Our assessment includes identifying
the activities that most significantly impact the VIE’s economic performance and identifying which party, if any, has power over those activities. In
general, the parties that make the most significant decisions affecting the VIE (management and representation on the board of directors) and have the
right to unilaterally remove those decision-makers are deemed to have the power to direct the activities of a VIE.

To assess whether we have the obligation to absorb losses of the VIE or the right to receive benefits from the VIE that could potentially be significant to
the VIE, we consider all of our economic interests, which primarily include equity investments in preferred and common stock and issuance of notes
that are convertible into preferred stock, that are deemed to be variable interests in the VIE. This assessment requires us to apply judgment in
determining whether these interests, in the aggregate, are considered potentially significant to the VIE. Factors considered in assessing the significance
include: the design of the VIE, including its capitalization structure; subordination of interests; payment priority; relative share of interests held across
various classes within the VIE’s capital structure; and the reasons why the interests are held by us.

At the VIE inception, we determine whether we are the primary beneficiary and if the VIE should be consolidated based on the facts and circumstances.
We then perform ongoing reassessments at each reporting period on whether changes in the facts and circumstances regarding our involvement with the
VIE results in a change to our consolidation conclusion.

Entities that do not qualify as a VIE are assessed for consolidation under the VOE model. Under the VOE model, we consolidate an entity if we
determine that we, directly or indirectly, have greater than 50% of the voting shares and that other equity holders in such entities do not have substantive
voting, participating or liquidation rights.

Research and Development Expenses

Research and development costs are expensed as incurred. Research and development costs consist of salaries, benefits, and other personnel related
costs, including equity-based compensation expense, laboratory supplies, preclinical studies, clinical trials and related clinical manufacturing costs, costs
related to manufacturing preparations, fees paid to other entities to conduct certain research and development activities on our behalf, and allocated
facility and other related costs. Non-refundable advance payments for goods or services that will be used or rendered for future research and
development activities are deferred and capitalized as prepaid expenses until the related goods are delivered or services are performed.

Accrued Research and Development Liabilities

We record accrued liabilities for estimated costs of research and development activities conducted by third-party service providers, which include the
conduct of preclinical studies and clinical trials, and contract manufacturing activities. We record the estimated costs of research and development
activities based upon the estimated amount
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of services provided but not yet invoiced, and include these costs in accrued research and development liabilities in the combined and consolidated
balance sheet and within research and development expense in the combined and consolidated statements of operations. These costs are a significant
component of our research and development expenses.

We accrue for these costs based on factors such as estimates of the amount of work completed through discussions with internal personnel and external
service providers as to the progress or stage of completion of the services and in accordance with agreements established with our third-party service
providers for such services. We make significant judgments and estimates in determining the accrued research and development liabilities balance in
each reporting period. As actual costs become known, we adjust our accrued estimates. Although we do not expect our estimates to be materially
different from amounts actually incurred, the status and timing of services performed, the number of patients enrolled in clinical trials and the rate of
patient enrollment may vary from our estimates and could result in us reporting amounts that are too high or too low in any particular period. Our
accrued expenses are dependent, in part, upon the receipt of timely and accurate reporting from clinical research organizations and other third-party
service providers. We record advance payments to service providers as prepaid assets, which are expensed as the contracted services are performed. To
date, there have been no material differences from our accrued costs to actual costs.

Equity-Based Compensation

Because there is no public market for our units as we are a private company, our board of managers has determined the fair value of management
incentive units and common units by considering a number of objective and subjective factors, including having contemporaneous and retrospective
valuations of our equity performed by a third-party valuation specialist, valuations of comparable peer public companies, sales of our redeemable
convertible preferred units, operating and financial performance, the lack of liquidity of our units, and general and industry-specific economic outlook.
The fair value of our management incentive unit and common unit will be determined by our board of managers until such time as our common units are
listed on an established stock exchange. Equity-based compensation is measured at the grant date for all equity-based awards made to employees and
non-employees based on the fair value of the awards and is recognized as an expense on a straight-line basis over the requisite service period, which is
generally the vesting period. We have elected to recognize the actual forfeitures by reducing the equity-based compensation in the same period as the
forfeitures occur. Equity-based compensation for awards made to non-employees was measured as per ASC 505-50 until we early adopted Accounting
Standards Update, or ASU, 2018-07 Compensation-Stock Compensation (Topic 718) on January 1, 2017. We remeasured our equity-classified
non-employee awards for which a measurement date had not been established at their adoption-based fair-value based measurement (January 1, 2017),
and determined there was no cumulative-effect adjustment to our opening accumulated deficit. Subsequent to the adoption of ASU 2018-07, we account
for non-employee awards similar to employee awards.

We have granted management incentive units and common units to employees and non-employees. These awards generally have only a service
condition and vest over a period of up to five years. The awards have accelerated vesting upon a fundamental transaction, which is defined as (i) a
merger, recapitalization or other business combination, (ii) a sale, transfer, exclusive license or disposition of BridgeBio Pharma LLC or (iii) a final
liquidation, dissolution, winding-up or termination of BridgeBio Pharma LLC. Our consolidated entities have granted stock options that are exercisable
in the underlying entity’s equity and have issued restricted stock awards in the underlying entity’s equity to employees and non-employees. None of the
awards issued by the consolidated entities are issued for BridgeBio Pharma LL.C members’ capital. These awards generally have only a service
condition and generally vest over a period of up to four years.

We classify equity-based compensation in our combined and consolidated statements of operations and comprehensive loss in the same manner in which
the award recipients’ payroll costs are classified or in which the award recipients’ service payments are classified.
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Income Taxes

Since BridgeBio Pharma LLC is a “pass-through” entity under the Code, our members are taxed directly on their respective ownership interests in
consolidated income, and, therefore, no provision or liability for federal income tax has been included in the accompanying combined and consolidated
financial statements.

For our consolidated entities, income taxes are accounted for under the asset and liability method. Deferred tax assets and liabilities are recognized for
the future tax consequences attributable to differences between the financial statement carrying amounts of existing assets and liabilities and their
respective tax base and net operating loss and tax credit carryforwards. Deferred tax assets and liabilities are measured using enacted tax rates expected
to apply to taxable income in the years in which those temporary differences are expected to be recovered or settled. Deferred tax assets are reduced by a
valuation allowance if it is more likely than not that some portion of all of the deferred tax asset will not be realized.

Our consolidated entities recognize uncertain income tax positions at the largest amount that is more likely than not to be sustained upon audit by the
relevant taxing authority. Changes in recognition or measurement are reflected in the period in which judgment occurs. Our consolidated entities’ policy
is to recognize interest and penalties related to the underpayment of income taxes as a component of the provision for income taxes. To date, there have
been no interest or penalties recorded in relation to unrecognized tax benefits.

JOBS Act and Emerging Growth Company Status

We are an emerging growth company, as defined in the JOBS Act. Under the JOBS Act, emerging growth companies can delay adopting new or revised
accounting standards issued subsequent to the enactment of the JOBS Act until such time as those standards apply to private companies. Other
exemptions and reduced reporting requirements under the JOBS Act for emerging growth companies include presentation of only two years audited
financial statements in a registration statement for an initial public offering, an exemption from the requirement to provide an auditor’s report on internal
controls over financial reporting pursuant to the Sarbanes-Oxley Act of 2012, an exemption from any requirement that may be adopted by the Public
Company Accounting Oversight Board regarding mandatory audit firm rotation, and less extensive disclosure about our executive compensation
arrangements. We have elected to use the extended transition period for complying with new or revised accounting standards that have different
effective dates for public and private companies until the earlier of the date that (i) we are no longer an emerging growth company or (ii) we
affirmatively and irrevocably opt out of the extended transition period provided in the JOBS Act. As a result, our combined and consolidated financial
statements may not be comparable to companies that comply with the new or revised accounting pronouncements as of public company effective dates.

As described in Note 2 to our combined and consolidated financial statements, we early adopted multiple accounting standards, as the JOBS Act does
not preclude an emerging growth company from adopting a new or revised accounting standard earlier than the time that such standard applies to private
companies. We expect to use the extended transition period for any other new or revised accounting standards during the period in which we remain an
emerging growth company.

We will remain an emerging growth company until the earliest of (i) the last day of our first fiscal year in which we have total annual gross revenues of
$1.07 billion or more, (ii) the last day of the fiscal year following the fifth anniversary of completion of this offering, (iii) the date on which we have
issued more than $1.0 billion of non-convertible debt instruments during the previous three fiscal years, or (iv) the date on which we are deemed a “large
accelerated filer” under the rules of the SEC with at least $700.0 million of outstanding equity securities held by non-affiliates.

108



Table of Contents

Recent Accounting Pronouncements

See Note 2, “Summary of Significant Accounting Policies—Recently Adopted Accounting Pronouncements” to our combined and consolidated
financial statements and to our interim condensed consolidated financial statements included elsewhere in this prospectus for more information.

Results of Operations
Three Months Ended March 31, 2018 and 2019

Three months ended
March 31, Increase/ %
2018 2019 (Decrease) Change
(in thousands)

Operating expenses:

Research and development $ 33,831 $ 44,853 $ 11,022 33%
General and administrative 8,007 18,899 10,892 136%
Total operating expenses 41,838 63,752 21,914 52%
Loss from operations (41,838) (63,752) (21,914) 52%
Other income (expense), net:
Interest income 1 2,107 2,106 &
Interest expense 7) (1,671) (1,664) 23,771%
Loss from PellePharm — (4,599) (4,599) g
LEO call option expense — (1,514) (1,514) *
Other expense (586) 7) 579 (99)%
Total other income (expense), net (592) (5,684) (5,092) 860%
Net loss and comprehensive loss (42,430) (69,436) (27,006) 64%
Net loss attributable to redeemable convertible noncontrolling
interests and noncontrolling interests 8,274 8,251 (23) *
Net loss and comprehensive loss attributable to us $(34,156) $(61,185) $(27,029) 79%

* Not meaningful

Research and Development Expenses

Research and development expenses increased by $11.0 million to $44.9 million for the three months ended March 31, 2019, from $33.8 million for the
same period in 2018, largely attributable to the number of product candidates under development increasing and the initiation of more clinical trials as
compared to the prior period. The increase was primarily comprised of a $7.1 million increase in professional and consulting services to advance our
product candidates, a $5.7 million increase in clinical development costs for our product candidates, a $5.3 million increase in salaries and employee-
related benefits, a $4.0 million increase in allocated facility and other expenses, a $3.6 million increase in development and drug discovery efforts for
our research programs, and a $0.3 million increase in equity-based compensation expense resulting from equity-based awards granted to employees of
consolidated entities. This increase was partially offset by a $14.7 million decrease in license fees to acquire various technologies as a result of the QED
Therapeutics, Inc. asset acquisition in January 2018.

General and Administrative Expenses

General and administrative expenses increased by $10.9 million to $18.9 million for the three months ended March 31, 2019, from $8.0 million for the
same period in 2018, largely due to our operations expanding as we
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added more controlled entities and development programs and as we prepared to become a public company. The increase was primarily comprised of a
$5.3 million increase in professional and consulting services such as administrative, accounting, finance, human resources and information technology

services, a $3.4 million increase in salaries and employee-related benefits, a $1.2 million increase in equity-based compensation expense resulting from
management incentive units and common units granted by us and from equity-based awards granted to employees of consolidated entities, a

$0.7 million increase in allocated facility and other expenses, and a $0.3 million increase in legal fees.

Interest Income

Interest income for the three months ended March 31, 2019, primarily consisted of the interest earned on our investments in cash equivalents during the
period. Interest income was not material for the same period in 2018.

Interest Expense

Interest expense for the three months ended March 31, 2019, primarily consisted of the interest accrued on the $55.0 million Hercules term loans drawn
in June and December 2018. Interest expense was not material for the same period in 2018.

LEO Call Option Expense

The LEO Call Option liability was recorded at fair value upon execution of the LEO Agreement in November 2018 and remeasured to fair value as of
December 31, 2018 and March 31, 2019, resulting in our expense being recognized. There was no such liability subject to be recorded and remeasured
as of March 31, 2018.

Loss from PellePharm

Due to the deconsolidation of PellePharm, we accounted for part of our remaining investment in PellePharm under the equity method and we recognized
our share of PellePharm earnings or losses through March 31, 2019. PellePharm was a consolidated entity as of March 31, 2018 and as such no such
gains or losses were recognized during the period.

Other Expense

Other expense for the three months ended March 31, 2018, consisted primarily of the change in fair value of the Eidos financial instruments issued and
settled in 2018. Other expense was not material for the same period in 2019.
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Years Ended December 31, 2017 and 2018

Year ended December 31, Increase/ %
2017 2018 (Decrease) Change
(in thousands)

Operating expenses:

Research and development $ 30,556 $ 140,073 $ 109,517 358%
General and administrative 13,302 43,587 30,285 228%
Total operating expenses 43,858 183,660 139,802 319%
Loss from operations (43,858) (183,660) (139,802) 319%
Other income (expense), net:
Interest income 39 2,004 1,965 5,038%
Interest expense (13) (2,547) (2,534) 19,492%
Gain on deconsolidation of PellePharm — 19,327 19,327 &
Loss from PellePharm — (275) (275) *
LEO call option expense — (3,009) (3,009) @
Other expense — (1,291) (1,291) *
Total other income (expense), net 26 14,209 14,183 54,550%
Net loss and comprehensive loss (43,832) (169,451) (125,619) 287%
Net loss attributable to redeemable convertible noncontrolling
interests and noncontrolling interests 13,267 38,702 25,435 192%
Net loss and comprehensive loss attributable to us $(30,565) $(130,749) $(100,184) 328%

* Not meaningful

Research and Development Expenses

Research and development expenses increased by $109.5 million to $140.1 million for the year ended December 31, 2018, from $30.6 million for the
same period in 2017, largely attributable to the number of product candidates under development increasing substantially from 2017 to 2018 and the
initiation of more clinical trials as compared to 2017. The increase was primarily comprised of a $25.0 million increase in professional and consulting
services to advance our product candidates, a $20.3 million increase in license fees to acquire various technologies, a $19.2 million increase in clinical
development costs for our product candidates, a $18.4 million increase in development and drug discovery efforts for our research programs, a

$13.8 million increase in salaries and employee-related benefits, a $11.6 million increase in allocated facility and other expenses and a $1.0 million
increase in equity-based compensation expense resulting from equity-based awards granted to employees of consolidated entities.

General and Administrative Expenses

General and administrative expenses increased by $30.3 million to $43.6 million for the year ended December 31, 2018, from $13.3 million for the same
period in 2017, largely due to our operations expanding as we added more controlled entities and development programs. The increase was primarily
comprised of a $11.8 million increase in professional and consulting services such as administrative, accounting, finance, human resources and
information technology services, a $6.1 million increase in allocated facility and other expenses, a $5.7 million increase in salaries and employee-related
benefits, a $3.5 million increase in legal fees and a $3.2 million increase in equity-based compensation expense resulting from management incentive
units and common units granted by us and from equity-based awards granted to employees of consolidated entities.

Interest Income

Interest income for the year ended December 31, 2018, primarily consisted of the interest earned on our investments in cash equivalents in 2018. Interest
income was not material in 2017.
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Interest Expense

Interest expense for the year ended December 31, 2018, primarily consisted of the interest accrued on the $55.0 million Hercules term loans drawn in
June and December 2018. Interest expense was not material in 2017.

Gain on Deconsolidation of PellePharm

In November 2018, we deconsolidated PellePharm after execution of the LEO Agreement and recognized a gain of $19.3 million as the difference
between the fair value of our retained investment in PellePharm and our percentage of the PellePharm net deficit as of the deconsolidation date. There
was no such gain recognized in 2017.

LEO Call Option Expense

The LEO Call Option liability was recorded at fair value upon execution of the LEO Agreement in November 2018. The LEO Call Option liability was
remeasured to fair value as of December 31, 2018. There was no such liability subject to be recorded and remeasured in 2017.

Loss from PellePharm

Due to the deconsolidation of PellePharm, we accounted for part of our remaining investment in PellePharm under the equity method and we recognized
our share of PellePharm earnings or losses from the deconsolidation date through December 31, 2018. PellePharm was a consolidated entity in 2017.

Other Expense

Other expense for the year ended December 31, 2018, consisted primarily of the change in fair value of the Eidos financial instruments issued and
settled in 2018.

Liquidity and Capital Resources
Sources of Liquidity

Since our inception, we have incurred significant operating losses. For the years ended December 31, 2017 and 2018, we incurred net losses of

$43.8 million and $169.5 million, respectively. For the three months ended March 31, 2018 and 2019, we incurred net losses of $42.4 million and
$69.4 million, respectively. We had an accumulated deficit as of March 31, 2019 of $234.7 million. As of March 31, 2019, our outstanding debt was
$54.9 million, which is net of $0.1 million of debt issuance costs and debt accretion. Our ability to generate product revenue sufficient to achieve
profitability will depend heavily on the successful development and eventual commercialization of our product candidates at our consolidated entities.
We expect to continue to incur significant expenses and increasing operating losses for at least the next several years.

In June 2018, our controlled subsidiary, Eidos, completed its U.S. initial public offering of its common stock of which net proceeds received were $95.5
million. As of March 31, 2019, we held 22,589,300 shares of common stock of Eidos. All cash and cash equivalents held by Eidos are restricted and can
be applied solely to fund the operations of Eidos.

We had cash and cash equivalents of $373.0 million as of March 31, 2019, of which $172.8 million was held at BridgeBio Pharma LLC. The remaining
cash and cash equivalents were held by our wholly-owned subsidiaries and controlled entities, with these funds available for specific entity usage,
except in limited circumstances.

Secured Loans

In June 2018, we executed a Loan and Security Agreement with Hercules Capital, Inc., or Hercules, under which we borrowed $35.0 million, or
Tranche I. The term of the loan was approximately 42 months, with a maturity
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date of January 1, 2022, or the Maturity Date. No principal payments were due during an interest-only period, commencing on the initial borrowing date
and continuing through July 1, 2020, or the Amortization Date. The outstanding balance of the loan was to be repaid monthly beginning on the
Amortization Date and extending through the Maturity Date. The term loan bears interest at a floating rate equal to the greater of: (i) the prime rate as
reported in the Wall Street Journal plus 4.35% and (ii) 9.35%, payable monthly.

In December 2018, we executed the First Amendment to the Loan and Security Agreement, whereby we borrowed an additional $20.0 million, or
Tranche II, to increase the total principal balance outstanding to $55.0 million. Upon draw of Tranche II, the interest-only period on the entire facility
was extended until January 1, 2021, or the Amended Amortization Date. The outstanding balance of the original $35.0 million Tranche I and the
additional borrowing of $20.0 million Tranche II is to be repaid monthly beginning on the Amended Amortization Date and extending through July 1,
2022, or the Amended Maturity Date. The additional $20.0 million loan bears interest at a floating rate equal to the greater of: (i) the prime rate as
reported in the Wall Street Journal plus 3.35% and (ii) 9.10%, payable monthly.

In May 2019, we executed the Second Amendment to the Loan and Security Agreement, whereby we borrowed an additional $20.0 million, or Tranche
II1, to increase the total principal balance outstanding to $75.0 million. The outstanding balance of Tranche I, Tranche IT and Tranche III is to be repaid
monthly beginning on the Amended Amortization Date and extending through the Amended Maturity Date. Tranche III bears interest at a floating rate

equal to the greater of: (i) the prime rate as reported in the Wall Street Journal plus 3.10% and (ii) 9.10%, payable monthly.

On the earliest to occur of (i) the Amended Maturity Date, (ii) the date we prepay the outstanding principal amount of the Amended Hercules Term
Loan, or (iii) the date the outstanding principal amount of the Amended Hercules Term Loan otherwise becomes due, we will owe Hercules an end of
term charge equal to 6.35% of the $35.0 million principal amount of the Tranche I term loan, or $2.2 million, 5.75% of the $20.0 million principal
amount of the Tranche II term loan, or $1.2 million, and 5.75% of the $20.0 million principal amount of the Tranche III term loan, or $1.2 million.

Effective the first fiscal quarter following the completion by us of an initial public offering, or IPO, of our shares on a United States-based national
exchange with total net proceeds of no less than $175.0 million, we shall receive: (i) a further six month interest-only extension to July 1, 2021, (ii) a
further six month maturity extension to January 1, 2023, (iii) a reduction of 0.5% on the then effective interest rate on Tranches I and II, and (iv) the
option to pay up to 1.5% of scheduled cash pay interest on the entire facility as payment in kind, or PIK Interest, with such cash pay interest paid as PIK
Interest at a 1:1.2 ratio. All PIK Interest shall be capitalized and added to the outstanding principal balance under the Amended Hercules Term Loan,
which shall then accrue further cash interest and fees pursuant to the terms of the Amended Hercules Term Loan.

The Amended Hercules Term Loan contains customary representations and warranties, events of default, and affirmative and negative covenants for a
term loan facility of this size and type. However, Hercules has no covenants that limit or restrict the ability of a wholly-owned subsidiary or controlled
entity that is predominantly involved in advancing our development programs to incur indebtedness. At the time of the close of the Amended Hercules
Term Loan, there is no liquidity covenant on us. However, beginning on September 15, 2019, we may be required to maintain $20.0 million in
unrestricted cash, or the Minimum Cash Requirement, under certain circumstances. If we have not completed an IPO by September 15, 2019, we will be
required to maintain the Minimum Cash Requirement with Hercules. In the event that an IPO occurs before September 15, 2019, we will be required to
maintain the Minimum Cash Requirement, unless either of these conditions are achieved: i) our market capitalization is in excess of $750 million,

ii) Part A of Eidos’ Phase IIT ATTRibute trial produces positive data that would be supportive of an NDA filing, or iii) the acceptance of an NDA by the
FDA related to any product filed by any of our wholly-owned subsidiaries or controlled entities. Hercules cannot limit or restrict our ability to dispose of
assets, make investments, or make acquisitions. As pledged collateral for our obligations under the Amended Hercules Term Loan, we granted Hercules
a security interest in all of our assets or personal property, including all equity interests owned or hereafter acquired by us. Further, at Hercules’ sole
discretion we
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must make a mandatory prepayment equal to 75% of net cash proceeds received from the sale or licensing of any pledged or collateral assets, including
intellectual property, of a consolidated entity owned by us, or the repurchase or redemption of any pledged collateral by certain specified operating
companies. None of our consolidated entities are a party to, nor provide any credit support or other security in connection with the Amended Hercules
Term Loan.

Liquidity Risks

As of March 31, 2019, we had cash and cash equivalents of $373.0 million. We believe that our currently available resources will enable us to fund our
projected operating expenses and capital expenditures through at least the next 12 months.

We will not generate revenue from product sales unless and until we successfully complete clinical development and obtain regulatory approval for our
product candidates. If we obtain regulatory approval for any of our product candidates and do not enter into a commercialization partnership, we expect
to incur significant expenses related to developing our internal commercialization capability to support product sales, marketing and distribution.
Further, upon the completion of this offering, we expect to incur additional costs associated with operating as a public company. As a result, we will
need substantial additional funding to support our continuing operations and pursue our growth strategy. Until such time as we can generate significant
revenue from product sales, if ever, we expect to finance our operations through a combination of equity offerings, debt financings, collaborations,
strategic alliances and marketing, distribution or licensing arrangements. If we do raise additional capital through public or private equity offerings, the
ownership interest of our existing stockholders, including investors in this offering, will be diluted, and the terms of these securities may include
liquidation or other preferences that adversely affect our stockholders’ rights. If we raise additional capital through debt financing, we may be subject to
covenants limiting or restricting our ability to take specific actions, such as incurring additional debt, making capital expenditures or declaring
dividends. Further, we may be unable to raise additional funds or enter into such other agreements or arrangements when needed on favorable terms, or
at all. If we fail to raise capital or enter into such agreements as, and when, needed, we may have to significantly delay, scale back or discontinue the
development and commercialization of one or more of our product candidates.

Because of the numerous risks and uncertainties associated with research, development and commercialization of pharmaceutical products, we are
unable to estimate the exact amount of our operating capital requirements. Our future funding requirements will depend on many factors, including, but
not limited to:

»  the successful achievement of preclinical and clinical milestones;
»  continuing our platform research and drug discovery and development efforts;
*  conducting preclinical and clinical trials for our current product candidates and additional product candidates;

» establishing a sales, marketing and distribution infrastructure to commercialize any product candidates for which we may obtain regulatory
approval;

» establishing and maintaining manufacturing and supply chain capacity sufficient to provide adequate supplies of our product candidates to support
our ongoing and planned clinical trials and commercial quantities of any product candidates for which we may obtain marketing approval;

*  maintaining, expanding and protecting our intellectual property portfolio;
*  acquiring or in-licensing other product candidates and technologies;
*  continuing to discover and develop additional product candidates; and

»  hiring additional personnel to support our program development efforts to obtain regulatory approval and securing additional facilities for
operations; operating as a public company upon completion of this offering.

Because of the numerous risks and uncertainties associated with pharmaceutical product development, we are unable to accurately predict the timing or
amount of increased expenses or when or if we will be able to achieve
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or maintain profitability. Even if we are able to generate product sales, we may not become profitable. If we fail to become profitable or are unable to
sustain profitability on a continuing basis, then we may be unable to continue our operations at planned levels and be forced to reduce or terminate our
operations.

Cash Flows

The following table summarizes our cash flows during the periods indicated:

Three months ended

Year ended December 31, March 31,
2017 2018 2018 2019
(in thousands) (in thousands)
Net cash used in operating activities $(40,488) $(136,643) $(17,951) $(59,140)
Net cash used in investing activities (464) (21,036) (15,177) (2,427)
Net cash provided by (used in) financing activities 112,983 501,548 15,693 (1,651)
Net increase (decrease) in cash and cash equivalents and restricted cash $ 72,031 $ 343,869 $(17,435) $(63,218)

Net Cash Flows from Operating Activities

Net cash used in operating activities for the three months ended March 31, 2019 was $59.1 million and primarily consisted of our net loss of $69.4
million and changes in net operating assets and liabilities of $0.7 million, which were partially offset by non-cash charges of $11.0 million. The net
change in operating assets and liabilities were primarily due to a decrease of $2.0 million in accounts payable due to timing of payments to vendors, an
increase of $1.9 million in other assets due to deferred offering costs, a decrease of $0.4 million in accrued compensation and benefits and an increase of
$0.3 million in prepaid expenses and other current assets, which were partially offset by an increase of $2.2 million in other accrued liabilities due to
increased consulting accruals and increase of $1.7 million in accrued research and development liabilities due to increased activities at CROs and
CMOs. Our non-cash charges primarily consisted of a $4.6 million loss from PellePharm, $2.2 million for equity-based compensation expense, $2.0
million for acquired in-process research and development assets and $1.5 million of expense related to the revaluation of the LEO Call Option liability.

Net cash used in operating activities for the three months ended March 31, 2018 was $18.0 million and primarily consisted of our net loss of $42.4
million, which was partially offset by non-cash charges of $18.3 million and a change in net operating assets and liabilities of $6.1 million. Our non-
cash charges primarily consisted of $16.9 million for acquired in-process research and development assets due to asset acquisition by QED in January
2018, $0.8 million in equity-based compensation expense and $0.4 million from change in fair value of Eidos financial instruments. The net change in
operating assets and liabilities was primarily due to an increase of $4.3 million in accounts payable and increase of $3.1 million in accrued research and
development liabilities, both due to due to an increase in the level of research and development expenses and timing of receipt of invoices from and
payments to vendors. These amounts were partially offset by an increase of $1.7 million in prepaid expenses and other current assets primarily due to
increase in prepaid research and development costs at QED and an increase of $1.0 million in other assets.

Net cash used in operating activities for the year ended December 31, 2018 was $136.6 million and primarily consisted of our net loss of $169.5 million,
which was partially offset by non-cash charges of $10.3 million and a change in net operating assets and liabilities of $22.5 million. Our non-cash
charges primarily consisted of $17.9 million for acquired in-process research and development assets, $6.1 million for equity-based compensation
expense, and $3.0 million of expense related to the LEO Call Option. These changes were partially offset by a $19.3 million gain on the deconsolidation
of PellePharm. The net change in operating assets and liabilities was primarily due to an increase of $16.7 million in accounts payable due to an increase
in the level of research and development expenses and timing of payments to vendors, an increase of $5.8 million in accrued research and development
liabilities, an increase of $3.4 million in accrued compensation and benefits due to
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higher headcount, an increase of $3.4 million in other accrued liabilities and an increase of $0.2 million in other liabilities. These changes were partially
offset by an increase of $6.1 million in prepaid expenses due to the timing of prepaid clinical and research related expenses.

Net cash used in operating activities for the year ended December 31, 2017 was $40.5 million and primarily consisted of our net loss of $43.8 million,
which was partially offset by non-cash charges of $2.1 million and a change in net operating assets and liabilities of $1.2 million. Our net non-cash
charges primarily consisted of $1.8 million for equity-based compensation expense and $0.3 million for depreciation and amortization. The net change
in operating assets and liabilities was primarily due to an increase of $1.6 million in accounts payable, an increase of $2.6 million in accrued research
and development liabilities, an increase of $1.1 million in accrued compensation and benefits, and an increase of $0.3 million in other liabilities. These
changes were partially offset by an increase of $4.3 million in prepaid expenses and other current assets and an increase of $0.1 million in other assets.

Net Cash Flows from Investing Activities

Net cash used in investing activities for the three months ended March 31, 2019 was $2.4 million, which consisted of $2.0 million paid for in-progress
research and development assets acquired in connection with Phoenix Tissue Repair, Inc. asset acquisition and $0.4 million related to purchase of
property and equipment.

Net cash used in investing activities for the three months ended March 31, 2018 was $15.2 million, which consisted of $15.0 million paid for in-progress
research and development assets acquired through asset acquisitions and $0.2 million related to purchase of property and equipment.

Net cash used in investing activities for the year ended December 31, 2018 was $21.0 million, which primarily consisted of $16.0 million paid for
in-progress research and development assets acquired through asset acquisitions, $2.2 million related to purchase of property and equipment and a
$2.9 million decrease in cash and cash equivalents resulting from the deconsolidation of PellePharm.

Net cash used in investing activities for the year ended December 31, 2017 was $0.5 million, which consisted of our purchase of property and equipment
for the purchase of furniture and office equipment, laboratory equipment, and leasehold improvements.

Net Cash Flows from Financing Activities

Net cash used in financing activities of $1.7 million for the three months ended March 31, 2019 was primarily related to $1.0 million in cash
distributions to our members from the sale of our investment in MyoKardia, Inc. and $0.9 million payment of deferred offering costs, partially offset by
$0.2 million in proceeds from repayment of nonrecourse notes.

Net cash provided by financing activities of $15.7 million for the three months ended March 31, 2018 was primarily related to $12.2 million in proceeds
from third-party investors in redeemable convertible noncontrolling interests, $2.5 million in proceeds from term loans, net of issuance costs, and $1.0
million in proceeds from issuance of promissory notes.

Net cash provided by financing activities of $501.5 million for the year ended December 31, 2018 was primarily related to the net proceeds of

$298.7 million from the issuance of our redeemable convertible Series D preferred units, net proceeds of $95.5 million from the issuance of common
stock in connection with the Eidos IPO, proceeds of $58.4 million from third-party investors in redeemable noncontrolling interests, net proceeds of
$56.4 million received from term loans, net proceeds of $36.3 million from the issuance of our redeemable convertible Series C preferred units and
proceeds from the issuance of promissory notes for $1.0 million. These amounts were partially offset by the repurchase of a noncontrolling interest in
Eidos for $44.2 million and repayment of term loans for $1.1 million. The net cash proceeds from the Eidos initial public offering cannot be used by us
or our other subsidiaries and may only be used by Eidos or its subsidiaries, if any.
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Net cash provided by financing activities of $113.0 million for the year ended December 31, 2017 was primarily related to the net proceeds of

$11.8 million from the issuance of our redeemable convertible Series B preferred units, net proceeds of $95.2 million from the issuance of our
redeemable convertible Series C preferred units, proceeds from the issuance of promissory notes for $4.0 million, proceeds from the repayment of
nonrecourse notes for $0.1 million, proceeds from third-party investors in redeemable noncontrolling interests for $2.8 million, and proceeds from the
common stock issuance and stock option exercise by wholly-owned subsidiaries and VIEs for $0.1 million. These amounts were offset by $1.2 million
in cash distributions to our members from the sale of our investment in MyoKardia, Inc.

Contractual Obligations

The following table summarizes our contractual obligations as of December 31, 2018:

Payments Due by Period

More
Less 1to3 3to5 than 5
than 1 year years years years Total
(in thousands)

Operating lease obligations $ 1,924 $ 3,092 $ 695 $ — $ 5,711
Hercules term loans debt $ — $33,764 $21,236 $ — $55,000
Interest on term loans debt and final end of term payment $ 5,200 $ 9,166 $ 4,056 $ — $18,422
Total contractual obligations $ 7,124 $46,022 $25,987 $ — $79,133

In addition to the amount set forth in the table above, we executed the Second Amendment to the Loan and Security Agreement in May 2019 and
borrowed an additional $20.0 million to increase the total principal balance outstanding to $75.0 million, see “—Liquidity and Capital Resources”
above.

We have certain payment obligations under various license and collaboration agreements. Under these agreements we are required to make milestone
payments upon successful completion and achievement of certain intellectual property, clinical, regulatory and sales milestones. The payment
obligations under the license and collaboration agreements are contingent upon future events such as our achievement of specified development,
clinical, regulatory and commercial milestones, and we will be required to make development milestone payments and royalty payments in connection
with the sale of products developed under these agreements. As the achievement and timing of these future milestone payments are not probable or
estimable, such amounts have not been included in our combined and consolidated balance sheet as of December 31, 2018, our condensed consolidated
balance sheet as of March 31, 2019, or in the contractual obligations table above. For additional information regarding certain of our license and
collaboration agreements, see “—License and Collaboration Agreements” below.

In addition, we enter into agreements in the normal course of business with contract research organizations for clinical trials and with vendors for
preclinical studies and other services and products for operating purposes, which are generally cancelable upon written notice. These payments are not
included in the contractual obligations table above.

License and Collaboration Agreements

Our commitments primarily consist of obligations under our agreements entered into with third-party licensors.

Off-Balance Sheet Arrangements

As of December 31, 2018 and March 31, 2019, we did not have any off-balance sheet arrangements, as defined in Item 303(a)(4)(ii) of SEC Regulation
S-K. While we have investments classified as VIEs, their purpose is not to provide off-balance sheet financing.
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Quantitative and Qualitative Disclosures about Market Risk

Our primary exposure to market risk is interest rate sensitivity, which is affected by changes in the general level of U.S. interest rates. We held cash and
cash equivalents of $436.1 million and $373.0 million as of December 31, 2018 and March 31, 2019, respectively. We generally hold our cash in
interest-bearing demand deposit accounts. Cash equivalents consist of amounts invested in money market accounts. Due to the nature of our cash and
cash equivalents, a hypothetical 100 basis point change in interest rates would not have a material effect on the fair value of our cash and cash
equivalents.

As of December 31, 2018 and March 31, 2019, we had $55.0 million in variable rate debt outstanding. The Amended Hercules Term Loan matures in
July 2022, with interest-only monthly payments until January 2021. The original loan of $35.0 million bears interest at a floating rate equal to the
greater of: (i) the prime rate as reported in the Wall Street Journal plus 4.35% and (ii) 9.35% (9.85% as of March 31, 2019) and the additional borrowing
of $20.0 million bears interest at a floating rate of equal to the greater of: (i) the prime rate as reported in the Wall Street Journal plus 3.35% and

(ii) 9.10% (9.10% as of March 31, 2019).
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BUSINESS

Overview

We are a team of experienced drug discoverers, developers and innovators working to create life-altering medicines that target well-characterized
genetic diseases at their source. We founded BridgeBio in 2015 to identify and advance transformative medicines to treat patients who suffer from
Mendelian diseases, which are diseases that arise from defects in a single gene, and cancers with clear genetic drivers. Our pipeline of over 15
development programs includes product candidates ranging from early discovery to late-stage development. Several of our programs target indications
that we believe present the potential for our product candidates, if approved, to target portions of market opportunities of at least $1.0 billion in annual
sales. We have four product candidates in clinical trials that, if positive, we believe could support the filing of an application for marketing authorization.
Two of these product candidates are in Phase 3 clinical trials, one is in a Phase 2/3 clinical trial, and one is in a Phase 2 clinical trial.

We focus on genetic diseases because they exist at the intersection of high unmet patient need and tractable biology. Our approach is to translate
research pioneered at academic laboratories and leading medical institutions into products that we hope will ultimately reach patients. We are able to
realize this opportunity through a confluence of scientific advances, including: (i) identification of the genetic underpinnings of disease as more cost-
efficient genome and exome sequencing becomes available; (ii) progress in molecular biology; and (iii) the development and maturation of longitudinal
data and retrospective studies that enable the linkage of genes to diseases. We believe that this early-stage innovation represents one of the greatest
practical sources for new drug creation.

We believe we have developed a sustainable and scalable product platform that supports the continued growth of our company and the advancement of
our pipeline. Leveraging our product platform, we have a goal of adding two to three programs to our pipeline each year going forward.

Product Platform Current Pipeline

Systematic disease mapping 15 programs targeting diseases at their source
World class R&D minds and capabllities Four Phase 2 or Phase 3 clinical programs
Partnered with leading institutions Focus on Mendelian diseases and targeted oncology
Focus on capital efficiency Small molecules, biologics, gene therapies
Best owner mentality 5+ therapeutic areas
Continued growth Present value and
and terminal value near-term catalysts
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Our Platform

Our platform is distinguished by several key elements:

World class discovery and development talent: Our team has previously submitted over 30 INDs and 15 NDAs, in aggregate. Our operations
are overseen by a Management Committee that is comprised of renowned leaders in cancer and rare disease drug development.

Disciplined approach to target identification and prioritization: We pair a systematic mapping of the genetic disease landscape with a
proprietary set of over 10 criteria to narrow our focus on diseases with attractive attributes for drug development. We look for diseases with high
unmet need and well-characterized mechanisms that present opportunities to address the root cause of disease.

Opportunistic approach to drug candidate selection: We seek the best science and drug mechanisms of action, wherever they can be found. We
accept programs that meet our standards at any stage of development, and we are agnostic to therapeutic area. However, we only pursue programs
with treatment modalities that we believe are biologically suited to address the target disease.

Focus at the level of each program: We maintain a decentralized structure wherein each program is housed in its own subsidiary. This allows us
to build a team of experts and specialists tailored to the needs of each program, and who are economically incentivized at the program level. We
enable our subsidiary leaders to make certain operational decisions outside of a centralized management hierarchy, as we fundamentally believe
that those operators who have the most intimate program knowledge are best positioned to make key operational decisions.

Operational efficiency: We aim to rapidly and decisively advance our product candidates to objective critical decision points. At each stage of
research, discovery, or development, we direct resources toward the opportunities that we believe are the most promising, and we discontinue
programs that do not meet performance thresholds. We field a minimum viable team for each asset, with the goal of ensuring that each program
has sufficient personnel to fit its purpose while reducing excess overhead costs. We accomplish this by hiring the best talent, centralizing and
sharing certain support functions across various programs, and leveraging external providers where appropriate. This enables us to minimize
traditionally fixed costs at the program level.

Portfolio breadth and diversification: We have built a broad and diversified portfolio with 15 programs that vary across stage of development,
therapeutic category and modality. We believe that our programs are biologically uncorrelated, covering different diseases, different targets, and
different modalities, such that the results of one program will not impact the development of others. Further, the breadth of our portfolio mitigates
the impact of failure of any single program. As a result, we can be objective about each of our programs and allocate capital efficiently, delivering
staged funding across our portfolio based on each program’s scientific merits.

Optimized ownership for each program: When we believe that we are best suited to continue a program’s development, we will continue to
fund it internally. If we believe a strategic partner is better suited to progress a program, we will consider externalizing development at
economically attractive terms.

Our Pipeline

Our product platform supports the advancement of our current pipeline, which includes over 15 development programs that can be divided into three
key categories:

Mendelian: Ten small molecule and protein replacement product candidates, of which two are currently in Phase 3 clinical trials, one is in a
Phase 2/3 clinical trial, one is in a Phase 1/2 clinical trial, three are currently in IND-enabling development and three are in lead optimization.
Over the next 24 months, we expect to have at least six of these product candidates in clinical development. Several of our product
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candidates in this category target some of the most prevalent Mendelian diseases, including ATTR and achondroplasia. Two of our programs in
this category have received breakthrough therapy designation from the FDA.

Oncology: Four targeted oncology programs, including one in Phase 2 clinical development, of which one is in IND-enabling development and
two are in lead optimization, that address key oncogenic pathways including FGFR, KRAS and SHP2. These programs have potentially broad
applicability across a number of solid tumor types with high unmet patient need.

Gene therapy: Focused on developing treatments for Mendelian diseases that are particularly suited to gene therapy. Our two programs are both
in IND-enabling development and we expect both of these programs to be in the clinic by 2020. Our gene therapy programs are led by executives
who have substantial domain expertise and are recognized leaders in this field, and we are actively building our gene therapy capabilities.

Of our development programs, we believe the following, which we refer to as our key value drivers, have the greatest potential to drive significant value
for our company due to a combination of factors, including their stage of development, potential availability of expedited development pathways, degree
of unmet medical need and potential market size in the applicable target indication:

BBP-265 (also known as AG10, under development at our subsidiary, Eidos Therapeutics, Inc.), a small molecule stabilizer of TTR that is in an
ongoing Phase 3 clinical trial for the treatment of ATTR-CM.

BBP-831 (under development at our subsidiary, QED Therapeutics, Inc.), a small molecule selective FGFR1-3 inhibitor being developed for the
treatment of FGFR-driven cancers and achondroplasia, for which we intend to submit an NDA in 2020 for the treatment of CCA as a second-line
or later therapy.

BBP-631 (under development at our subsidiary, Adrenas Therapeutics, Inc.), an AAV5 gene transfer product candidate in preclinical development
for the treatment of CAH, driven by 210HD.

BBP-454 (under development at our subsidiary TheRas, Inc.), a preclinical development program for small molecule inhibitors of KRAS for the
treatment of pan-mutant KRAS-driven cancers, which act via two novel binding pockets.
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The following table summarizes our material development programs, their estimated patient populations, their therapeutic modalities and their

development status:
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Our Focus

We focus on developing medicines for genetic diseases that arise from mutations in patients’ DNA. These mutations can be either inherited or arise
spontaneously. The genetic diseases we target include both Mendelian diseases and certain cancers with clear genetic drivers.

We are focused on genetic diseases due to several inherent advantages:

*  Clear targets for drug development: Genetic diseases often provide direct links from the mutation and pathway of disease to symptoms. This
mechanistic clarity allows us to identify tractable targets and develop product candidates whose mechanism of action is designed to treat the
source of the disease.

*  Historically higher than average probability of success: We are pursuing drug development for indications generally classified as orphan
diseases. Between 2006 and 2015, drug programs in orphan designated indications had, on average, a 2.5 times higher likelihood of successful
development from Phase 1 to approval than drugs across all indications.

*  High unmet need and meaningful commercial opportunity: Thousands of genetic diseases exist and affect millions of individuals worldwide.
Over 7,400 rare Mendelian phenotypes have been identified. However, since 1996, the FDA has approved fewer than 70 treatments for genetically
driven conditions. This presents a vast unmet patient need which we believe we can help address.
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Our Platform

Our product platform consists of our people and our process.
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Our People

We are led by a Management Committee that includes respected leaders in the field of drug development who have worked together previously. This
team includes our founders Charles Homcy, Frank McCormick, Phil Reilly and Neil Kumar, and is supplemented by our Chairman of Research &
Development, Richard Scheller, and our senior advisor, Len Post. Our research and developments efforts are spearheaded by Chief Scientific Officer,
Uma Sinha, and leading medicinal chemist Robert Zamboni.

Our team has contributed to the development of more than 30 molecules from preclinical development through IND submission and more than 15
approved products. Our team has a rich set of experiences at the intersection of genetic disease and company leadership, including founding and
leadership roles at companies including bluebird bio, Inc., Genentech, Inc., Global Blood Therapeutics, Inc., MyoKardia, Inc., Onyx Pharmaceuticals,
Inc., Portola Pharmaceuticals, Inc. and Voyager Therapeutics, Inc.

Our subsidiaries’ management teams consist of individuals with diverse backgrounds, including entrepreneurs, experienced scientists and business and
science-oriented professionals. The complementary skills of these groups facilitate the creation of lean teams with overlapping strengths well-suited to
our empowered, decentralized management model.

Due to our leaders’ relationships and experience, we have built a deep network of relationships across the genetic disease space, with leading
institutions, academics and industry.

Our Process

Our process is comprised of three components: new program identification and selection, operations and capital allocation.
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New Program Identification and Selection

A disciplined and proactive approach to identifying and selecting new programs is central to our platform. We see the following as critical elements of
our new program identification and selection process:

Comprehensive mapping of the genetic disease space: To prospectively inform our search for new development candidates, we pair a
systematic mapping of the genetic disease landscape with a proprietary set of over 10 criteria to narrow our focus on diseases with attractive
attributes for drug development. We maintain a science-driven, constantly evolving perspective on the universe of potential development targets
driving the diseases we prioritize.

Targeting well-characterized mechanisms of disease at the source: We seek to treat genetic diseases by correcting disease pathobiology at its
source. By targeting the source, our goal is to mitigate the risks that compensatory pathways may overcome the interventions that we seek to
develop. This requires a robust understanding of genotype and phenotype relationships and of the biological pathways involved in each disease.
Based on our deep understanding of disease mechanisms, we employ therapeutic modalities that we believe are biologically suited to address the
target disease.

Leveraging deep relationships within the genetic disease area: Our contacts and partnerships provide us with access to a wide range of ongoing
scientific work in genetic disease areas. We also remain proactive, constantly surveying the landscape for potentially actionable opportunities. To
date, we have executed partnerships with leading academic institutions such as Boston Children’s Hospital, Cincinnati Children’s Hospital
Medical Center, MD Anderson Cancer Center, the University of California San Francisco, St. Jude Children’s Research Hospital, and others. We
plan to continue to grow and expand these types of relationships.

Thorough vetting combined with early and decisive action: We follow a disciplined and methodical approach to review new opportunities
before committing capital to a development program. Our Management Committee reviews all potential development programs utilizing a number
of parameters to vet the attractiveness of investments, with a clear focus on the underlying science. These parameters include mechanistic
rationale, preclinical and clinical data generated, potential commercial viability, intellectual property position, prospects for favorable pricing and
reimbursement and the potential impact of competition. In addition, our Management Committee is focused on portfolio fit and capital allocation.
Once we deem an opportunity appropriate, we move rapidly to acquire or license the asset.

Decentralized, Asset-Focused Operations

We employ a decentralized operating model designed to enable robust scientific discovery and drug development in a scalable and capital efficient
manner. As a feature of this model, we establish subsidiary organizations organized around individual product candidates which are directly responsible
for the advancement of each asset. Our approach empowers operational decision making at the level of the program, which we believe increases
productivity and speed. Key elements of our operating model include:

Subsidiary teams incentivized on individual asset outcomes: We build teams of experts and specialists tailored to the needs of each program
who are economically incentivized at the program level. This creates an intense focus on advancing drug candidates to patients. Our structure
leaves certain operational decision-making in the hands of those closest to the programs. We believe that this results in faster and better decision
making.

Lean cost structure at the program level: We build our teams with a view towards fielding the minimum viable team for each program. This
requires hiring the best talent and using best-in-class external providers wherever possible. Our approach allows us to maintain what we believe is
among the lowest ratios of headcount to development candidate programs in the industry. As of March 31, 2019, we had fewer than 155 full time
employees, including 19 at the parent company and 133 at subsidiaries. We often assemble teams around early stage assets comprised initially of
fewer than five people, growing to approximately ten people at the IND-enabling stage. Once a program is in the clinic, we will size and structure
a team commensurate with need, subject to our minimum viable team approach.
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Minimization of overhead and fixed costs: Our central team provides operating leverage to our program teams by providing certain shared
services and workspaces. We believe this enables us to minimize overhead costs that may otherwise be incurred by individual companies that are
required to build out full non-R&D support functions and fixed cost infrastructure, despite relatively small pipelines.

Small central team incentivized on portfolio outcomes: At the parent company level, we maintain a small central team focused on

(i) identifying and securing new programs, (ii) setting up new subsidiaries and (iii) recruiting key management team members. The central team is
also responsible for raising and allocating capital across the portfolio in collaboration with the Management Committee. Central team members are
compensated with equity at the parent level, and are thereby incentivized to maximize value of the portfolio.

Capital Allocation Approach

Our approach to capital allocation is designed to help mitigate the inherent risks of drug development, while, at the same time, maximizing opportunities
to create value for shareholders and patients. This capital allocation approach is guided by the following core tenets:

Staged funding based on scientific results: We seek to ensure objective and science-driven decision making when investing in each of our
programs. We therefore fund programs with capital sufficient to reach key decision points in their development. Upon reaching these decision
points, our Management Committee reviews the data generated by the program and re-evaluates whether the program warrants continued
investment. If a program passes such a decision point, we continue to fund its development. If not, we may discontinue its development. Given the
risks inherent in early-stage development, we spend judiciously on early stage opportunities.

Optimized program ownership: Our goal is to ensure that each of our programs has the resources and expertise needed to provide the best
possible chance to reach patients broadly. While we generally intend to develop our programs through approval and ultimately self-commercialize,
we may consider entering into strategic partnerships for our programs when we believe such partnerships will further our goals and are
economically attractive.

Broadly diversified portfolio: While we are focused on developing assets in a category with what we believe are meaningfully increased odds of
successful development, we recognize that we will likely experience development failures. Given this expectation, we have built a broad and
diversified portfolio to mitigate the impact of this risk. Our portfolio of programs in development spans a range of therapeutic areas, modalities
and stages of development. We believe that our programs are uncorrelated, with the success or failure of any individual program being decoupled
from the outcome of others in the portfolio, and that this approach provides a fundamentally reduced corporate risk profile.
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Our Pipeline
Pipeline Growth

Since our inception, we have actively built our pipeline through business development efforts, including the acquisition and in-licensing of assets, and
advancing programs through internal stage-gates. The following chart shows the growth of assets in our pipeline:

16 16
Total 9
Programs 5
1
2015 2016 2017 2018 2019 (To-Date)
We have advanced our product candidates through key stage-gates as shown below:
&
Internal
Program
Advancement 2
1 1
2015 20186 2017 2018 2019 (To-Date)
I Lead-Optimization to [ IND Enablingto Ph1 [l Ph1toPh2 Il Ph2toPh3

IND Enabling
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Summary and Key Catalysts

The following table summarizes our programs, their current status and upcoming catalysts:
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KEY VALUE DRIVERS
BBP-265/AG10 (Eidos): TTR Amyloidosis

Summary *  We are developing BBP-265, an oral small molecule TTR, stabilizer, for the treatment of TTR amyloidosis, or ATTR,
including both cardiomyopathy and polyneuropathy manifestations, or ATTR-CM and ATTR-PN, respectively

Development * Ongoing — Phase 3 clinical trial in ATTR-CM

Status and + 2019 - Planned initiation of Phase 3 clinical trial in ATTR-PN

Catalysts
* 2019 — Anticipated reporting of data from ATTR-CM Phase 2 open-label extension on safety and key cardiac biomarkers
* 2021 - Anticipated reporting of 12-month 6MWD data from Phase 3 ATTRibute study in patients with ATTR-CM
* 2021 — Potential NDA submission in ATTR-CM

Disease Overview * Amyloid deposition can cause ATTR-CM (wild-type and mutant) and ATTR-PN. Both manifestations of disease are

progressive, have a significant negative impact on quality of life, and are eventually fatal
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* ATTR is caused by dissociation of TTR tetramers into monomers and subsequent aggregation as amyloid proteins (amyloid
deposition) leading to organ damage

» Prevalence greater than 400,000 worldwide for ATTR-CM, and greater than 10,000 worldwide for ATTR-PN

* Cardiomyopathy diagnosis by non-invasive nuclear imaging and/or endomyocardial biopsy, polyneuropathy diagnosis by
physical exam and/or neurophysiological tests

* No established standard of care exists globally for ATTR-CM, though tafamidis has recently been approved for this
indication in the United States and Japan. Tafamidis, patisiran and inotersen are currently marketed for ATTR-PN in various

geographies
Our Product * Oral small molecule TTR stabilizer designed to bind TTR and mimic the conformation of the naturally occurring T119M
Concept rescue mutation, which “super-stabilizes” TTR tetramers

» Potential to halt or reverse cardiomyopathy and neuropathy progression

* In a Phase 2 clinical trial completed in ATTR-CM patients, BBP-265 was well-tolerated, and findings showed near complete
TTR stabilization and restoration of normal serum TTR levels

» There is a strong correlation between level of TTR stabilization, TTR serum levels, and disease severity. We believe that
clinical outcomes may be correlated to the level of TTR stabilization

« TTR is an important biological molecule. We believe that therapeutic interventions that increase serum TTR are likely to
result in better clinical outcomes than therapies that decrease serum TTR levels, assuming similar levels of monomer
concentration

Key Competitors » Tafamidis, a TTR tetramer stabilizer
« Patisiran, a RNAi TTR knockdown agent

» Inotersen, an antisense oligonucleotide TTR knockdown agent

Disease Overview

ATTR is a disease caused by destabilization of TTR tetramers resulting in amyloid deposition. TTR is a protein that occurs naturally in the form of a
tetramer, which is a molecular structure consisting of four identical subunits, or monomers, and performs multiple physiologic roles, including the
transport of essential hormones and vitamins. In ATTR, TTR tetramers become destabilized due to a mutation in the TTR gene or as part of the natural
aging process. Destabilized TTR dissociates into monomers, self-aggregates and assembles into fibrils which are deposited, predominantly in the heart
and nervous system, driving disease pathophysiology.

ATTR is commonly categorized by its genotypic cause and primary clinical manifestation: wild-type ATTR cardiomyopathy, or ATTRwt-CM, which
results from an age-related process; mutant ATTR cardiomyopathy, or ATTRm-CM; and ATTR polyneuropathy, or ATTR-PN, which is only associated
with TTR mutants. All three forms of the disease are progressive and fatal. ATTRwt-CM and ATTRm-CM patients generally present with symptoms
later in life (older than 50) and have median life expectancies of three to five years from diagnosis. ATTR-PN presents either in a patient’s early 30s or
later (older than 50), and results in a median life expectancy of five to ten years from diagnosis. Progression of all forms of the disease causes significant
disability, impacts productivity and quality of life, and creates a significant economic burden due to the costs associated with patient need for supportive
care. As the disease progresses, ATTRwt-CM and ATTRm-CM patients may require frequent hospitalizations and repeated interventions. ATTR-PN
patients experience gradual loss of the ability to walk without assistance, and autonomic nervous system function affecting digestion and blood pressure.
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The worldwide estimated prevalence of ATTRwt-CM, ATTRm-CM, and ATTR-PN is approximately 400,000, 40,000, and 10,000, respectively.
However, we believe that the cardiomyopathic forms of the disease are significantly underdiagnosed. For example, recent literature has suggested that
between 12% to 19% of patients diagnosed with heart failure with preserved ejection fraction may, in fact, have undiagnosed ATTR-CM. This single
segment represents approximately half of the 6.0 million to 7.0 million estimated people with heart failure in the United States alone. With the
increasing availability of disease modifying therapeutics, disease awareness is heightened.

We believe the population of diagnosed ATTR-CM patients is also growing rapidly due to the shift to an accurate and reliable non-invasive diagnostic
imaging technique. Historically, a heart biopsy was required to make a diagnosis of ATTR-CM. Recently, however, it has been shown that scintigraphy
with technetium-labelled radiotracers is a highly accurate, non-invasive and cost effective method for ATTR-CM diagnosis. We believe that both
increased disease awareness and availability of this non-invasive diagnostic imaging technique are allowing for earlier diagnosis of ATTR-CM patients
and the identification of previously misdiagnosed patients.

Our Product Concept

BBP-265 is a clinical-stage orally-administered, small molecule TTR stabilizer being developed to treat ATTR at its source by reducing the level of
amyloid formation through TTR stabilization. This has been shown in preclinical studies and clinical trials to prevent the dissociation of tetrameric TTR
into monomers, and in preclinical studies, to reduce the rate of amyloid fibril formation. In addition, BBP-265 has been shown to lead to increased
circulating levels of tetrameric TTR. BBP-265 has been designed to bind TTR in a way that causes TTR’s conformational structure to mimic that of the
well-characterized T119M variant, a naturally occurring rescue mutation which super stabilizes the TTR tetramer. T119M has been observed to prevent
the dissociation of TTR tetramers into monomers; T119M tetramers dissociate 40-fold more slowly than wild-type tetramers in biochemical assays.
Known as a trans-allelic trans-suppresor, individuals who coinherit the T119M rescue mutation along with a TTR-destabilizing mutation, are protected
against the development of ATTR.

In third party clinical trials of tafamidis and diflunisal, interventional approaches that increased TTR stabilization led to improved outcomes in this
disease and were correlated with increases in serum TTR. Further, based on genetic data, there is a correlation between the level of TTR stabilization,
serum TTR levels, and disease severity. As a result, we believe that serum TTR is a predictive biomarker for disease prognosis and that there may be a
relationship between more effective TTR stabilization, serum TTR levels, and improved clinical outcomes. Based on head-to-head preclinical data, we
believe that BBP-265 has the potential to stabilize TTR to a greater extent than other TTR stabilizers.
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Human genetics suggest TTR stability is associated with disease severity
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The above chart shows the correlation between TTR stability, as assessed using recombinant protein in vitro, and disease severity in ATTR patients. Patients with TTR
variants that result in highly destabilized TTR are nearly 100% likely to develop the disease, like those with the L55P gene variant. Patients who have super-stabilized
TTR, as in the case of individuals with the T119M gene variant, are protected against ATTR and cerebrovascular diseases.

We believe that TTR is an important plasma protein as evidenced by the fact that it is highly evolutionarily conserved, existing in high concentrations in
all vertebrates. We believe that therapies that increase serum TTR are likely to result in better clinical outcomes than therapies that decrease TTR serum
levels, assuming similar levels of monomer reduction. This hypothesis is further supported by two prospective studies of 68,602 participants in Denmark
over an average 32 years of clinical follow-up, which showed that individuals who inherited the T119M mutation in the absence of a TTR pathogenic
gene had higher circulating TTR concentrations, had a lower range of cerebrovascular events, especially fatal or debilitating stroke, and had a five-to-ten
year increase in life expectancy relative to the general population. Additionally, data from a retrospective study at Boston University, suggests a
correlation between serum TTR changes and mortality in ATTRwt-CM patients.

Clinical Data
Phase 2 Data

In April 2018, we initiated our Phase 2 randomized, placebo-controlled, dose-ranging clinical trial of BBP-265 in 49 patients with symptomatic
ATTR-CM, of which 14 had ATTRm-CM. Eligible patients were randomized in a 1:1:1 ratio to placebo or 400 mg or 800 mg of BBP-265 twice daily.
The primary objective of the trial was to evaluate the safety and tolerability of BBP-265 administered to adult subjects with symptomatic ATTR-CM.
The secondary objectives were to characterize the pharmacokinetics, or PK, of BBP-265 in symptomatic ATTR-CM subjects and to describe the
pharmacodynamics, or PD, properties of BBP-265, as well as the PK-PD relationship
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of BBP-265. The PD assessments of TTR stabilization were measured by fluorescent probe exclusion, Western blot and serum prealbumin (TTR). The

trial design is depicted below:

ATTR-CM patients

{wild-type or mutant)
n=49

Key inclusion criteria
* Confirmed ATTR-CM by scan or biopsy, NYHA Class Il or 11

Primary endpoint: safety and tolerability
Secondary endpoints:
Pharmacokinetics

Serum TTR concentration

= =1 prior heart failure hospitalization or clinical evidence of heart

TTR stabilization by FPE and Western blot assays

Enrolled symptomatic ATTR-CM subjects ranged in age from 60 to 86 years of age, with a mean age of 74.1, and 92% of subjects were male. In this
trial, we enrolled subjects exclusively with advanced disease, with 29% of subjects presenting with New York Heart Association (NYHA) Class III heart
failure symptoms and a high baseline NT-proBNP with a mean of 3,368 pg/mL. Additionally, on average, subjects had relatively low TTR at baseline
with a mean of 22.0 mg/dL. The laboratory reference range for serum TTR is 20mg/dL to 40 mg/dL in healthy individuals. Both high NT-proBNP and
low TTR are biomarkers of disease severity. The subject disposition and baseline characteristics are shown below.

Characteristic
Age, mean (range)
Male, n (%)
ATTRm-CM, n (%)
NYHA Class IIL, n (%)
Race, n (%)

White

Black

Other
NT-proBNP (pg/mL)1
Troponin I (ng/mL)2
TTR (mg/dL)3

Placebo BBP-265 400 mg BBP-265 800 mg Total
(n=17) (n=16) (n=16) (n = 49)
73.2 (60-5) 73.8 (60-83) 75.4 (67-86) 74.1 (60-86)
17 (100%) 14 (88%) 14 (88%) 45 (92%)
3 (18%) 6 (38%) 5 (31%) 14 (29%)
5 (29%) 6 (38%) 3 (19%) 14 (29%)
13 (76%) 10 (62%) 12 (75%) 35 (72%)
3 (18%) 4(25%) 3 (19%) 10 (20%)
1 (6%) 2 (13%) 1 (6%) 4 (8%)
3151 £ 2705 3589 + 3020 3377 + 2806 3368 + 2789
0.17£0.30 0.22+0.24 0.10 £ 0.06 0.16 £ 0.22
23.4+£55 23.2+5.7 19.5+4.2 22.0+54

1 NT-proBNP normal range = 0 — 449 pg/mL; NT-proBNP = N-Terminal pro B-type Natriuretic Peptide
2 Troponin I normal range = 0 — 0.02 ng/mL
3 TTR normal range = 20 — 40 mg/dL
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Overall, BBP-265 was well-tolerated in symptomatic ATTR-CM subjects with no lab safety signals of potential clinical concern attributed to study drug.
In this trial, 88% of subjects administered placebo experienced AEs and 63% and 69% of subjects administered 400 mg and 800 mg BBP-265
experienced AEs, respectively. In both the placebo and active treatment groups, most of the AEs were mild to moderate in severity. The most commonly
observed AEs, occurring in four or more subjects across the treatment and placebo groups, were atrial fibrillation, constipation, diarrhea and muscle
spasms. Three subjects reported SAEs during this study. One placebo-treated subject experienced two SAEs of atrial fibrillation and congestive heart
failure and another placebo-treated subject experienced cellulitis in their lower extremity. One BBP-265 treated subject experienced an SAE of shortness

of breath on study, which was considered unlikely to be related to study drug.

As shown in the chart below, subjects in the placebo group experienced a mean 7% reduction in the circulating tetrameric TTR concentrations compared
to baseline. Conversely, subjects administered either 400 mg or 800 mg BBP-265 showed a dose-dependent statistically significant mean increase in
circulating TTR of 36% and 50%, respectively, compared to baseline. Compared to placebo, both the 400 mg and 800 mg BBP-265 arms demonstrated
statistically significant increases in mean circulating TTR (p<0.0001 for both arms). p-value is a statistical calculation that relates to the probability that
the difference between groups happened by chance, with a p-value of less than 0.05 (i.e., less than 5% probability that the difference happened by
chance) generally being used as the threshold to indicate statistical significance. There was a greater observed treatment effect in subjects with mutant
ATTR-CM as compared to subjects with wild-type ATTR-CM, which we believe can be explained, in part, by the lower absolute serum TTR of mutant

ATTR-CM subjects at baseline.

Serum TTR concentration W ATTRwl-CM 85 ATTRmM-CM
& from baseling 1o day 28 (%) < Below normal TTR al Day 28

1505
120%
807
Bl il
"o o coo putilEll

| | L L
Placebo 400 mg BEBP-265 800 mg BBP-265

Mean = -T% Mean = 36% Mean = 50%
Median = -3% Median = 28% Median = 43%

p < 0.0001 p = 0.0001
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The following chart shows that treatment with BBP-265 restored serum TTR concentrations to within the normal range in all subjects at Day 28.

I Within normal range [l Baelow normal range

Baseline serum TTR concentration Day 28 serum TTR concentration
% of subjects % of subjects

Placebo 400 mg BEP-265  BOO mg BBP-265 Placebo 400 mg BBP-265 800 mg BBP-265
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Ex vivo stabilization assays demonstrated near-complete TTR stabilization by BBP-265, with greater than 90% average tetramer stabilization across
subjects treated with 400 mg and 800 mg BBP-265 as shown in the chart below. The stabilization response was consistent across mutant and wild-type
TTR carriers and replicates previously reported clinical and preclinical TTR stabilization data.

I Day 28 trough
TTR stabilization (by FPE} B Day 28 peak
%h occupancy (mean = S0)

120 +

100 4

20 +

Placebo 400 mg BBP-265 800 mg BBP-265
(N=17) (N=16) (N=16)

An open label extension study of the Phase 2 clinical trial remains ongoing. We expect to report results from this study in 2019,
which we expect will include data on safety, key cardiac biomarkers and key echocardiogram parameters.

Phase 1 Data

In our Phase 1 clinical trial, 56 healthy volunteers were administered BBP-265 and at the highest tested dose we observed greater than 95% stabilization
of TTR, on average, across the entire dosing interval and 100% stabilization at peak blood levels. In contrast, the peak blood levels achieved by
tafamidis at 20 mg and 80 mg provided approximately 45% and 60% stabilization at peak blood levels, respectively, in our preclinical studies. We
believe these observations of BBP-265’s comparatively higher stabilization were attributable to BBP-265’s binding mode and specificity for binding to
TTR and not other plasma proteins.

We observed no clinically important AEs or laboratory-based signals of potential clinical concern associated with BBP-265 in healthy adult volunteers
participating in our Phase 1 clinical trial of BBP-265. Most AEs were reported by single subjects, and all were mild to moderate in intensity. The only
AESs that occurred in more than one subject were dry mouth, generalized headache, upper respiratory infection, and dizziness, all of which occurred in
two separate subjects. In our preclinical studies, BBP-265 exhibited a 40- to 80-fold therapeutic window between its target therapeutic blood level and
those concentrations associated with observed, dose-limiting animal toxicity in
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28-day studies. We achieved or exceeded that targeted therapeutic blood level in healthy volunteers and ATTR-CM patients at doses that were well-
tolerated in the Phase 1 and Phase 2 clinical trials.

Preclinical Data

X-ray crystallography indicated that BBP-265 enables hydrogen bonding at the bottom of the thyroxine binding pocket of the TTR molecule, mimicking
the structure of the naturally-occurring T119M rescue mutation. To our knowledge, BBP-265 is the only TTR stabilizer in clinical development or
clinical use that has been observed in models to mimic this super-stabilizing mechanism of the naturally-occurring T119M rescue mutation.

Further, our preclinical studies in models support that BBP-265’s binding to TTR may be highly specific and not significantly affected by the presence
of additional plasma proteins. In contrast, published regulatory documents support that tafamidis also binds to the highly abundant plasma protein
albumin, which competes with tafamidis’ ability to bind and stabilize TTR. This is reflected in the free fraction observed for tafamidis (less than 0.5%)
from the reported literature versus BBP-265 (3.6%) in our preclinical studies, suggesting that the percentage of total drug available for TTR binding may
be greater for BBP-265 than for tafamidis at therapeutic concentrations.

In our preclinical studies using blood samples from ATTR patients, 10 pM BBP-265 also resulted in greater than 85% TTR stabilization across a range
of mutations that led to ATTRm-CM or ATTR-PN, which represent over 70% of all patients with mutation-driven ATTR.
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Clinical Development Plan

In November and December of 2018, we met with the FDA to discuss a potential regulatory path for BBP-265 in ATTR-CM. Following these
discussions, we initiated a randomized, global Phase 3 study of BBP-265 in ATTR-CM patients (ATTRibute-CM). ATTRibute-CM will enroll
approximately 510 subjects with symptomatic ATTR-CM, including both wild-type and mutant TTR carriers with New York Heart Association Class I-
IIT symptoms. Subjects will be randomized 2:1 between treatment (AG10 800 mg twice daily) and placebo. In Part A, change in six-minute walk
distance (6MWD) at 12 months will be compared between treatment and placebo groups as a potential registrational endpoint. We anticipate reporting
12-month 6MWD data from Phase 3 ATTRibute study in patients with ATTR-CM in 2021. If the change in 6MWD is highly statistically significant, we
anticipate submitting an NDA for ATTR-CM in 2021. In Part B, the study will continue for a total duration of 30 months, at which point all-cause
mortality and cardiovascular hospitalizations will be compared between treatment and control groups. A schematic of the trial is shown below:

| . '
ATTRibute-CM study schematic | bb{t&

12 month primary endpoint:
Key inclusion criteria Change in MWD

Subjects with
diagnosed ATTR- 800 mg BBP-265 twice daily
CM (WT or mutant)
N ~ 340
NYHA Class I-lll
800 mg BBP-265

Positive biopsy or

twice daily
9%mTe scan

Placebo
Negative serum/
urine light chain if
dx by “*"Tc scan

N ~170

Screening and

i . Part A Part B' Open label extension
randomization

Secondary endpoints include: Kansas City Cardiomyopathy Questionnaire, serum TTR, TTR stabilization
As local standard of care evolves, concomitant use of approved, indicated therapies may be allowed

6MWD = Six minute walk distance; NYHA = New York Heart Association;
99mTc = Technetium labeled pyrophosphate (PYP) or bisphosphonate (e.g., DPD); dx = diagnosis;
CV hosp = cardiovascular-related hospitalizations

We believe the safety and tolerability data of BBP-265 in healthy volunteers and in ATTR-CM patients will also be relevant for the ATTR-PN patient
population. Subject to authorization from applicable regulatory authorities, we plan to initiate a Phase 3 clinical development program for BBP-265
in ATTR-PN in 2019. We do not intend to file an IND with the FDA for this indication as we plan to conduct this study outside of the United States.

Market Opportunity

We believe that the total market for ATTR therapeutic interventions will continue to grow for the foreseeable future as the population of diagnosed
patients increases as a result of heightened disease awareness and the adoption of non-invasive diagnostic techniques. As such, if BBP-265 is approved,
we believe that there could be a significant population of newly diagnosed patients who can be treated with BBP-265 who have not previously been
treated with a disease-modifying therapy.
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If approved, we believe that BBP-265 could have meaningful commercial potential. Further, we believe that BBP-265, if approved, may present
advantages over other therapeutics based on the tolerability of BBP-265 observed in our clinical trials to date and its intended oral route of
administration.

Key Competitors

There are three primary therapeutic approaches being studied as treatments for ATTR: TTR knockdown, TTR stabilization and TTR clearance, each of
which is expected to compete with BBP-265, if approved.

Among therapeutics that are designed to stabilize TTR, potential competitors include: Vyndamax (tafamidis) and Vyndagel (tafamidis meglumine),
which are approved in the United States and Japan for the treatment of ATTR-CM and which are approved in certain countries outside the United States
for the treatment of ATTR-PN; SOM0226 (tolcapone, CRX-1008), being developed by Corino Therapeutics Inc.; and diflunisal, a generic, non-steroidal
anti-inflammatory drug, or NSAID, that is approved for symptomatic treatment of mild to moderate pain, osteoarthritis and rheumatoid arthritis with a
boxed warning for cardiovascular and gastrointestinal risk.

Among therapeutics that are designed to knock down TTR, potential competitors include: ONPATTRO (patisiran), currently marketed by Alnylam
Pharmaceuticals, Inc., or Alnylam, for the treatment of ATTR-PN; vutrisiran, currently being developed by Alnylam; TEGSEDI (inotersen), which was
developed by Ionis Pharmaceuticals, Inc. and is currently being marketed by Akcea Therapeutics, Inc. for the treatment of ATTR-PN; and preclinical
compounds being developed by Intellia Therapeutics, Inc. and Arcturus Therapeutics, Ltd.

Among therapeutics targeting TTR clearance, potential competitors include PRX004, being developed by Prothena Therapeutics plc; and a recombinant
human antibody for ATTR that is in preclinical development by Neurimmune Holding AG.

BBP-831/Infigratinib (QED): FGFR-Driven Cancers

Summary *  We are developing infigratinib, an oral FGFR1-3 selective tyrosine kinase inhibitor, or TKI, for the treatment of FGFR-driven
cancers
Development * Ongoing — Preparation for NDA submission in advanced CCA, as a second-line or later therapy
Status and . . L A . . . . .
Catalysts * Ongoing — Investigator-initiated trial in certain cancers involving FGFR fusions or translocations
+ 2019 — Anticipated first patient enrollment in Phase 3 clinical trial in advanced CCA as a first-line therapy
* 2020 — Planned initiation of Phase 3 clinical trial in adjuvant UC
» 2020 — Anticipated NDA filing for treatment of advanced CCA as a second-line or later therapy
Disease « CCA:
Overview

- Rare, aggressive cancer of the bile ducts of the liver where the majority of newly diagnosed cases are non-resectable

- Incidence of approximately 37,000 in the United States and European Union. Approximately 15% to 20% of patients
have FGFR?2 fusions or translocations

- Standard of care is single-agent or combination chemotherapy
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UC:

- Cancer of the lining of the urinary tract. Most patients with MIBC, and invasive UTUC, will have their tumors excised
as a first line of treatment and are most likely to be candidates for adjuvant therapy. Upon resection, however,
approximately 50% of cases recur within two years

- Incidence of approximately 200,000 in the United States and European Union. In these territories, approximately
45,000 are MIBC and approximately 15,000 are invasive UTUC, which comprise our initial targeted indications.
Approximately 15% to 20% of all patients with MIBC and approximately 50% to 60% of patients with invasive
UTUC have FGFR3 genomic alterations

- There is no standard of care for adjuvant treatment. Some patients may receive platinum-based regimens, but many are
ineligible due to impaired renal function

FGFR genomic alteration status determined through standard genomic screening panels
Other FGFR-driven cancers:
—  Approximately 0.6% of all solid tumor cancers have fusions or translocations in the FGFR gene
- FGFR fusions or translocations are particularly prevalent in gastric adenocarcinoma, glioma, carcinoma of unknown
primary and endometrial carcinoma
Other FGFR-related syndromes

- Tumor-induced ostomalacia, or TIO, is a rare paraneoplastic characterized by bone pain, fractures and muscle
weakness. It is caused by tumoral overproduction of fibroblast growth factor 23 (FGF23), which in many cases can be
cause by an FGFR1 fusion

Our Product
Concept

Oral small molecule FGFR1-3 specific inhibitor

Designed to abrogate signaling via the FGFR1-3 pathways and inhibit cancer growth in FGFR-driven cancers, including CCA
and UC

In Phase 1 and Phase 2 clinical trials, infigratinib has shown activity that we believe to be meaningful in clinical measures
such as overall response rate, in advanced CCA with FGFR?2 fusions or translocations and in UC with FGFR3 genomic
alterations

In advanced CCA, we believe infigratinib could be the first FGFR inhibitor approved for this indication

In UC with FGFR3 genomic alterations, we believe infigratinib, if approved, could play an important role due to the lack of
options for adjuvant treatment for patients who are ineligible or unfit to receive platinum-based therapy

Key Competitors

Pemigatinib, a small molecule FGFR inhibitor
TAS-120, a small molecule FGFR inhibitor

Derazantinib, a small molecule FGFR inhibitor

Disease Overview

FGFRs are a family of genes that regulate multiple biological processes including cell proliferation, angiogenesis, and tissue repair. Amplifications,
mutations, and fusions/translocations in FGFR genes are present
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in multiple cancers, and it is believed that they are key drivers in certain cancer types. FGFR genomic alterations have been shown to be present in
approximately 7% of cancers. FGFR fusions or translocations, more specifically, have been shown to be present in approximately 0.6% of solid tumors.

Below is a table showing the frequency of certain FGFR genomic alterations in different tumor types:

Estimated
Occurrence of
Incidence FGFR genomic Most common
Tumor type (U.S. and EU) alterations* alteration(s)
Cholangiocarcinoma 20,000 15-20% FGFR?2 fusions or
translocations
Urothelial carcinoma 200,000
Non-muscle invasive bladder cancer 130,000 35-60% FGFR3 mutations
Muscle invasive bladder cancer 41,000 15-20% FGFR3 mutations
Non-invasive upper tract urothelial carcinoma 13,000 80-90% FGFR3 mutations
Invasive upper tract urothelial carcinoma 19,500 50-60% FGFR3 mutations
Gastric adenocarcinoma 40,000 10% FGFR2 amplifications,
FGFR2 fusions or
translocations
Glioma 10,000 5% FGFR3 fusions or
translocations, FGFR1
amplifications
Head and neck squamous cell carcinoma 90,000 15% FGFR1 genomic
alterations
Carcinoma of unknown primary 20,000 5-10% FGFR2/3 fusions or
translocations
Endometrial adenocarcinoma 125,000 10-15% FGFR?2 fusions or
translocations

* Approximate percentages

Cholangiocarcinoma

CCA is a rare and aggressive epithelial malignancy of the bile ducts of the liver. Approximately 20,000 new cases are diagnosed each year in the United
States and European Union. The majority of newly diagnosed cases are non-resectable, meaning the malignancy cannot be removed completely through
surgery. CCA, including resectable and non-resectable cases, has a median overall survival, or OS, between 20 and 28 months from diagnosis, and a
five-year survival rate of approximately 25%.

Currently, no product has been specifically approved for the treatment of non-resectable CCA. Standard of care in locally advanced (i.e., non-resectable)
and/or metastatic disease for first-line treatment is platinum-based chemotherapy, which has median with a progression-free survival, or PFS, of
approximately eight months and an OS of approximately 12 months. Approximately 85% of these patients will move on to receive a second-line of
treatment.

Second-line treatment for advanced and/or metastatic CCA is alternative single or combination agent chemotherapy; however, second-line
chemotherapy has shown only single-digit response rates on average. In a comprehensive review of 25 studies, median PFS was 3.2 months and overall
response rate, or ORR, was 7.7% for patients receiving second-line treatment. As a result, the National Comprehensive Cancer Network, or NCCN,
guidelines for the treatment of CCA currently do not recommend any specific regimen for second-line treatments. Further, there are currently no targeted
therapies approved for the treatment of CCA.
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Urothelial Carcinoma

UC is a cancer of the lining of the urinary tract with approximately 200,000 new cases diagnosed each year in the United States and European Union.

UC can be categorized as bladder cancer, or BC, and upper tract urothelial carcinoma, or UTUC. In BC, patients are typically segmented into muscle-
invasive, or MIBC, and non-muscle invasive, or NMIBC disease. UTUGC, in turn, can be classified as invasive or non-invasive disease. We are initially
focused on developing infigratinib for the 45,000 MIBC and 15,000 invasive UTUC cases that occur annually in the United States and European Union.

Patients that present with MIBC or invasive UTUC are typically candidates for surgical resection, specifically radical cystectomy or radical
nephroureterectomy, respectively, as an initial treatment. However, upon resection, approximately 50% of cases will recur within two years of surgery.
Following surgical resection there is no standard of care for adjuvant treatment, especially for cisplatin ineligible patients. There are limited clinical data
suggesting that cisplatin-based adjuvant regimens may increase disease-free survival. And, as renal function is impaired in many patients due to age and
surgical removal of the bladder, ureter and/or kidney, many patients are not candidates for cisplatin-based therapy. Data suggests that approximately
40% to 50% of MIBC patients and 70% to 80% of invasive UTUC patients are cisplatin ineligible after radical cystectomy and radical
nephroureterectomy, respectively.

Our Product Concept

Signaling via FGFR genes is thought to be a key driver of certain cancers, including CCA and UC. As an FGFR1-3 specific inhibitor, infigratinib
abrogates signaling via the FGFR1-3 pathways, interfering with oncogenic signaling and cancer growth.

Infigratinib has shown clinical activity in advanced and/or metastatic CCA with FGFR?2 fusions or translocations, with an ORR of 26.9%, in a Phase 2
clinical trial as described below. In advanced and/or metastatic CCA, limited treatment options make FGFR-directed therapies particularly attractive
potential treatment options.

Infigratinib has also shown clinical activity in advanced and/or metastatic UC with FGFR3 genomic alterations in a Phase 1 expansion cohort, with an
ORR of 25.4%, as described below. The majority of patients with invasive UC undergo surgical resection; however, there is no standard of care for
adjuvant treatment post-surgery, especially for cisplatin-ineligible patients. While there is limited evidence for the use of cisplatin-based chemotherapy
as an adjuvant treatment, many patients are cisplatin ineligible due to poor renal function. We believe that infigratinib could play a meaningful role as an
adjuvant treatment for patients with UC driven by FGFR3 genomic alterations.

Clinical Data

Infigratinib has been studied in ten clinical trials that include four Phase 1 clinical trials in healthy volunteers, three Phase 1 clinical trials in cancer
patients, and three Phase 2 clinical trials in certain cancer patients, and has demonstrated clinical proof of concept in CCA and UC. To date, infigratinib
has been tested in over 600 subjects, including healthy volunteers and cancer patients, and has demonstrated acceptable tolerability.

In the studies described below, the following revised RECIST guideline version 1.1, or RECIST 1.1, criteria, which are the accepted criteria by the
scientific community for the tumor type discussed, were used to define responses:

*  ORR, which is defined as the proportion of patients with a best overall response of partial response, or PR, plus those with complete response, or
CR.

*  Response duration, which is measured from the time of initial response until documented tumor progression.
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»  Disease control rate, or DCR, which is defined as the proportion of patients who have achieved a best overall response of CR, PR, or stable
disease, or SD.

»  Progression free survival, or PFS, which is defined as the time from randomization/start of treatment until objective tumor progression or death,
whichever occurs first.

»  Overall survival, or OS, which is defined as the time from randomization until death from any cause.

CCA Phase 2 Clinical Trial

Infigratinib is being studied in an open-label, single-arm, Phase 2 clinical trial in patients with advanced and/or metastatic CCA, referred to as the ‘2204
trial. The study initially enrolled patients with any FGFR genomic alterations and was later amended to enroll only patients with FGFR2 fusions or
translocations, who represented patients showing the strongest response. To date, we have reported interim data in 71 CCA patients with FGFR2 fusions
or translocations, who had previously received a cisplatin-and gemcitabine-containing regimen, or a gemcitabine-containing regimen (for those who are
considered intolerant to cisplatin) and are continuing to enroll patients in the trial. Patients received infigratinib 125 mg once daily for 21 days followed
by seven days off in 28-day cycles until disease progression. The primary endpoint of the study is ORR. Secondary endpoints include PFS, best overall
response, or BOR, DCR, OS, safety and PK. The median age of enrolled subjects is 53 years, 62.0% are female, 100.0% are FGFR2 fusion or
translocation positive, and 7.0% have co-existing FGFR2 mutations. A significant majority of patients enrolled in the trial were pretreated, with 65.1%
having received at least two prior lines of antineoplastic therapy.

At an interim analysis based on a data cut-off date of August 8, 2018, we observed the following results for FGFR2 fusion or translocation positive
patients. The data presented in the table below are based on patients with potential for confirmation (n=67; patients who had completed or discontinued
prior to six cycles). All responses were investigator-assessed.

ORR, % (95% CI) 26.9 (16.8-39.1)
ORR in patients receiving prior lines of treatment, %

£1 (n=28)* 39.3

32 (n=39) 17.9
BOR: (confirmed and unconfirmed PRs)*, % 32.8
DCR, % (95% CI) 83.6 (72.5-91.5)
Median duration of response, months (95% CI) 5.4 (3.7-7.4)
Median PFS, months (95% CI) 6.8 (5.3-7.6)
Median OS, months (95% CI) 12.5 (9.9-16.6)

Three patients received no prior systemic therapy for advanced or metastatic CCA
¥ BOR defined per RECIST1.1: patients with one scan with greater than 30% change from baseline in target lesions,
without confirmation from a second scan

An intention-to-treat analysis was also performed. In the intention-to-treat population (n=71), ORR was 25.4% and BOR was 31.0%.
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A waterfall chart showing the change in target lesion size for patients in this trial as of the interim analysis date follows (n=64; patients with potential for
confirmation and who had both baseline and one post-baseline assessment available at time of analysis). This chart shows both the change in tumor size,
as well as best response per RECIST 1.1 guidelines, providing a visual representation of patient responses to infigratinib treatment:
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The ORR as of the interim analysis was observed to be higher in the subsegment of patients who had received only one prior line of therapy (39.3%
versus 26.9% for all patients). A waterfall chart showing the change in target lesion size for patients in this subsegment follows (n=27; patients who had
received one or fewer prior lines of systemic therapy for treatment of advanced or metastatic CCA and with potential for confirmation and who had both
baseline and one post-baseline assessment available at time of analysis). This chart shows both the change in tumor size, as well as response per
RECIST 1.1 guidelines, providing a visual representation of patient responses to infigratinib treatment:
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Urothelial Carcinoma Phase 1 Clinical Trial Expansion Cohort

In a Phase 1 open-label, single arm expansion cohort of the ‘2101 study, patients with UC harboring FGFR3 genomic alterations (n=67) received
infigratinib 125 mg once daily for 21 days followed by seven days off in 28-day cycles until progression. Patients enrolled in the trial had a median age
of 67 years, and 68.7% were male. 92.5% of patients had FGFR3 mutations and 7.5% had FGFR3 fusions or translocations. The primary objective of the
2101 study was to determine the maximum tolerated dose, or MTD, and thus the recommended Phase 2
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clinical trial dose and schedule of single agent oral BGJ398 in patients with advanced solid tumors. The key secondary objective of the expansion cohort
in this study was to assess preliminary anti-tumor activity in patients treated with infigratinib. Other secondary objectives included safety, tolerability
and PK analyses. Patients enrolled in the trial were heavily pre-treated, 70% of enrolled patients having received two or more prior lines of therapy. The
endpoint assessment of patients from this trial follows:

ORR, % 25.4 (15.5-37.5)
BOR (confirmed and unconfirmed PRs), % 41.8
DCR, % 64.2 (51.5-75.5)
Median duration of response, months (95% CI) 5.6 (2.3-11.0)
Median PFS, months (95% CI) 3.8(3.1-5.4)
Median OS, months (95% CI) 7.8 (5.7-11.9)

A waterfall chart highlighting the best percentage change from baseline in size of target lesions in this trial follows (n=60; patients with potential for
confirmation and who had both baseline and one post-baseline assessment available at time of analysis). This chart shows both the change in tumor size,
as well as response per RECIST 1.1 guidelines, providing a visual representation of patient responses to infigratinib treatment:
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Of the 67 patients treated in this expansion cohort, eight were diagnosed as having UTUC. In these eight patients, ORR was 50% and DCR was 100%.
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Safety Data

Infigratinib has been studied in over 600 patients to date, including 134 healthy volunteers, 421 oncology patients treated with infigratinib monotherapy,
and 62 oncology patients treated with infigratinib in combination with BYL719, a phosphoinositide 3-kinase, or PI3K inhibitor. To date, at the dose of
125mg daily (three weeks on, one week off), the dose being used in our ongoing and planned Phase 2 and Phase 3 clinical trials, infigratinib has shown
acceptable tolerability with expected on-target class effects. The table below show safety data for all oncology patients (n=421) exposed to infigratinib
monotherapy across all studies, dosing levels, and dosing schedules, and provides a summary of the most frequently observed AEs in 325.0% of
oncology patients:

Hyperphos- Decreased
phatemia Fatigue Constipation Stomatitis appetite Nausea Diarrhea Alopecia
All Grades 61.5% 40.9% 37.1% 33.7% 30.2% 29.0% 27.3% 26.8%
Grade 3+ 6.9% 5.4% 1.0% 4.0% 2.9% 2.9% 2.1% 0.0%

The most commonly reported treatment emergent adverse event of any grade was hyperphosphatemia, occurring in 61.5% of patients.
Hyperphosphatemia is an on-target AE based on FGFR1 inhibition. Other frequently reported AEs included fatigue (40.9%), constipation (37.1%),
stomatitis (33.7%), decreased appetite (30.2%), nausea (29.0%), diarrhea (27.3%), and alopecia (26.8%).

In the ‘2101 trial, a Phase 1 open-label dose-escalation study of 208 patients with advanced solid malignancies across multiple tumor types at multiple
doses, eight grade 3 or 4 AEs (30.8% of grade 3 or 4 AEs observed in this study) were suspected to be related to study treatment, with the most common
events being hypophosphatemia (7.7%) and lipase increase (7.7%). This is generally consistent with the number of grade 3 or 4 AEs related to study
treatment across all studies to date. The following SAEs in the ‘2101 trial were adjudicated as being related to infigratinib: cataract, constipation,
abdominal pain, hyperphosphatemia, hypophosphatemia (each reported in two patients, or 1.0% of patients); and hypercalcemia (reported in three
patients, or 1.5% of patients).

In a Phase 1 expansion cohort of UC patients in the ‘2101 trial, 70.1% of patients discontinued due to progressive disease, 14.9% due to AEs, 3.0% due
to withdrawal of consent, 1.5% due to loss to follow-up, and 1.5% due to death. 35.8% of patients experienced SAEs and 6.0% experienced SAEs
suspected to be related to study treatment.

In an ongoing Phase 2 open-label, single arm study for patients with advanced or metastatic CCA and FGFR2 gene fusions or translocations, or the
€2204 trial, as of August 8, 2018, 61.4% of patients had discontinued due to progressive disease, 9.6% due to AEs, 8.4% due to physician decision, 4.8%
due to withdrawal of consent, 1.2% due to loss to follow-up, 2.4% due to death, and 1.2% for unknown reasons. As of August 8, 2018, 10.8% of patients
had ongoing treatment. 39.4% of patients with FGFR2 fusions or translocations experienced SAEs and 11.3% experienced SAEs suspected to be related
to study treatment.

In the dose-escalation cohort of the Phase 1 clinical trial, the maximum tolerated dose, or MTD, for infigratinib was found to be 125 mg/ day, which is
approximately 2 mg/kg. Per further investigation of tolerability, safety, PD and PK, an alternative dosing schedule, i.e. three weeks on/one week off, at
125 mg was explored. The three weeks on/one week off at 125mg was declared as the recommended Phase 2 dose, or RP2D, by Novartis.

In total, 37.2% (n=157/422) of oncology patients across all trials with monotherapy treatment experienced SAEs. SAEs occurring in greater than 1.0%
of patients included dyspnea (2.4%), general physical health deterioration (2.4%), pyrexia (2.1%), sepsis (2.1%), vomiting (2.1%), abdominal pain
(1.9%), pneumonia (1.9%), anemia (1.7%), hypercalcemia (1.7%), acute kidney injury (1.4%), constipation (1.4%), dehydration (1.4%), nausea (1.4%),
and urinary tract infection (1.4%).

In total, 41.9% (n=26/62) of oncology patients treated with combination treatment experienced SAEs. SAEs occurring in greater than 1.0% of patients
included pyrexia (6.5%), general physical health deterioration (3.2%),
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pleural effusions (3.2%), stomatitis (3.2%), diarrhea (3.2%), deep vein thrombosis (3.2%), dyspnea (1.6%), anemia (1.6%), constipation (1.6%), nausea
(1.6%), dysphasia (1.6%), hyponatremia (1.6%), muscular weakness (1.6%), pain in extremity (1.6%), septic shock (1.6%), small intestinal obstruction
(1.6%), lower abdominanl pain (1.6%), colostridium difficile colitis (1.6%), headache (1.6%), peripheral edema (1.6%), tumor pain (1.6%), hematoma
(1.6%), hyperglycemia (1.6%), hypersensitivity (1.6%), iliac vein occlusion (1.6%), malignant neoplasm progression (1.6%), peripheral swelling
(1.6%), peroneal nerve palsy (1.6%), maculopapular rash (1.6%), rectal hemorrhage (1.6%), renal failure (1.6%), skin infection (1.6%), ureteric
obstruction (1.6%), and wound decomposition (1.6%).

In healthy volunteers (n=134), no SAEs were reported.

Potential Additional Indications

As demonstrated in early clinical data, treatment with infigratinib monotherapy has shown promising activity across multiple tumor types with FGFR
fusions or translocations, including glioblastoma, gallbladder cancer, and carcinoma of unknown primary. Further, preclinical data suggest that
infigratinib is likely to be active in gastric cancer with FGFR activating mutations. Many of Novartis’ trials of infigratinib monotherapy did not
differentially enroll patients by the type of genomic alteration present in tumors. Based on available data, we believe that tumors harboring specific
genomic alterations, including activating mutations, fusions, or translocations are the most likely to be drivers of cancer, and are thus the most likely to
be responsive to infigratinib monotherapy. As we consider development of infigratinib monotherapy in indications outside of CCA and UC, we are
focusing our development in indications with these specific genomic alterations. We believe that some of the negative results obtained in the Novartis
trials, as discussed below, were driven by selection of patients with FGFR amplifications and non-activating mutations, which are genomic alterations
that, we believe, may not be key drivers of cancer.

Preclinical data also provide proof-of-concept that infigratinib may provide synergistic efficacy in combination with other anti-cancer agents in
indications including: breast cancer in combination with VEGFR inhibitors, and non-small cell lung cancer, or NSCLC, in combination with EGFR
inhibitors or MEK inhibitors. In an FGFR1 amplified breast cancer mouse model, in vivo synergy with ZD6474, a VEGFR inhibitor, was shown in
relation to tumor suppression. In PC9 xenograft mouse models, infigratinib combination with gefitinib (an EGFR inhibitor) prevented development of in
vivo resistance. Further, dual inhibition with infigratinib and gefitinib suppressed in vitro outgrowth of EGFRi-tolerant persister clones. Finally, upfront
combination with trametinib forestalled resistance driven by FGFR1 in NCI-H520 (FGFR1 amplified squamous cell carcinoma), DMS114 (FGFR1
amplified small cell lung cancer), and AN3 CA (FGFR2 mutated endometrial carcinoma) cell lines. We believe these preclinical data provide a rationale
for potential combination trials with infigratinib that are currently being explored.

Other FGFR-related syndromes: tumor-induced ostomalacia

Tumor-induced ostomalacia, or TIO, is a rare paraneoplastic disease characterized by bone pain, fractures and muscle weakness. It is caused by tumoral
overproduction of fibroblast growth factor 23, or FGF23, which acts on the proximal renal tubule, and decrease phosphate reabsorption and 1a-
hydroxylation of 25 hydroxyvitamin D, leading to hypophosphatemia and osteomalacia. In up to 60% of cases, a fibronectin-1(FN1)-FGFR1 fusion has
been identified that may serve as the primary driver of the syndrome. As a result, we believe an FGFR inhibitor, such as infigratinib, may have benefit in
TIO.

Infigratininb is being studied in an ongoing Phase 2, open-label, non-randomized, single-arm, single-site, investigator initiated trial. The primary
objective of the study is to induce a complete metabolic response in patients with TIO, as demonstrated by normalization of FGF23 and phosphate
homeostasis. Patients will be dosed, initially, with 75mg per day, which will be escalated up to 125mg daily dependent upon on patient response. To-date
two patients with TIO have been enrolled in the study and were treated with infigratinib, and
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we expect to enroll up to 10 patients in this clinical trial. Both patients demonstrated normalization or near normalization of FGF23 and normalization of
phosphate levels after treatment.

Other Clinical Trials

The trials of infigratinib conducted with the most advanced clinical data are the ‘2101 and ‘2204 trials discussed above, and two other Phase 2 clinical
trials, the ‘2201 and ‘US04 trials. In certain cohorts in the ‘2101, ‘2201 and ‘US04 trials, low rates of response were observed, which led to a decision to
cease developing infigratinib in these programs. It should be noted that ‘2101, ‘2201, and ‘US04 trials enrolled patients with all FGFR genomic
alterations. While the ‘2204 trial initially enrolled patients with all forms of FGFR genomic alterations, it was subsequently amended to enroll patients
only with FGFR2 fusions or translocations.

+ Inthe ‘2101 trial, the indications with the largest number of patients were squamous non-small cell lung cancer, or sgNSCLC, (n=36), breast
cancer (n=32), and UC (n=75, including 67 patients in a Phase 1 expansion cohort). sqNSCLC and breast cancer patients predominantly displayed
FGFR1 amplifications, whereas UC patients exclusively displayed FGFR3 mutations. In this trial, ORR was observed to be 11.1% in sgqNSCLC,
0.0% in breast cancer, 37.5% in UC patients in the first part of the Phase 1 study (n=8), and 25.4% in UC patients in the Phase 1 expansion cohort
(n=67). ORR across all indications for patients at the MTD or RP2D (n=173) was 13.9%, and DCR was 49.1%. Median PFS for this group was
3.1 months (95% CI: 2.1-3.7 months). OS was not collected for the entire cohort of patients and is only available for the UC expansion cohort,
which was 7.8 months (95% CI: 5.7-11.6 months), as reported above.

e ‘2201 was a Phase 2 open-label, single arm study for patients with recurrent resectable or unresectable glioblastoma performed by Novartis.
Twenty-six patients with FGFR genomic alterations, predominantly amplifications and mutations, were enrolled in the study and responses were
seen in two patients. ORR was 7.6% and DCR was 30.8%. Data is still to be analyzed and median PFS and OS are not available.

* ‘US04 was a Phase 2 open-label, single arm study in patients with pre-identified FGFR-genomic alterations and solid tumors and/or hematologic
malignancies performed by Novartis. Eighty-five patients, the majority of whom had FGFR amplifications or mutations, were enrolled with
multiple tumors. At the last interim analysis, ORR was 7.5% and clinical benefit rate, or CBR, was 15.0% across all indications. Median PFS was
1.8 months (95% CI: 1.8-2.0 months) and median OS was 6.2 months (95% CI: 4.4-9.8 months).

»  The ongoing ‘2204 trial was initiated by Novartis and is now being conducted by us in patients with CCA with FGFR2 fusions or translocations.
At an interim analysis with a cut-off date of August 8, 2018, ORR was 26.9% and DCR was 83.6% in those patients with potential for
confirmation. Other efficacy measures are reported above.

Clinical Development Plans
Advanced CCA

We intend to file an NDA with the FDA for second line and later advanced CCA with FGFR2 fusions or translocations in 2020 with the data that have
been generated to date from clinical trials of infigratinib, following meetings with the FDA in 2019, including a planned pre-submission meeting with
the Center for Drug Evaluation and Research and the Center for Devices and Radiological Health in mid-2019 to discuss analytical validation and
clinical bridging to support the marketing authorization pathway for the companion diagnostic we are developing with FMI. We believe that approval of
this companion diagnostic via the premarket approval, or PMA, pathway will be required for approval of an NDA for infigratinib; however, based on
our interactions with the FDA to date, we do not expect to have to perform any additional clinical work specifically related to the companion diagnostic
we are developing with FMI. We expect to continue to enroll approximately 20 additional subjects in the ongoing CCA Phase 2 clinical trial (‘2204).
Subject to additional communications with the FDA, we do not expect that data from these patients will be necessary to file our NDA.
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First-line CCA

We anticipate enrolling the first patient in a Phase 3 randomized, open-label clinical trial of infigratinib as a first-line therapy for CCA compared to
gemcitabine and cisplatin in advanced and/or metastatic CCA with FGFR2 fusions or translocations in 2019. The trial design for this study follows, with
a target enrollment of approximately 350 patients globally:
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Adjuvant Urothelial Carcinoma

We expect to initiate a Phase 3 randomized, double-blind, placebo controlled clinical trial in cisplatin-ineligible adjuvant UC with FGFR3 genomic
alterations in 2020. The trial design for this study follows with a target enrollment of approximately 250 patients globally:
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Other Cancers with FGFR Fusions or Translocations

We are exploring potential clinical development paths for infigratinib in additional FGFR fusion or translocation-driven cancers, as we believe that
fusions or translocations are the most likely FGFR genomic alterations to be sensitive to infigratinib monotherapy, based on available data. To date,
infigratinib has shown responses in FGFR fusion or translocation-driven CCA and UC, as well as gallbladder cancer, carcinoma of unknown primary,
and glioblastoma. An investigator initiated trial has been initiated at the Ohio State University to study infigratinib in patients with multiple tumor types
exhibiting FGFR fusions or translocations to further explore the activity of infigratinib in FGFR fusion or translocation-driven solid tumors. Expected
enrollment in the trial is approximately 50 patients. Based on data generated from this investigator-initiated trial, as well as ongoing translational
research, we plan to implement a development strategy for a tumor agnostic approach, i.e., pursuing approval based on a biomarker rather than a specific
cancer indication.

Key Competitors

There are eight other FGFR targeted assets currently known to be in clinical development. These product candidates have not been compared with
infigratinib in head-to-head studies. However, efficacy and tolerability data of competitive compounds appears to be in-line with the data from clinical
studies of infigratinib.

Key competitors include pemigatinib, an FGFR TKI under Phase 2 and Phase 3 clinical development by Incyte Corporation, TAS-120, an FGFR TKI
under Phase 2 clinical development by Taiho Oncology, Inc., derazantinib, an FGFR TKI under Phase 2 and Phase 1/2 clinical development by ArQule,
Inc. in collaboration with Basilea Pharmaceutica International Limited, erdafitinib, an FGFR TKI under development by Janssen Pharmaceuticals, Inc.
for which an NDA has been submitted, vofatamab, an FGFR3 monoclonal antibody under Phase 1/2 clinical development by Rainier Therapeutics, Inc.
and rogaratinib, an FGFR TKI under Phase 2/3 clinical development by Bayer AG.

BBP-831/Infigratinib (QED): Achondroplasia

Summary *  We are developing infigratinib, an oral FGFR1-3 selective TKI in preclinical development for the treatment of
achondroplasia at a significantly lower dose than those doses studied in our oncology programs for infigratinib

Development * 2020 — Planned IND submission and initiation of Phase 1/2 clinical trial
Status and .. . .. . .
Catalysts + 2021 - Anticipated reporting of clinical proof-of-concept data from Phase 1/2 clinical trial
Disease * Achondroplasia is the most common form of disproportionate short stature
Overvie
verview + All cases are driven by autosomal dominant FGFR3 gain of function mutations. This leads to downstream signaling
through both the MAPK and STAT1 pathways, which impacts hypertrophic differentiation and chondrocyte proliferation,
respectively
+ Prevalence of greater than 55,000 in the United States and European Union, incidence of one in 10,000 to 30,000 live
births worldwide
+ Diagnosis: often suspected prenatally based on shortened long bones and macrocephaly on ultrasound and confirmed by
molecular testing after birth. No disease modifying treatments are currently approved in the United States or European
Union
Our Product * Oral small molecule FGFR1-3 specific inhibitor
Concept

» Has the potential to treat the disease at its source by reducing FGFR3 downstream signaling. Unlike CNP mimetics, this
approach also inhibits downstream STAT1 signaling

+ Preclinical data have demonstrated proof of concept in a mouse model of achondroplasia at doses significantly below those
doses studied in our oncology clinical trials
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Key Competitors *  Vosoritide, a CNP mimetic

+ Transcon CNP, a long-acting CNP mimetic

TA-46, a FGFR ligand trap

Disease Overview

Achondroplasia is the most frequent cause of disproportionate short stature, and FGFR3 mutations have been shown to be the molecular source of the
condition. Achondroplasia has a prevalence of greater than 55,000 in the United States and European Union, and an estimated worldwide incidence of
one in 10,000 to 30,000 live births. The condition leads to a disproportionate short stature with anomalies in bone development and potential for
foramen magnum stenosis, spinal stenosis, cardiovascular complications and obesity. The average height is approximately 4’4” for a male and 4’1” for a
female with achondroplasia. Lifespan and intelligence are most often normal.

Achondroplasia is an autosomal dominant condition caused by a gain-of-function point mutation in the FGFR3 gene. Approximately 97% of cases are
due to G380R substitution and 80% of cases are the result of de novo mutations. FGFR3 is expressed in osteoblasts and chondrocytes where it plays a
critical role in regulating bone growth through the MAPK pathway, which drives hypertrophic differentiation, and through the STAT1 pathway, which
drives chondrocyte proliferation. Apart from growth hormones, which are approved in Japan, we are not aware of any other medicines approved for
marketing by the FDA or the EMA for the treatment of achondroplasia.

Our Product Concept

FGFR3 gain-of-function mutations are the driver behind the pathophysiology of achondroplasia. As an FGFR1-3 inhibitor, we believe that infigratinib
has the potential to decrease pathologic signaling downstream of FGFR3 and treat achondroplasia at its source.

Preclinical proof of concept has been demonstrated in an achondroplasia mouse model at dose levels as low as 2% of those used in our oncology trials.
In our Phase 1 dose escalation clinical trials of infigratinib, we saw acceptable tolerability, including no instances of hyperphosphatemia, at three to six
times the expected dose level in our achondroplasia trials. Based on these results, we do not expect significant tolerability issues at the proposed dose
level in the clinic.

Preclinical Data

Infigratinib has been studied preclinically in a mouse model of achondroplasia that recapitulates anomalies of the growth plates, vertebrae, and
intervertebral discs. Investigators observed that infigratinib rescued ex vivo bone growth of mutant mouse embryo femurs after six days of treatment.
Further, 15 days of treatment showed in vivo bone growth, which mimics human achondroplasia in many respects. Effects on both appendicular and
axial skeletal parameters were observed in this study.
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Below are figures demonstrating the extent of femur growth and intervertebral disc width rescue in wild-type, untreated model, and infigratinib treated
(2 mg/kg) model mice:

FGFR3 wild type FGFR3 mutant mouse FGFR3 mutant mouse
Mo treatment Mo treatment Infigratinib treatment

Inter-vertebral
disc width

In vivo bone growth was further demonstrated at lower doses (0.2 mg/kg and 0.5 mg/kg) by the same laboratory. Together, preclinical studies at all doses
have demonstrated meaningful increases in skeletal growth parameters between treated and untreated mutant mice, as follows:

Increase in length compared to non-treated mouse (%)

=0.2mgkg =0.5mgkg =2mgkg

Fermur Tibia Humearus Ulna Radius Foramen Magnum

Notably, treatment with infigratinib did not modify the expression of FGFR1 in the hypertrophic zone of the growth plate. The effects seen were mainly
due to FGFR3 inhibition, with no other gross side effects being observed in these preclinical studies.

Clinical Development Plan

Subject to the completion of ongoing juvenile and chronic toxicity studies, we expect to file an IND for infigratinib in achondroplasia and initiate a
Phase 1/2 clinical trial in 2020. The Phase 1/2 clinical trial is designed as an open-label, dose-escalation and expansion trial in children with
achondroplasia prior to growth
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plate closure. The primary objective of this study will be to assess safety and tolerability in children with achondroplasia. Secondary objectives will
include PK analyses, change in growth velocity, and assessment of quality of life.

Key Competitors

Infigratinib is the only direct FGFR1-3 inhibitor that has been publicly disclosed in development for the treatment of achondroplasia. There are three
other identified companies developing compounds for the treatment of achondroplasia using alternative mechanistic approaches: BioMarin
Pharmaceutical Inc. (vosoritide), Ascendis Pharma A/S (TransCon CNP), and Therachon AG (TA-46) (recently acquired by Pfizer Inc.). Preclinical data
for all of the compounds is shown below.

Compound Vosoritide TransCon CNP TA-46
Company BioMarin Pharmaceutical Inc. Ascendis Pharma A/S Therachon AG
Mechanism of Action * CNP analogue * Long-acting CNP analogue *  FGFR-ligand trap
* Designed to reduce signaling via MAPK  + Designed to reduce signaling via MAPK  + Designed to reduce signaling via both
pathway pathway MAPK and STAT1 pathways
Route of Administration Subcutaneous Subcutaneous Subcutaneous
Status Phase 3 ongoing Phase 1 in healthy subjects complete Phase 1 in healthy subjects ongoing
Tolerability Injection site reactions; hypotension Well-tolerated in clinical studies Undisclosed
Reported preclinical increase in tibia length*  6.6% 12.3% 8.6%
Reported preclinical increase in femur length* 5.2% Undisclosed 6.2%

* Preclinical data from vosoritide, TransCon CNP is from FGFR3Y367C/+ mouse model; TA-46 is from the FGFR3ACH/+ mouse model; comparisons are from different
preclinical experiments, including differences in protocols and in reported efficacy, and may not be directly comparable.

BBP-631 (Adrenas): Congenital Adrenal Hyperplasia

Summary *  We are developing BBP-631, a preclinical AAV, gene transfer product candidate, for the treatment of CAH, caused by
210HD. BBP-631 was granted orphan drug designation from both FDA and EMA in 2018.

Development * Ongoing — Nonhuman primate studies, preparation for GLP toxicity studies
Status and
* 2020 — IND submission anticipated
Catalysts
* 2021 — Anticipated reporting of clinical proof-of-concept data
Disease » CAH is a debilitating, life-threatening disease defined by an inability to produce the steroids cortisol and aldosterone, and an
Overview excess production of testosterone. Complications include adrenal crises, dehydration, and virilization in females. The

“classic” form with the most severe phenotype can be categorized into salt-wasting (75%) and simple virilizing (25%), with
the former demonstrating only 0-1% of residual enzyme activity

» Incidence of approximately 1/20,000 births worldwide for the salt-wasting form, incidence of approximately 1/60,000 births
worldwide for the simple virilizing form, and a combined prevalence estimated to be greater than 75,000 in the United States
and EU. Over 90% of cases are caused by inactivating mutations in 210H, with autosomal recessive inheritance

» Diagnosis: Newborn screening for 210HD is conducted in every U.S. state and most European countries by measuring 17a-
hydroxyprogesterone
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+ Standard of care consists of chronic supraphysiologic doses of exogenous steroids (corticosteroids and mineralocorticoids)
leading to significant side effects

Our Product + Intravenously-administered AAV5 gene transfer therapy intended to replace the 210H enzyme in the adrenal cortex,
Concept potentially normalizing steroid levels (e.g., cortisol, aldosterone, and androgens)

* A study in nonhuman primates demonstrated significant transfection in the adrenals where 210H is synthesized

Key Competitors » NBI-74788, a CRF receptor antagonist
» SPRO001, a CRF receptor antagonist
+ ATR-101, an ACAT1 inhibitor

Disease Overview

CAH is a debilitating and life-threatening disease with no available cure, despite newborn screening for the disease being conducted in every U.S. state.
The disease is defined by an inability to produce cortisol and aldosterone, and an excess production of testosterone. Lack of cortisol disrupts glucose
metabolism and the body’s normal response to stress, leading to potentially fatal adrenal crises, while lack of aldosterone disrupts sodium retention,
resulting in low blood pressure, arrhythmia and dehydration. Additionally, excess testosterone causes virilization in females, often leading to ambiguous
genitalia and masculinizing features at birth. Hormonal changes during puberty compound the CAH deficiencies. Females often suffer from limited
fertility and require intensive treatment before, during, and after pregnancy, and up to 40% of adult males will have adrenal rest tumors which can lead
to gonadal dysfunction and infertility, occasionally requiring surgery.

Over 90% of CAH cases are caused by 210HD, a genetic defect in the CYP21A2 gene coding for the enzyme 210H. Mutations resulting in loss of
enzymatic activity of 210H prevent conversion of progesterone into 11-deoxycorticosterone and 17-hydroxyprogesterone (170HP) into
11-deoxycortisol, which are the precursors to aldosterone and cortisol, respectively.

CAH patients with 210HD can be divided into two categories depending on the type of genetic mutation: classic and non-classic. We are primarily
focused on treating classic patients, who have the more severe phenotype and that can be categorized into simple virilizing (approximately 25% of
patients) and salt-wasting (approximately 75%) by the severity of aldosterone deficiency and level of residual 210H enzyme activity. Patients with the
salt-wasting form of disease have residual enzyme activity of 0-1% of normal and patients with the simple virilizing phenotype have 1-10% enzyme
activity. All patients with the classic form require treatment at birth, as cortisol deficiency can lead to adrenal crisis as early as one to four weeks of life
and can quickly lead to death. The salt-wasting form has an incidence of one in 20,000 births, while the simple virilizing form has an incidence of one in
60,000 births. Together, these translate to an estimated 600 classic patients born in the United States and Europe per year. We estimate there are more
than 75,000 patients in the United States and Europe in the total addressable patient population.

Current standard of care treatments do not cure patients, but replace missing glucocorticoids, such as cortisol and mineralocorticoids, such as
aldosterone, as well as reduce excessive androgen secretion. Although glucocorticoids are the mainstay of CAH therapy, individuals respond in varying
ways, and chronic use of glucocorticoids in children and adults requires careful management because of the well-known side effects of these drugs, such
as Cushingoid features, metabolic disease, obesity, hypertension, growth retardation, glucose intolerance, electrolyte disturbance, bone
demineralization/increased risk of fracture and delayed puberty. Clinical management of classic CAH is often a very difficult balance between
hyperandrogenism and hypercortisolism.
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Our Product Concept

BBP-631 is a preclinical AAV5 gene transfer product candidate designed for the treatment of CAH due to 210HD by replacing the 210H enzyme in the
adrenal cortex. Replacement of enzyme function has the potential to normalize flux through the pathway, simultaneously addressing the lack of cortisol
and aldosterone, as well as the excess of testosterone and other androgens. Genotype-phenotype correlation studies in CAH suggest that non-classic
patients, who are often asymptomatic and do not require treatment, have enzyme activity that is a little as 10% to 20% of normal individuals. We believe
that an AAV gene therapy may be able to restore this level of enzymatic activity in CAH patients with both simple virilizing and salt-wasting forms of
disease, providing substantial clinical impact and potentially eliminating the need for treatment with exogenous steroids. BBP-631 was granted both
FDA and EMA orphan drug designation in 2018 for the treatment of CAH caused by 210HD.

Development Status

Initial preclinical activity was explored in a Cyp21 knockout mouse model using AAVrh10. An IV injection of vector genomes was observed to improve
multiple disease-related factors over a 15-week duration window, including an increase in body weight, a decrease in urinary progesterone (the main
substrate of 210H), and an increase in renin expression (signaling an increased capacity for salt retention).

A study in nonhuman primates (NHP) comparing evaluated AAV serotypes 1, 5, and 6 identified AAV5 as the optimum serotype. We observed
significant transfection in the adrenals where 210H is synthesized. Additionally, AAVS5 has relatively low seroprevalence in the human population
limiting potential immunogenicity issues.

We are currently conducting two sets of ongoing NHP studies, designed to evaluate durability of expression, dosing/transgene expression relationships,
and preliminary safety. Data from these studies will be collected over a six-month period, and the results will inform dose selection for clinical trials and
complete IND-enabling work.

In the first set of experiments, which evaluated a lower dose of 3x1012 vector genomes per kilogram, we have observed sustained increases in Cyp21
mRNA levels up to six months out. Rapid decreases in vector genome counts and mRNA levels due to adrenal cell turnover have not been observed
between 1.5 and six months, providing preliminary support for sustained transgene expression. Toxicology studies remain ongoing. We continue to
evaluate pathology from the animals as we conduct the full required safety assessments for submission of this IND.

In the second set of experiments, where we are evaluating additional doses of BBP-631, we have also observed increasing Cyp21 mRNA levels up to
three months out. We have not observed rapid decreases in vector genome counts and mRNA levels due to adrenal cell turnover between one to three
months, supporting our initial findings regarding sustained transgene expression. Data from six months is not yet available.

We anticipate filing an IND for BBP-631 in 2020. Subject to the acceptance of this IND and the initiation and completion of our anticipated Phase 1
clinical trial of BBP-631 in accordance with our plans, we anticipate receiving clinical proof-of-concept data in 2021.

Key Competitors

There are two alternative therapeutic mechanisms being investigated for treatment of CAH. The first are corticotropin-releasing factor type 1 (CRF1)
receptor antagonists. CRF1 receptor antagonists regulate the release of adrenocorticotropic hormone (ACTH) from the pituitary gland, which stimulates
androgen and cortisol synthesis in the adrenal gland. In healthy individuals, endogenous cortisol provides negative feedback to the release of ACTH,
which keeps androgen synthesis well regulated. Because this negative feedback is severely impaired in CAH patients, supraphysiologic doses of
exogenous steroids are required to normalize androgen synthesis in these patients. While CRF1 receptor antagonists may regulate androgen synthesis,
they do not address the lack of cortisol
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or aldosterone production in these patients. Therefore, steroid supplementation is still required with CRF1 receptor antagonists. Two CRF receptor
antagonists, NBI-74788 (under development by Neurocrine Biosciences, Inc.) and SPR0O01 (under development by Spruce Biosciences, Inc.), are
currently in Phase 2 clinical trials.

The second alternative therapeutic mechanism is acetyl-coenzyme A acetyltransferase 1 (ACAT-1) inhibition. Inhibition of this metabolic enzyme
induces targeted cell death in the adrenal gland, reducing steroid production and secretion. However, like CRF1 receptor antagonists, ACAT-1 inhibitors
do not address the lack of cortisol or aldosterone production in these patients. ATR-101, an ACAT1 inhibitor, is currently in Phase 2 clinical
development by Millendo Therapeutics, Inc.

While these alternative therapeutic mechanisms attempt to address meaningful aspects of the disease by potentially reducing the need for exogenous
steroids, neither is able to address the disease at its source by targeting the complete set of features that define the disease. In particular, these
mechanisms cannot obviate the need to administer steroids because they do not address the body’s inability to synthesize cortisol and aldosterone. In
contrast, we believe enzymatic replacement by gene therapy has the potential to simultaneously address all facets of the disease by restoring proper flux
through the hormonal pathways, reducing androgen production by providing alternative pathways for the precursor molecules to be converted into
cortisol or aldosterone.
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BBP-454 (TheRas): KRAS-Driven Cancers

Summary *  We are advancing BBP-454, a preclinical development program for two novel approaches to inhibit KRAS activity, for the
treatment of KRAS-driven cancers
Development * Ongoing — Lead optimization
Status and
* 2020 — Development candidate nomination anticipated
Catalysts
Pathway » KRAS is a key driver of a number of large cancer indications with high unmet patient need including non-small cell lung
Overview cancers, pancreatic adenocarcinomas, and colorectal adenocarcinomas. Historically, KRAS has been thought to be an

undruggable target, due to its lack of clear binding pockets

KRAS normally drives cell growth and differentiation. Activating mutations, however, are understood to result in the
uncontrolled development of cell proliferation and cancerous growth

In order to signal for tumor growth, KRAS must be tethered to the cell membrane through a domain on KRAS known as the
hypervariable region, or HVR. This can only occur when the HVR is in an “open” position

Incidence of over 500,000 patients diagnosed with a KRAS-driven cancer in the United States and European Union

Our Product
Concept

We are developing small molecule, pan-mutant KRAS inhibitors, which act through binding to 2 novel sites on KRAS

Our first approach involves compounds that bind KRAS at a novel pocket on the HVR, characterized by Frank McCormick,
one of our co-founders and leader of the NCI RAS initiative, which prevents KRAS from binding to the cell membrane,
thereby preventing signaling via the KRAS pathway

The second approach involves targeting a unique residue on KRAS which promotes its degradation and thus down-regulates
signaling

Key Competitors

MRTX849, a KRAS G12C inhibitor

AMG-510, a KRAS G12C inhibitor

mRNA-5671, an mRINA vaccine

Other small molecule KRAS G12C, G12D, and G13C inhibitors

Pathway Overview

KRAS is a member of the RAS family of oncogenes, which also includes HRAS and NRAS, and together comprise some of the most well-known
monogenic drivers of cancer. Mutations in NRAS are frequently found in leukemia and melanoma, while HRAS is frequently mutated in bladder,
thyroid, and head and neck squamous cell carcinoma. KRAS mutations are a frequent driver of a number of the largest cancer indications with high
unmet medical need, including 30% of non-small cell lung cancers, 98% of pancreatic adenocarcinomas, and 45% of colorectal adenocarcinomas. The
most common KRAS mutations involve a change from glycine at position 12 in the protein to aspartic acid (G12D, 36% of all KRAS mutations), valine
(G12V, 24%), and cysteine (G12C, 15%) but also include mutations at glycine 13 and glutamine 61. In aggregate, over 500,000 patients in the United
States and Europe are diagnosed with KRAS-driven cancers, annually.

KRAS is a G protein, meaning that it cycles between ON and OFF states when bound to GTP or GDP, respectively. When active, KRAS interacts with
multiple proteins that initiate a series of reactions that
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collectively cause cells to grow and divide. Because of its critical position atop multiple pathways, aberrant KRAS activation is a potent driver of
unwanted cell growth, resulting in tumors. Normal KRAS is kept almost entirely in its inactive state by GTPase-activating proteins (GAPs), which cause
KRAS to quickly convert GTP into GDP. All forms of mutant KRAS are insensitive to GAPs and remain bound to GTP long enough to drive oncogenic
signaling. In order to initiate signaling, KRAS is required to be both localized to the cell membrane and bound to GTP. Historically, KRAS has been
viewed as an undruggable target, due to the lack of a clear binding pocket to drug.

KRAS localization to the cell membrane is facilitated by modification to KRAS on the HVR. This modification consists of addition of a farnesyl or
geranylgeranyl group to the cysteine residue at position 185 (C185) by farnesyl transferase or geranylgeranyl transferase. KRAS can only be modified
when the hypervariable region is “open” and accessible to the transferring enzymes. When the hypervariable region is “closed,” KRAS cannot be
modified, preventing its association with the cell membrane and subsequent downstream signaling.

An earlier therapeutic strategy inhibiting farnesyl transferase, which transfers farnesyl group onto HRAS to allow membrane association, has generated
effective clinical responses in tumors driven by mutant HRAS. Though these molecules proved ineffective in KRAS, which has an adaptive capability to
utilize an alternative modification (geranylgeranylation), these results for mutant HRAS provide a proof of concept for using a single agent disrupting
localization of an oncogenic RAS mutant to treat RAS-driven tumors.

The RAS Signaling Pathway
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KRAS-mutant cancers are driven by active, GTP-bound KRAS located at the cell membrane. We are developing two different strategies that target
KRAS through novel, mutation-agnostic mechanisms. The first involves preventing modification of C185 in the HVR, disrupting the membrane
localization process that is required for KRAS signaling. The second directly reduces concentration of active GTP-bound KRAS by targeting a novel
residue to induce degradation.
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Frank McCormick, one of our co-founders and leader of the NCI RAS initiative, characterized a novel druggable binding pocket involved in positioning
of the HVR on KRAS. Molecules that bind this eponymous “McCormick” pocket were confirmed to stabilize the KRAS HVR in a “closed” state, where
C185 is not accessible for modification to localize KRAS to the membrane, thereby preventing oncogenic signaling. This mechanism is independent of
the specific mutation causing KRAS tumors and is expected to apply to all oncogenic KRAS mutants. We have identified compounds that bind at this
new pocket and covalently modify C185, thus preventing farnesylation and geranylgeranylation and thereby blocking membrane association.

The second approach is another pan-mutant KRAS drug which targets the histidine residue at position 95 (H95), an amino acid unique to KRAS located
in the G-domain. Initial preclinical data have demonstrated that our initial series of compounds are able to downregulate KRAS signaling by degrading
GTP-KRAS and thereby reducing the concentration of GTP-bound KRAS. We believe that degrading fully processed, active KRAS at the plasma
membrane is the most direct strategy for eliminating oncogenic signaling across all mutant KRAS cancers. We believe our approach compares favorably
with several other identified competitive approaches, which bind GDP-bound KRAS, which exists only transiently in mutant KRAS cancers. This
mechanism is mutation agnostic, in contrast to competitive molecules, which only target a single mutation.

Development Status

Our current lead series targeting C185 show a sub-micromolar cell proliferation ICs50 in KRAS-expressing fibroblasts, and a greater than 30-fold ICsg
advantage for mutant KRAS over NRAS and HRAS. Treated cells also show dose-dependent depletion of membrane-associated KRAS, associated with
decreased signaling through mutant KRAS and increased cancer cell death.

We are collaborating with the NCI RAS initiative and utilizing one of the most powerful supercomputers in the world at Lawrence Livermore National
Labs to conduct molecular dynamics simulations, in order to continue to optimize our initial leads. Initial compounds targeting H95 are similarly under
development; and currently studied compounds exhibit high micromolar affinity. We intend to nominate a development candidate in 2020.

Key Competitors

Due to its high prevalence in cancer, we expect to face competition from other small molecule KRAS inhibitors as well as other modalities, including
mRNA vaccines, that target KRAS mutations. The majority of these product candidates focus on a single version of mutant KRAS, G12C. This form is
particularly accessible for drug development due to the reactivity of the mutant cysteine residue. However, both compounds we are developing will
target a broader set of cancers by pursuing mutation-agnostic mechanisms. In particular, our competitors may include:

*  MRTX849, a KRAS inhibitor that only targets KRAS harboring a G12C mutation. Mirati Therapeutics, Inc., or Mirati, has dosed its first patient in
a Phase 1/2 clinical trial enrolling patients with solid tumors harboring a KRAS G12C mutation. Additionally, Mirati is currently developing a
KRAS G12D inhibitor through preclinical testing.

*  AMG-510, a KRAS inhibitor that only targets KRAS harboring a G12C mutation, is in Phase 1 clinical development by Amgen Inc.

* AZD4785, an antisense oligonucleotide initially developed by Ionis Pharmaceuticals, Inc. and licensed to AstraZeneca plc, or AstraZeneca, is
currently being tested in a Phase 1 clinical trial in NSCLC by AstraZeneca. AZD4785 targets a sequence in KRAS RNA to inhibit protein
production.

+  mRNA-5671, an mRNA vaccine targeting the four most common KRAS mutations, is currently under joint development by Moderna, Inc. and
Merck & Co., Inc. The rationale is to induce a neoantigen response causing T-cells to attack tumors with KRAS mutations.
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*  ARS-1620, a G12C-specific covalent small molecule, is currently in preclinical development by Wellspring Pharmaceutical Corporation in
collaboration with Janssen Pharmaceuticals, Inc.

*  Revolution Medicines, Inc. is in the hit-to-lead phase of discovery for small molecule inhibitors of KRAS mutations G12C, G12D, and G13C
acquired from Warp Drive Bio, Inc.

MENDELIAN PORTFOLIO

BBP-870 (Origin): MoCD Type A

Summary » We are developing BBP-870, an IV formulation of synthetic cyclic pyranopterin monophosphate, or cPMP, for the treatment
of molybdenum cofactor deficiency, or MoCD, Type A. BBP-870 received breakthrough therapy designation from the FDA in
2013 for MoCD, orphan drug designation from the FDA in 2009 and EMA in 2010 for the treatment of MoCD Type A, and
rare pediatric disease designation for the treatment of MoCD Type A in June 2017

Development * 2019 — Planned initiation of rolling NDA submission with application anticipated to be submitted in 2020

Status and

Catalysts

Disease *  MoCD Type A is an autosomal recessive inborn error of metabolism that is characterized by the disruption of the

Overview molybdenum cofactor, or MoCo, biosynthesis pathway. The disease presents very early in life (median presentation at first

day of life) with heterogeneous neurological symptoms such as seizures and feeding difficulties. Median survival for patients
with MoCD is estimated to be approximately three years

MOCSI catalyzes the conversion of GTP to cPMP, a critical component in the biosynthesis of molybdenum cofactor. Patients
with MoCD Type A have dysfunctional MOCS1 and are unable to produce cPMP

Incidence estimated to be one in 100,000 to 200,000 live births worldwide, with MoCD Type A accounting for approximately
two-thirds of all cases

Diagnosis: Confirmed by genotyping. Blood and urine metabolite analyses are readily available to further initial clinical
suspicion

There are no available treatments approved for any form of MoCD. Supportive care and anti-convulsant therapy may be used
to manage symptoms

Our Product
Concept

I'V-administered, synthetically manufactured cPMP is designed to restore the biosynthetic production of molybdenum cofactor
in patients with MoCD Type A

To date, subjects with MoCD in clinical trials of BBP-870 have seen meaningful improvements in symptoms and
symptomatic progression relative to historical controls. Patients have survived for a median of greater than eight years, well in
excess of that seen in natural history studies of patients with the disease

Key Competitors

We are not currently aware of any key competitors

Disease Overview

MoCD is an autosomal recessive inborn error of metabolism that is characterized by the disruption of the molybdenum cofactor, or MoCo, biosynthesis
pathway. This results in reduced activity of enzymes that require
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MoCo as a co-factor. In patients with MoCD, sulfite and S-sulfocysteine, or SSC, accumulate, resulting in brain injury. SSC is typically at very low or
undetectable levels in healthy individuals, and this metabolite can be a diagnostic parameter for these patients. Patients diagnosed with MoCD are
classified based on which gene is dysfunctional (MOCS1, MOCS2, MOCS3 or GPHN). Each gene product is necessary for a different step of the MoCo
biosynthesis pathway. MOCS1 gene-related mutations are the most common cause of MoCD. Patients with MoCD Type A, or those with mutations in
MOCS]1, account for approximately two thirds of all patients with MoCD.

Disease presentation is complex, and symptoms often overlap with a number of different diseases. However, simple blood and urine metabolite analysis
can potentially rapidly and cheaply narrow down the potential causative disease to either MoCD or isolated sulfite oxidase deficiency, or ISOD.
Currently, only genotyping can confirm the diagnosis of MoCD type A.

MoCD prognosis is poor, with a median age at onset of symptoms within one day of birth and a median survival time of 36 months. Patients who
survive beyond the neonatal period are likely to have severe irreversible central nervous system injury due to sulfite toxicity. A natural history study of
82 patients conducted in 2015 described key signs and symptoms in patients with MoCD including seizures (72%), feeding difficulties (26%), hypotonia
(11%), motor development delay (9%), lens dislocation (2%), hemiplegia (2%), and hyperreflexia (1%).

The incidence of MoCD is estimated on average to be between 1/100,000 to 1/200,000 live births globally, with Type A accounting for two-thirds of all
cases. Multiple publications state that there are over 100 known cases of MoCD to date, although MoCD is thought to be widely underdiagnosed. These
estimates are likely underestimates of the true incidence due to a lack of awareness among physicians, the high infant mortality rate associated with the
condition, and the potential clinical overlap with other conditions. There are no approved therapies for MoCD, and typically only supportive care such
as anticonvulsants is used.

Our Product Concept

Patients with MoCD Type A are deficient in cyclic pyranopterin monophosphate, or cPMP, due to defects in MOCS1, which catalyzes the conversion of
GTP to cPMP in patients with normal physiology. We are developing BBP-870 as a direct replacement of the missing substrate for the synthesis of
MoCo in these patients, which, if successful, we believe may allow for restoration of normal MoCo biosynthesis.

Clinical Data and Development History
Studies with recombinant cPMP (rcPMP)

cPMP was first tested clinically in pediatric patients with MoCD by Colbourne Pharmaceuticals (previously Orphatec Pharma) on a compassionate use
basis. Colbourne utilized recombinant E. coli-derived cPMP (rcPMP) and administered the drug to 16 patients diagnosed with MoCD (11 Type A and 5
Type B). In patients with MoCD Type A, biomarkers returned to close to normal within two days of treatment with rcPMP. This was maintained for up
to five years throughout the study. Eight patients with Type A disease rapidly improved under treatment and convulsions were either completely
suppressed or substantially reduced. Three patients treated early remained seizure free and demonstrated near-normal long-term development. No
biochemical or clinical response was detected in patients with Type B disease, as expected based on the molecular pathway and deficiencies of disease.

Of the 11 patients with MoCD Type A treated with rcPMP on a compassionate use basis, seven went on to receive BBP-870 in the Phase 2 clinical trial,
as described below. Of the four patients who did not enroll in the Phase 2 clinical trial of BBP-870, two died, and the remainder were not receiving
treatment as of the start of the BBP-870 Phase 2 clinical trial.

159



Table of Contents

Studies with BBP-870 (scPMP)

Alexion acquired Colbourne’s rcPMP program and devised a synthetic manufacturing route to create BBP-870 (scPMP) — the monohydrobromide
dihydrate salt of cPMP. This was done in order to improve the manufacturing process and reduce the costs of manufacturing. In preclinical studies,
BBP-870 improved survival in MOCS1 knockout mice as shown in the following figure and reduced SSC in MOCS1 knockout mice to normal levels.
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Phase 1 Clinical Trial

Alexion ran a randomized, blinded, placebo-controlled, single-dose, sequential-cohort, dose-escalation Phase 1 study designed to evaluate the safety,
tolerability, and PK of IV BBP-870 in healthy adult subjects. This was the first time BBP-870 was administered to humans. A total of three dose cohorts
were enrolled, each with six active and two placebo subjects, at the following doses: 0.10 mg/kg, 0.32 mg/kg, 0.90 mg/kg. In total, 18 subjects received
BBP-870 and six received placebo.

This clinical trial demonstrated that single administered doses were well-tolerated in healthy adult subjects. One SAE was observed in the placebo arm
of the trial and no SAEs were observed in patients receiving BBP-870. The maximum tolerable dose was not determined as no dose-limiting toxicities
were observed.

Phase 2 Clinical Trial

BBP-870 is being studied in an ongoing Phase 2 clinical trial, which was initiated by Alexion and remains active, but not enrolling new patients. This
study is a multicenter, multinational, open-label, dose-escalation study designed to evaluate the safety and efficacy in infants and children with a
diagnosis of MoCD Type A confirmed by mutation in the MOCS1 gene, who were previously receiving treatment with rcPMP from Colbourne Pharma.
There was no pre-specified primary efficacy endpoint. Secondary efficacy endpoints included change from baseline in: biomarkers, clinical neurological
findings, motor and cognitive assessments, feeding patterns and other parameters. It was anticipated that as patients transitioned from rcPMP to
BBP-870, they would have no change in their clinical status, thereby demonstrating comparable efficacy of BBP-870 to rcPMP.

On enrollment into the study, patients discontinued rcPMP and received daily IV infusions of BBP-870 at the same dose as their last dose of rcPMP.
Dose escalation could occur after two months of treatment with BBP-870 until the patient either reached a dose that was not tolerated, or the patient’s
exposure exceeded or was predicted to exceed that of the no observed adverse effects level, or NOAEL, AUC. After the six-month initial treatment
period, patients entered the 60-month extension period, and continue to receive daily dosing of BBP-870 at their final tolerated dose.
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A total of seven patients with MoCD Type A have been enrolled into the study. As of March 13, 2019, no patients have dropped out of the trial, and all
continue to receive BBP-870 at daily doses between 240 and 1,200 pg/kg. The duration of treatment with scPMP in the study ranges from over two
years to almost five years. The prior duration of treatment with rcPMP for the patients enrolled in the study ranged from approximately eight months to
more than six years. As of March 13, 2019, these seven patients have generally maintained clinical stability. As of January 31, 2019, the median age of
the seven patients who remain in the trial is greater than eight years. The median survival for untreated patients is approximately three years.

BBP-870 has been well-tolerated. While there have been 31 SAEs and five AEs observed in the trial as of March 13, 2019, most were reported as
recovered, and most were reported as not related or unlikely to be related to study drug. No SAEs or AEs definitely related to study drug were reported.
Further, there were no deaths and no discontinuations of the clinical study or treatment as a result of an AE in subjects who received BBP-870 in this
study. By System Organ Class, or SOC, the SAEs and AEs were as follows: infection and infestations (17), respiratory, thoracic and mediastinal
disorders (two), general disorders and administration site conditions (10), product issues (three), surgical and medical procedures (one), metabolism and
nutrition disorders (two) and vascular disorders (one).

Phase 2/3 Clinical Trial

A Phase 2/3 clinical trial of BBP-870 was initiated by Alexion in neonates with newly diagnosed MoCD Type A and remains open, although it is not
currently enrolling new patients. In July 2017, in advance of our acquisition of the BBP-870 program, enrollment was paused by Alexion. Two subjects
enrolled in the trial. One subject was determined not to have a diagnosis of MoCD Type A on genetic analysis and was discontinued from the study after
17 days of treatment. The other subject remains on study drug. As of March 13, 2019, the patient remaining on study drug demonstrated progress on
developmental milestones, along with improvement in biomarkers. There were 11 SAEs and two AEs observed (10 SAEs and two AEs in the subject
remaining on study drug); however, these were adjudicated to be unrelated or unlikely to be related to study drug. By SOC for the subject remaining on
study drug, the SAEs and AEs were as follows: respiratory, thoracic and mediastinal disorders (one); product issues (one); infections and infestations
(five), general disorders and administration site conditions (two), gastrointestinal disorders (two) and cardiac disorders (one). One SAE of cardiac failure
was observed after discontinuation in the subject not diagnosed with MoCD Type A. The SAE was reported as resolved and was considered not to be
related to treatment with study drug.
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Summary of Clinical Evidence

The totality of clinical evidence generated in the Phase 2 and Phase 2/3 clinical trials of BBP-870 has demonstrated promising activity. The figure below
shows that patients treated with BBP-870 have achieved meaningful development milestones and functional improvements that are typically not seen in

historical, genotype-matched controls. Notably, five of eight treated patients have achieved the development milestone of sitting upright with support
and three of eight patients have achieved the development milestone of ambulation, to-date. These development milestones are typically not observed
patients with MoCD Type A and were not achieved in genotype-matched natural history controls not treated with BBP-870.
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Milestones of sitting upright with support and ambulation are typically never seen in genotype-matched Matural History controls

Clinical Development Plan

Subject to planned communications with the FDA we intend to request in 2019, including communications arising from our Type B meeting with the
FDA in 2019, we expect to initiate the submission of a rolling NDA seeking regulatory approval for BBP-870 for the treatment of MoCD Type A in the
United States in 2019, based on existing safety and efficacy data. We expect the rolling submission of the NDA to be completed by 2020, at which time
we expect to also submit a request for priority review.

While we believe the existing safety and efficacy data for BBP-870 are sufficient to support approval in the United States, we are considering additional
clinical trial and expanded access program options in 2019. We believe that these could enable us to gather more data about MoCD Type A and
BBP-870, identify patients who will ultimately be candidates for commercial therapy in the event that BBP-870 is approved, and most importantly,
provide patients with a devastating and generally lethal disease the potential to receive treatment prior to commercial approval. Meetings with the
European Medicines Agency are pending and therefore the data requirements sufficient for a marketing authorization application, or MAA, filing are
unknown.

BBP-870 originally received orphan drug designation from the FDA in 2009 and EMA in 2010 for the treatment of MoCD Type A. In 2013, BBP-870
received breakthrough therapy designation from the FDA for MoCD and most recently, BBP-870 received a rare pediatric disease designation in June
2017 for the treatment of MoCD Type A.
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In the event that BBP-870 receives marketing authorization, we intend to market and distribute the drug worldwide. Given the severity of disease and
lack of any available disease modifying treatments, we believe that there will be meaningful demand for our product if it is approved. While the current
estimated incidence of one in 100,000 to 200,000 live births is low, we believe that the incidence of the condition may be underestimated. We believe
this is due to the lack of physician awareness of the disease, high rates of infant mortality, and general CNS symptomatology that is not necessarily
distinct from other diseases.

We are currently planning and executing on activities to both increase disease awareness amongst the physician community and to identify prospective
patients for therapy. We are working with leading neonatologists, pediatric neurologists, and geneticists to increase awareness of MoCD Type A, and to
educate the medical community that readily accessible metabolite testing can be used to screen patients. We are also speaking with providers of in-vitro
diagnostic panels to include MoCD Type A in their screening assays.

As an FDA-designated rare pediatric disease, we plan to pursue a priority review voucher which would issue upon NDA approval by the FDA if

applicable requirements are met. These vouchers entitle the holder of such voucher to request priority review of a subsequent drug or biologic
application. Such vouchers are transferrable and we may elect to sell the voucher if and when received.

Key Competitors

We are not currently aware of any key competitors.

BBP-009/Patidegib (PellePharm): Gorlin Syndrome and High Frequency Basal Cell Carcinoma

Summary *  We are developing BBP-009, an investigational topical gel formulation of patidegib, a hedgehog inhibitor, for the treatment
of Gorlin Syndrome and High-Frequency Basal Cell Carcinoma, or HF-BCC. We have received breakthrough therapy
designation from the FDA, as well as orphan drug designation from both the FDA and EMA for BBP-009

Development * Ongoing — Phase 3 clinical trial in Gorlin Syndrome
Stat d
atus an + 2019 — Anticipated initiation of Phase 2b clinical trial in HF-BCC
Catalysts
* 2020 — Conclude Phase 3 clinical trial in Gorlin Syndrome
Disease Overview + Basal Cell Carcinomas, or BCCs, a form of skin tumor, are universally driven by overactivation of the hedgehog pathway

+ Gorlin Syndrome is caused by a genetic mutation in Patched1, or PTCH1, the primary inhibitor of the hedgehog signaling
pathway

+ Uninhibited hedgehog signaling can cause tumorigenesis, leading to the formation of BCCs, particularly on the face and
sun-exposed regions

+ HF-BCC is the presentation of more than nine BCCs over a period of three years, without having the genetic mutation
present in Gorlin Syndrome

+ Gorlin Syndrome has a prevalence of approximately 1/31,000 individuals worldwide, approximately 10,000 patients in the
United States and 17,000 in the European Union. HF-BCC has a larger patient group of approximately 1/9,000 individuals,
approximately 35,000 patients in the United States and 57,000 in the European Union

+ Diagnosis: Clinical diagnosis, with potential for genetic confirmation

»  No FDA or EMA approved therapies for Gorlin Syndrome currently exist. Current treatments involve surgical resection of
BCC:s, or topical 5-FU or imiquimod, which are effective only in treating superficial BCCs
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Our Product +  BBP-009 is a topically formulated small molecule hedgehog inhibitor, or HHI
C t
oncep » Designed to treat BCCs using the HHI mechanism validated by studies with oral HHIs
+ Potential to have fewer safety and tolerability concerns than those associated with oral therapies that leave them unsuited to
long-term or chronic treatment

*  We believe Phase 2 clinical trials completed in Gorlin Syndrome and sporadic, nodular BCC patients demonstrated proof
of concept and signs of efficacy against BCCs without the adverse events of oral HHIs

Key Competitors » SUBA-itraconazole, an anti-fungal currently in Phase 2b clinical development for Basal Cell Carcinoma Nevus Syndrome

Disease Overview
Gorlin Syndrome

Gorlin Syndrome, also known as Basal Cell Carcinoma Nevus Syndrome, is a condition that increases the risk of developing basal cell carcinomas, or
BCCs, a form of skin tumors. This disease is driven by a genetic mutation in the tumor suppressor gene encoding Patched1, or PTCH1, which acts as the
primary inhibitor of the hedgehog signaling pathway. PTCH1 inhibits hedgehog signaling by down-regulating the signal receptor protein known as
“Smoothened,” or SMO. When PTCH1 cannot block SMO, the hedgehog signaling pathway is not inhibited, and it can act tumorigenically, leading to
the formation of BCCs. Patients with Gorlin Syndrome can develop hundreds of BCCs, particularly on the face and other sun-exposed areas. At present,
Gorlin Syndrome is not well-addressed by the available treatment options; the main intervention is surgery to remove BCCs, which is painful for the
patient, can lead to scarring, and is not an ideal option for a condition that requires long-term chronic treatment. Gorlin Syndrome patients can undergo
as many as 30 surgeries per year. Worldwide prevalence is approximately one in 31,000 individuals and there are approximately 10,000 Gorlin
Syndrome patients in the United States and 17,000 in the European Union.

HF-BCC

Patients with HF-BCC are understood to have a Gorlin-like phenotype and more than three BCCs per year, without actually having Gorlin Syndrome.
These patients exist at a prevalence of about one in 9,000, representing an estimated 35,000 patients in the United States and 57,000 in the European
Union.

Patidegib: A Small Molecule That Inhibits Hedgehog Signaling

Mormal Pathway Basal Cell Carcinams Topical Patidegib

2000 »*50 el
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Our Product Concept

Patidegib is under development to treat the BCCs that characterize Gorlin Syndrome at their source by turning off the hedgehog signaling pathway. It is
designed to block the SMO signal, thus turning off the oncogenic hedgehog activity. Oral HHIs like the FDA-approved vismodegib have demonstrated
significant efficacy against BCCs in the clinic via this mechanism. However, oral HHIs’ high toxicity makes them poor candidates for long-term chronic
use; in a 42-person trial in Gorlin Syndrome patients assigned 2:1 to vismodegib versus placebo, 54% of patients discontinued oral vismodegib due to
on-target class side effects (hair loss, muscle cramps, taste loss), and only one in five eligible patients could continue vismodegib for 18 months. We
believe that a topically formulated HHI has the potential to treat BCCs just as effectively as an orally delivered HHI — while avoiding the systemic
toxicity of the oral drug.

Patidegib is designed to bind and inhibit SMO at single-digit nanomolar concentrations. Unlike other HHIs, it can be formulated into a topical gel stable
at room temperature. In 2013, PellePharm, Inc. in-licensed the worldwide rights to patidegib from Infinity Pharmaceuticals, Inc., or Infinity, after
Infinity had completed an oral Phase 1 clinical trial of patidegib in 94 patients with solid tumors refractory to standard therapy (39 of whom had BCCs).
Following the acquisition of the BBP-009 program, PellePharm formulated patidegib into a topical gel. A formulation of 2% patidegib gel delivered
skin concentrations of drug above ICs5¢ for SMO, the concentration at which 50% of SMO is inhibited. In preclinical Gorlin mouse models, a 4%
patidegib gel showed comparable effects to oral vismodegib on reduction in BCC size and GLI1 levels, a key biomarker of this disease.

Clinical Data

We have conducted two Phase 2 clinical trials with topical patidegib gel, as well as a Maximum Use Systemic Exposure, or MUSE, study.

Of these two Phase 2 clinical trials, we conducted a Phase 2a, multi-center, double-blind, randomized, vehicle-controlled proof-of-concept clinical trial
of 2% and 4% patidegib topical gel in the United Kingdom, or the ‘201 trial. In the ‘201 trial, a total of 17 Gorlin syndrome patients with surgically
eligible BCCs were randomized in a 1:1:1 ratio to receive patidegib topical gel, 2% or 4%, or vehicle gel applied twice daily for 26 weeks. The primary
efficacy endpoints were decrease in tumor size, which was defined as percent decrease in the sum of the greatest diameter of baseline treatment-targeted
surgically-eligible basal cell carcinomas, or SEBs, at Week 26 and change in GLI1 mRNA levels at Week 6.

The ‘201 trial did not meet its primary efficacy endpoints in the intent-to-treat population. However, post-hoc image analysis performed by a group of
four independent dermatologists suggested significant measurement error caused in one subject by dermatitis (rash), which was measured and obscured
the BCC, and in another subject by the accidental identification of a non-BCC lesion as a BCC as histological confirmation of BCCs was not required in
this study. Upon correcting for these errors in a modified intent-to-treat, or mITT, population, patidegib demonstrated a statistically significant decrease
in SEB size in the cohort of patients receiving patidegib 2% cohort vs vehicle (p=0.04). In addition, in the mITT population, complete clinical response
was observed in 12 of 45 tumors exposed to either patidegib 2% or 4%, whereas complete clinical response was observed in zero of 16 placebo-treated
lesions. Complete clinical response was defined as 0 millimeter measurement of a tumor’s longest diameter at Week 26. Most importantly, the ITT
population patidegib gel-treated subjects developed a mean three-fold fewer number of new facial SEBs (0.4 new facial SEBs in patidegib gel-treated
subjects vs. 1.4 new facial SEBs in vehicle) during the six months of application.

In the ‘201 trial, SAEs were reported in two subjects, both of which were in the vehicle control group and neither was considered related to study drug.
The SOC of these SAEs was infections and infestations (pneumonia, pneumonia pneumococcal), both of which later resolved. One of these patients
discontinued from the trial due to the SAE. No patients treated in an active arm of the trial experienced an SAE, or withdrew from the trial due to an AE
or SAE. In the ‘201 trial, treatment-related AEs were observed as follows: in the 2% cohort, one AE of
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muscle spasms, and one AE of trigeminal neuralgia; in the 4% cohort, one AE of gastrointestinal disorders, four AEs of application site conditions, and
one AE of dysgeusia; in the vehicle cohort one AE of application site reaction, two AEs of muscle spasms, one AE of dysgeusia, and one AE of
alopecia.

We also conducted a Phase 2a, double-blind, randomized, dose-response clinical study of topical patidegib gel in patients with sporadic BCCs, or the
€202 trial. In the ‘202 trial, a total of 36 subjects with BCC were enrolled into one of our sequential cohorts, each randomized 2:1 to receive active study
drug or vehicle gel. The cohorts were: 2% patidegib gel once daily, or QD, 4% patidegib gel QD, 2% patidegib gel twice daily, or BID, and 4%
patidegib gel BID. The primary efficacy endpoint was the change in GLI1 mRNA levels in drug-treated versus vehicle-treated tumors after 12 weeks of
treatment. While the trial failed to meet its primary efficacy endpoint, decreases in GLI1 mRNA levels were observed in the patidegib 2% QD and BID
cohorts, as well as the patidegib 4% BID cohort, while the patidegib 4% QD and vehicle cohorts demonstrated an increase in GLI1 mRNA levels.

In the ‘202 trial, no patients discontinued due to an AE. One patient in the vehicle control group experienced an SAE of diverticulitis that the
investigator deemed as unlikely related to study drug. The patient was hospitalized and the patient recovered. 34.3% of subjects experienced at least one
AE, and no preferred term was reported for >1 subject in any treatment group. Two treatment-related AEs were reported in one patient in the 4%

cohort — eyelid edema and application site edema. Both AEs were mild and resolved.

Based on the data from the ‘201 trial, and specifically the post hoc clinical data that demonstrated a reduction in the number of new SEBs in treated
subjects, the FDA granted patidegib breakthrough therapy designation for the reduction of the life-long, serious clinical morbidity and disease burden of
persistently developing BCCs in patients with basal cell nevus syndrome (BCNS) (also known as Gorlin syndrome). We also received orphan drug
designation from both the FDA and EMA for treatment of nevoid basal cell carcinoma syndrome, or Gorlin syndrome.

In addition to these two Phase 2a clinical trials, a MUSE study was performed in 22 patients. In this study, 4% patidegib topical gel was applied twice
per day for two weeks to 25% of body surface area of the healthy adult subjects to assess PK and tolerability. Systemic drug levels in the MUSE study
were 500-fold lower than seen in patients on oral HHIs. Twice-daily administration of 4% patidegib topical gel to healthy adults was well tolerated. The
only treatment-emergent AE reported for more than one subject was application site pruritus, which was reported for two subjects and resolved without
requiring any action. Treatment-emergent AEs considered to be possibly related or probably related to study drug were application site pruritus,
application site erythema, and muscle spasms. Across these three trials where subjects were treated with topical patidegib, no AEs commonly associated
with oral hedgehog inhibitors were seen (hair loss, cramping, taste loss), and no SAEs were seen amongst the patidegib-exposed subjects.

Clinical Development Plan

We have initiated a multicenter, randomized, double-blind, vehicle-controlled Phase 3 clinical trial for topical patidegib gel, 2%, as a treatment for
Gorlin Syndrome. The study is expected to enroll 150 subjects in two arms, randomized 1:1. The primary objective of the trial is to assess the reduction
in the number of new surgically eligible BCCs on the face of subjects, over 12 months. The secondary objective is to assess safety and tolerability.

We also intend to study the use of topical patidegib gel in non-Gorlin patients with high-frequency BCCs in a Phase 2b clinical trial, which we expect to
initiate in 2019.

Partnerships

In November 2018, we through our investment in PellePharm, Inc., or PellePharm, entered into a partnership with LEO Pharma, pursuant to which LEO
has acquired a minority stake in PellePharm and has agreed to provide
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additional non-dilutive capital to fund the development of topical patidegib, including our planned Phase 3 clinical trial. LEO also acquired an option to
purchase all shares in PellePharm at a later date. See “—Our Material Agreements—BBP-009 (Patidegib): Option Agreement with LEO Pharma A/S.”

Key Competitors

Mayne Pharma is currently developing SUBA itraconazole, an antifungal agent, for basal cell carcinoma nevus syndrome. This program is currently in

Phase 2b.

BBP-589/PTR-01 (Phoenix Tissue Repair): Recessive Dystrophic Epidermolysis Bullosa (RDEB)

Summary

We are developing BBP-589, an IV-administered recombinant collagen type VII, or rC7, protein replacement therapy, for the
treatment of recessive dystrophic epidermolysis bullosa, or RDEB

BBP-589 received orphan drug designation from the FDA and EMA in 2014 for the treatment of dystrophic epidermolysis
bullosa and we received fast track designation from the FDA in 2019 for the treatment of dystrophic epidermolysis bullosa,
or DEB

Development
Status and
Catalysts

Ongoing — Phase 1/2 clinical trial

2020 — Anticipated data readout from Phase 1/2 clinical trial

Disease Overview

DEB is a rare, genetic, multisystem disorder stemming from a lack of collagen type VII fibrils anchoring together layers of
epithelial tissue, most notably skin. It is characterized by incurable, extremely fragile blistering skin; deformed limbs; and
numerous co-morbidities, including squamous cell carcinoma and early death. RDEB, is a subtype of DEB with more severe
symptoms

Both DEB and RDEB are driven by mutations in COL7A1 gene coding for collagen type VII. Dysfunctional or deficient
collagen type VII cannot anchor epidermal basement membrane to underlying papillary dermis
Incidence of DEB is approximately 6/1,000,000 live births and prevalence is in approximately 3/1,000,000 people in certain

western countries; RDEB prevalence is estimated at approximately 1.4 to 1.5 in 1,000,000 in western countries

Current standard of care for both DEB and RDEB is mostly preventative and palliative symptom management (e.g.,
dressings, wound care, pain management, and nutritional supplements)

Our Product
Concept

Designed to be an IV-administered rC7, protein replacement
A functional form of collagen type VII is intended to compensate for the dysfunctional protein in patients

In in vivo models, rC7 accumulated at the basement membrane zone at the epidermal/dermal junction, formed functional
anchoring fibrils, and reversed the DEB phenotype

Key Competitors

KB103, a topical HSV-1 gene therapy
EB-101, ex vivo autologous gene-corrected keratinocytes

QR-313, an RNA oligonucleotide therapy for DEB exon 73

Disease Overview

DEB is a genetic condition caused by mutations in the COL7A1 gene encoding the protein collagen type VII, a type of collagen protein that plays an
important structural function. Collagen type VII resides in the basement
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membrane beneath stratified squamous epithelia and forms anchoring fibrils that hold layers of the epithelium together, most notably the epidermal and
dermal layers of the skin. In DEB patients, mutations of the COL7A1 gene lead to deficient anchoring fibrils, resulting in normal physical touch or
friction upon the epithelium causing severe blistering, wounds, and scarring of the skin as well as the mucous membranes and gastrointestinal tract,
which are lined with epithelial cells. These patients can also suffer from joint contractures and pseudosyndactyly as a result of this condition as well as
many other comorbidities, and they experience a shortened life expectancy often due to squamous cell carcinomas.

RDEB is a subtype of DEB that tends to have more severe symptoms and clinical outcomes. At present, there is no approved therapy for RDEB. All of
the current standard of care treatment approaches rely on protective or palliative interventions. These include bandaging and disinfecting of wounds,
nutritional supplementation and pain management none of which address the underlying cause of the disease. We believe there is a significant unmet
need for a therapeutic option that can potentially address the cause of disease systemically and offer respite from the effects of the disease.

METICLLAR FIIRLS COLLAGEN Y1 UNARCHORED AETICLLAR FRIARS L=}

Our Product Concept

DEB is caused by dysfunctional collagen type VII protein. BBP-589 is a recombinant version of collagen type VII that is intended to take the place of
the patient’s defective protein and reverse the DEB phenotype by forming the anchoring fibrils needed to hold the dermis and epidermis together. We
have successfully generated a Chinese Hamster Ovary, or CHO, cell line to produce rC7 protein for use in further development. BBP-589, also referred
to as PTR-01, has received orphan drug designation for the treatment of DEB in both the United States and European Union, respectively. As a systemic
protein replacement therapy candidate, rC7 is intended for intravenous delivery, a modality that has proven effective at delivering rC7 to the skin’s
basement membrane in preclinical animal models.

Preclinical Data

Preclinical studies have shown that rC7 distributes to the basement membrane of the skin. In COL7A1 knockout mouse models, treatment with
intravenously delivered rC7 was observed to restore anchoring fibrils, promote healing and improve survival.
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As shown in the images below, rC7 was detected in target tissues by immunofluorescence (IF) in COL7A1 knockout mice following a single TV
injection. Injected rC7 was detected at the dermal—epidermal junction, or DEJ, of multiple skin sites (top two rows); none was detected in vehicle-
treated mice (bottom row).

rC7

rC7

Tan

Vehicle

Newborn RDEB mice were intravenously injected with 16 mg of CHO derived rC7 or vehicle control via the superficial temporal vein, and tissue
samples were obtained 5 to 14 days after mice were injected and subjected to immunofluorescence (IF) staining. Abd, abdomen; Eso, esophagus; FL,
front leg; FP, front paw; RL, rear leg; RP, rear paw; Ton, tongue; E, epidermis; D, dermis

Immunogold electron microscopy of skin obtained from COL7A1 knockout mice injected with rC7 showed formation of anchoring fibrils in the correct
location. A single IV administration of rC7 to neonatal COL7A1 knockout mice was associated with a statistically significant improvement in survival
compared to vehicle-treated controls.

In single bolus dose toxicity studies conducted in rats and non-human primates, or NHP, rC7 was shown to be well-tolerated. In PD studies, the rC7
administered product was detectable at up to four weeks in the tissue of COL7A1 knockout mouse while the serum half-life ranged from one to five
hours in mouse, rat, and NHP. A 28-day repeat dose rat toxicology study and two 28-day NHP repeat-dosing IV toxicology studies included
histopathology observations consistent with immune complexes and/or compound deposition. The NOAEL was determined at 4 mg/kg for NHP only,
which was used to inform the starting dose of the Phase 1/2 clinical trial.

Clinical Development Plan

Going forward, we expect to continue to develop BBP-589 in patients with RDEB. The present Phase 1/2 randomized, saline-controlled, single-blind,
multiple ascending dose, dose-escalation trial was initiated in the first quarter of 2019. This first-in human study in adult RDEB patients will evaluate
ascending doses of BBP-589 over three cohorts administering a total of three doses of BBP-589 and three doses of saline control IV to all patients in a
cross-over design over a 10-week period. The primary objective of the trial is to evaluate the safety, tolerability and PK of BBP-589 in RDEB patients.
Additionally, the trial will assess the proof of biologic activity through skin biopsy evaluation of C7, and formation of anchoring fibrils. Wound healing
and clinically meaningful patient reported outcomes will also be evaluated at multiple timepoints. We expect to complete the trial in early 2020. BBP-
589 received fast track designation from the FDA in 2019 for the treatment of DEB.

Key Competitors

A number of companies are developing potentially competitive products for RDEB. Krystal Biotech, Inc. is developing KB103, a topical HSV-1 gene
therapy currently in a Phase 1/2 clinical trial. Abeona Therapeutics, Inc. is developing EB-101, a topical therapy consisting of ex vivo autologous gene-
corrected keratinocytes which
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has completed a Phase 1/2 clinical trial. ProQR Therapeutics N.V. is developing QR-313, an RNA oligonucleotide therapy for DEB exon 73. Fibrocell
Science, Inc. is developing FCX-007, a COL7A1 gene therapy which has completed a Phase 1/2 clinical trial.

BBP-681 (Venthera): Venous and Lymphatic Malformations

Overview

We are developing BBP-681, a preclinical transdermal PI3K inhibitor, for the treatment of cutaneous venous and lymphatic
malformations

Development
Status and
Catalysts

Ongoing — IND-enabling toxicology and formulation

2020 — Anticipated IND submission

Disease Overview

Venous malformations, or VMs, are large, disorganized veins that can cause significant morbidity due to functional
impairment, pain, bleeding, and disfigurement. Lymphatic malformations, or LMs, involve the lymphatic vessels and cause
functional impairment and pain similar to VM, lymphatic leakage and disfigurement. VM and LM can be isolated, mixed, or
be part of complex syndromes known collectively as PIK3CA-related overgrowth syndromes, or PROS

The majority of VMs and LMs are driven by mutations in PIK3CA or its directly upstream activator TEK

Prevalence of greater than 75,000 VMs in the United States and EU in the skin and greater than 42,000 LMs in United States
and European Union in the skin

These lesions typically present at birth, and diagnosis is confirmed with radiographic imaging

Standard of care is generally non-disease-modifying and invasive; ranges from compression bandages and aspirin, to laser
ablation, surgical resection, and sclerotherapy

Our Product
Concept

Topically formulated gel of proprietary small molecule inhibitor of PI3Ka under development to treat VM and LM
PI3K inhibition has been observed to cause a regression of lesions in a transgenic VM mouse model

BYL719, an orally dosed PI3K inhibitor, quickly and markedly improved VMs and LMs in PROS patients in a recent
compassionate use study. Compared to oral dosing, we believe the transdermal approach may drive a higher local
concentration of drug in the cutaneous lesion, with a lower concentration systemically

We believe transdermal therapy has the potential to replace or complement treatment across standard of care, and across the
spectrum of severity. A topical gel has the potential to be used to treat an isolated VM/LM skin lesion or the skin
manifestations of complex PROS

Key Competitors

ART-001, an orally dosed PI3Ka inhibitor for VMs and PROS
ARQ-092, an orally dosed AKT inhibitor for Proteus Syndrome and other PROS

Disease Overview

VMs are large, disorganized veins that can cause significant morbidity due to functional impairment, pain, bleeding, and disfigurement. LMs involve
lymphatic channels that are overgrown and/or disconnected from the
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lymphatic system. These cause similar functional impairment to VMs, as well as pain, lymphatic leakage, and disfigurement. The standard of care for
both VMs and LMs is often invasive and generally not disease-modifying. Intervention consists mostly of laser ablation of lesions, surgical resection
and sclerotherapy, each of which are painful, rarely curative, and prone to complications. In the United States and Europe combined, it is estimated there
are over 75,000 patients with cutaneous venous malformations, and another 42,000 cutaneous lymphatic malformations. The current standard of care
options, like resection, laser ablation, and sclerotherapy, tend to not be curative, and the lesions require repeated, invasive treatment.

The majority of VMs and LMs are caused by mutations in PIK3CA or its directly upstream activator TEK. A recent compassionate use trial in 2018
showed that an orally dosed inhibitor of PI3Ka, the protein encoded by PIK3CA, causes a regression of VMs and LMs. The study was conducted in 19
patients with PIK3CA mutations and showed that vascular lesions, both on the skin and visceral, responded to inhibition of PI3K.

Our Product Concept

Our product candidate, targeting the cutaneous and subcutaneous manifestations of the disease, is a transdermal gel designed to permeate the skin and
inhibit PI3Ka. Similar to observations in other transdermal approaches, we believe BBP-681 may yield a lower systemic concentration than orally dosed
PI3Ka inhibitors and a higher concentration in the superficial but symptomatic lesions. In skin flux assays in Franz cell chambers, skin permeability
greater than 100 fold above those achieved by topical rapamycin, an off-label therapy for LM and VM, was observed. Our PI3K inhibitor showed
consistent suppression of the PI3K/AKT pathway in multiple cell lines including a human VM-derived TEK mutant endothelial cell line, as well as a
mouse derived PIK3CA mutant endothelial cell line. Ten-point dose curves using a MTS viability assay in the same cell lines suggest that our compound
may be at least as potent in cells as BYL719.

Development Plan

We are manufacturing GLP-grade quantities of this compound to support ongoing IND-enabling toxicology studies, and expect to file an IND by the end
of 2019.

Key Competitors

Various other compounds are currently in development for PROS, including ART-001, which is under preclinical development by ARTham
Therapeutics, Inc. as an orally dosed PI3Ka inhibitor for VMs and PROS, and Miransertib (ARQ-092), an orally available, selective, pan-AKT (protein
kinase B) inhibitor in Phase 1/2 clinical development by Arqule, Inc. for Proteus Syndrome and other PROS.

BBP-671 (CoA): PKAN and Organic Acidemias

Summary *  We are developing BBP-671, a series of preclinical oral small molecules, allosteric activators of pantothenate kinases, for the
treatment of Pantothenate Kinase Associated Neurodegeneration, or PKAN, and Organic Acidemias, or OAs

g::::::g:‘;m * Ongoing — IND-enabling development
Catalysts * 2020 — Anticipated IND submission in OAs

Disease Overview PKAN:

+  PKAN is a rare genetic disorder with progressive neurodegeneration. Early onset patients typically demonstrate motor
deficits with possible visual problems from retinal degeneration within six years of age. Later onset disease is
heterogeneous, with
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Our Product
Concept

psychiatric symptoms and progressive parkinsonism developing in late childhood to adulthood

OA:

Inactivating mutations in the rate-limiting coenzyme A (CoA) synthetic enzyme PanK2 is postulated to lead to CoA
depletion

Prevalence of approximately one in 1,000,000, with between 800 to 850 patients in the United States and European Union
Diagnosed by magnetic resonance imaging, or MRI, and genetic testing

No currently approved treatments

Organic acidemias are caused by mutations in enzymes that disrupt amino acid metabolism leading to acute
decompensations requiring hospitalization, as well as long term complications involving multiple organ systems, such as the
heart, pancreas, kidney, liver, and brain

Mutations in metabolic enzymes lead to organic acid accumulation and is hypothesized to lead to CoA sequestration
Incidence of approximately 5 in 100,000 births
Newborn screening for OAs occurs in every U.S. state and most European countries

Standard of care includes dietary restriction and supplementation, but unmet need remains high due to metabolic
decompensations and long-term complications

Oral small molecule, allosteric activator of PanK 1-3 enzymes

Increased CoA synthesis restores CoA levels, which are thought to be depleted in PKAN, and overcomes metabolic
dysregulation in OAs

Key Competitors

PKAN:

OA:

Fosmetpantotenate, an oral small molecule, substrate replacement agent

A substrate replacement agent under development by COMET Therapeutics

mRNA-3704, mRNA-3927, systemic intracellular therapeutics for select organic acidemias

LB-001 and SEL-302, gene therapy agents for methylmalonic acidemia

Disease Overview

Pantothenate Kinase-Associated Neurodegeneration

PKAN is a rare, progressive neurodegenerative disorder arising in early childhood. The disease is defined by an accumulation of iron in the brain, which
can be detected on an MRI and confirmed with genetic tests showing mutations in the PANK?2 gene. While the symptomatology and progression vary
widely, most patients develop symptoms before six years of age, while others present in late childhood to adulthood. Early onset patients typically
demonstrate motor deficits with possible night-blindness from retinal degeneration. Later onset disease is heterogeneous, with psychiatric symptoms and
progressive parkinsonism. There are currently no approved disease modifying therapies, with current treatments only partially controlling symptoms.
PKAN affects approximately one in 1,000,000 people, and there are estimated to be between 800 and 850 patients in the United States and Europe.
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Organic Acidemias

OAs are caused by mutations in key enzymes of amino acid metabolism including propionyl-CoA carboxylase for propionic acidemia, or PA,
methylmalonyl-CoA mutase for methylmalonic acidemia, or MMA, isovaleryl-CoA dehydrogenase for isovaleric acidemia and glutaryl-CoA
dehydrogenase for glutaric acidemia type 1. Together OAs are identified in approximately five in 100,000 births through standard newborn screening.
Toxicity in these diseases is driven by defective amino acid metabolism that results in high concentrations of acyl-CoA, and likely to sequestration of
free CoA, and altered mitochondrial energy metabolism. Chronic metabolic disorders such as OA are frequently accompanied by malnutrition and
developmental delay, with acute crises of metabolic decompensation that often results in permanent neurological damage. Current treatments include
dietary restriction, administration of L-carnitine and glycine to promote transfer and excretion of acyl-CoAs, and liver transplantation. Despite these
strategies, unmet need remains high as existing treatment strategies do not altogether prevent metabolic decompensations, nor long term complications
such as neurodegeneration (in MMA and PA), kidney disease (in MMA) and cardiomyopathy (in PA).

More broadly, the pathophysiology of a group of up to 60 inborn-errors of metabolism may be associated with decreases in CoA or CoA intermediates.
As an upregulator of CoA biosynthesis, BBP-671 may be potentially applicable as a treatment in these diseases, which affect an estimated 200,000
patients globally.

Our Product Concept

Pantazines are positive allosteric modulators of the Pantothenate Kinase, or PanK, enzyme family (PanK1, PanK2 and PanK3), which are the rate-
limiting step in coenzyme A (CoA) synthesis. Using a combination of X-ray crystallography and in vitro enzyme activity assays, it has been shown that
the pantazines bind to and activate all PanK enzymes by locking the protein in an active conformation to continually catalyze formation of 4’-
phosphopantothenate, resulting in increased CoA production. In PKAN, mutations in the PanK2 enzyme lead to the development of neurological
deficits, likely as a result from insufficient CoA. It is hypothesized in PKAN, pantazines can increase the activity of the remaining functional PanK1 and
PanK3 enzymes to increase CoA to normal levels and improve dysfunction associated with PKAN. Indeed in a mouse model with deletion of PanK1
and PanK?2 in neurons only PanK3 is expressed, yet pantazine treatment can increase CoA in the brain of these mice.

In PA, defective amino acid metabolism results in accumulation of toxic metabolites that inhibit key energetic pathways, resulting in a severe metabolic
disorder. Increasing free CoA and acetyl-CoA may overcome inhibition of mitochondrial respiration caused by accumulation of toxic metabolites and
organic acids.

BBP-671 is a series of small molecules designed to use a novel approach to increasing CoA synthesis through allosteric modulation of the PanK family
of enzymes, responsible for the first and rate-limiting step in CoA synthesis. The compounds in our BBP-671 program are intended to be orally
administered once-daily, as a highly central nervous system penetrant small molecule, and potentially as a combination therapy.

Preclinical Data

In preclinical in vitro studies, targeting PanK3 with one of our BBP-671 compounds increased PanK activity, and is thought to increase CoA in cells by
locking the enzyme in the “on” position. In preclinical studies, this BBP-671 compound prevented feedback inhibition of PanK enzymes by acetyl-CoA
and propionyl-CoA, and increased PanK activity in the presence of acyl-CoAs by up to 15-fold. BBP-671 has been optimized for high BBB penetration.
This BBP-671 compound dose dependently increased CoA levels in the brain of wild-type mice after 5 doses by oral gavage.

In a mouse model of brain CoA deficiency, which lack PANK1 and PANK?2 in neurons, animals have been shown to have reduced median survival of
only 52 days, a 21% reduction in brain CoA levels and a significant
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locomotor defect measured as a 60% reduction in percent of time moving in the open-field test. The same BBP-671 compound administered in the diet
at a dose of 15 mg/kg/day from weaning increased brain CoA and improved motor phenotype by significantly increasing movement in an open-field
test. Median survival was significantly prolonged to 150 days.

We have studied our compounds in a hypomorphic mouse model of PA, where the mouse PCCA gene is deleted and the human A138T PCCA mutant
protein is expressed. In the mouse model, plasma biomarkers associated with the human disease are increased and growth is impaired. The same
BBP-671 compound administered in the diet at 10 mg/kg/day from weaning in this mouse model of PA increased free CoA in the liver to a level
comparable to that observed in untreated wild-type animals. Mice treated with this BBP-671 compound gained weight at a similar rate as wild-type
mice, unlike untreated mice that gained weight more slowly. The BBP-671 compound decreased the C3-carnitine/C2-carnitine ratio by more than 50%,
consistent with increasing free CoA leading to improvements relevant to the disease.

In non-clinical toxicology studies, we have observed dose-limiting corneal toxicity in a 14 day repeat dosing experiment in dogs. This BBP-671
compound did not achieve a NOAEL in these test subjects; however a NOAEL was achieved in rodents. We believe the toxicity observed is consistent
with a species and chemotype-specific mechanism. Therefore, we have initiated the process of manufacturing scale-up for two backup BBP-671
compounds, which we intend to use for non-GLP toxicology studies in 2019.

Development Plan

We are continuing IND-enabling work and subject to toxicology findings, we anticipate filing an IND in 2020.

Key Competitors

For PKAN, Retrophin, Inc.’s substrate replacement approach is currently in a Phase 3 clinical trial. Consistent with preclinical pharmacokinetic data
suggesting fosmetpantotenate has a short half-life, their treatment is currently dosed three times a day in the trial. COMET Therapeutics has a similar
substrate replacement therapy in preclinical development.

For OA, Moderna, Inc. has filed an IND for mRNA-3704 for MMA, and mRNA-3927 for PA is in preclinical testing. Hemoshear Therapeutics, LLC
also has two preclinical programs for MMA and PA. Two gene therapy programs for MMA have been disclosed by Selecta Biosciences Inc. and
LogicBio Therapeutics, Inc., with both planning for IND filings in 2019. Gene therapies, similar to liver transplantation, are expected to address
systemic sequelae, but may not address CNS manifestations. Synlogic, Inc. also has a discovery program for PA.

BBP-711 (Orfan): Primary Hyperoxaluria and Frequent Stone Formers

Summary *  We are advancing BBP-711, a preclinical development program for potential oral small molecule inhibitors of glycolate
oxidase, or GO, for the treatment of primary hyperoxaluria and patients who experience frequent kidney stone formation

Development . NP
* Ongoing — Lead optimization
Status and going P
Catalysts * 2019 — Expect to nominate a development candidate
Disease Overview » Primary hyperoxaluria, or PH1, is a rare, autosomal-recessive inborn error of metabolism driven by a defect in the AGXT

gene, which codes for the enzyme alanine-glyoxylate aminotransferase, or AGXT

* Deficiencies in the AGXT enzyme translate into the incapacity of PH1 patients to detoxify glyoxylate into glycine. As a
result, glyoxylate is oxidized into oxalate which cannot be metabolized by humans. Elevated oxalate levels form calcium
oxalate crystals, and subsequently kidney stones, which damage the kidneys, culminating in renal dysfunction
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» Prevalence for PH1 is estimated to be 5,000 patients in the United States and EU. Due to heterogeneous symptom
presentation and similarity with other diseases, we believe that the disease is underdiagnosed. Prevalence for FSF is
estimated to be 1.5 million in the United States and European Union

« Diagnosis: Early in life (median 7.7 years) after initial presentation with urinary problems, including kidney stones, blood in
urine and progressive renal failure; confirmed by genotyping

» Standard of care involves symptomatic management through supplementation with vitamin B6, increased fluid intake, and
citrate, to intensive dialysis and lithotripsy. Ultimately, the only curative treatment is a combined liver and kidney transplant

Our Product *  We are selecting an oral small molecule candidate designed to inhibit GO, an enzyme that converts glycdate to glyoxylate

Concept
P + By inhibiting GO, BBP-711 is designed to prevent the conversion of glycolate to glyoxylate, reduce the downstream

production of oxalate and reduce the concentration of urinary oxalate; glycolate can be safely eliminated through urine
* In preclinical mouse models of PH1, BBP-711 reduced urinary oxalate

* Additionally, idiopathic recurrent kidney stones occur in approximately 1% of the world’s population, who are also referred
to as frequent stone formers, or FSF. Approximately 80% of kidney stones are primarily composed of calcium oxalate. We
believe BBP-711 has the potential to show efficacy in such patients

Key Competitors ¢ Lumasiran, a RNAI agent targeting GO
* DCR-PHXC, a RNAI agent targeting hepatic LDHA

Disease Overview
Primary Hyperoxaluria

PH1 is a severe, rare, autosomal-recessive inborn error of metabolism driven by the overproduction of endogenous oxalate due to deficiencies in the
liver peroxisomal enzyme alanine-glyoxylate aminotransferase, or AGXT. PH1 presents early in life after initial presentation with urinary problems,
including kidney stone formation, blood in the urine and progressive renal dysfunction. The median progression to end-stage renal disease, or ESRD, in
patients with PH1 is approximately 24 years. Diagnosis is difficult, as symptoms are non-specific and disease awareness amongst physicians is relatively
low.

In normal individuals, AGT is responsible for the catalysis of glyoxylate to glycine, which can safely be eliminated in urine. However, in patients with
PH1, as AGT is inactive, glyoxylate levels increase and another enzyme, LDH, converts glyoxylate to oxalate. The elevated excretion of urinary oxalate,
or UOx, promotes the generation of calcium oxalate crystals in the kidney and the urinary tract triggering recurrent nephrolithiasis and/or
nephrocalcinosis which culminates in progressive kidney disease and kidney failure.

There are no pharmacologic disease-modifying therapies for PH1, and treatment is focused on symptomatic management. Patients receive
supplementation with vitamin B6 and citrate, and are directed to increased fluid intake in order to dilute UOx. Approximately 40% of the PH1 patients
are responsive to vitamin B6 supplementation; however, responders are typically unable to achieve UOx normalization with this approach. Intensive
dialysis and lithotripsy may be indicated as the disease progresses and symptoms become more severe. The only potentially curative therapy for the
disease is combined liver and kidney transplant, which has significant associated morbidity and mortality.
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FSF

Kidney stones affect approximately 10% and 5% of the male and female populations, respectively, and after the first stone, the recurrence rate is
between 4% to 5% for both males and females. Calcium oxalate is found in approximately 80% of urinary stones, with 60% of stones composed of pure
calcium oxalate.

Our Product Concept

GO is a hepatic, peroxisomal enzyme that plays a key role in the production of oxalate, the molecule responsible for driving PH1 disease
pathophysiology. Specifically, GO catalyzes the conversion of glycolate to glyoxylate, which is then converted to oxalate by LDH.

BBP-711 is a preclinical development program for oral small molecules designed to inhibit GO. By inhibiting GO, the production of glyoxylate is
reduced, leading to the reduction in production of oxalate. By reducing oxalate formation, we believe that BBP-711 has the potential to reduce UOx in
PH1 patients, and may therefore have potential as a future treatment for PH1.

In addition, there are many FSF that have recurrent idiopathic kidney stones made from calcium oxalate. While the present understanding of disease
pathophysiology is incomplete, elevated levels of UOx and calcium increase the risk of calcium oxalate kidney stone formation. Treatments aimed at
reducing dietary uptake of oxalate have shown efficacy in some, but not all, patients. We believe that BBP-711 has the potential to serve as a treatment
for patients with calcium oxalate kidney stones by reducing levels of the key substrate necessary for intrinsic production of UOX, a key driver of kidney
stone formation in these patients. As such, we may pursue an IND for BBP-711 in FSF as a potential expansion indication.

Preclinical Data

We are currently in the lead-optimization stage of preclinical development of BBP-711. Our lead series of potent and selective inhibitors of GO have
been observed to reduce hyperoxaluria in mice homozygous for a null mutation in the AGXT1 gene, a well-validated model for PH1. The figure below
shows UOx levels of AGXT1 knockout mice before and after five days of dosing (indicated with red line) with our lead development candidate.
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Development Plan

We continue to optimize our initial lead series of product candidates and intend to nominate a development candidate for IND-enabling studies in 2019.

Key Competitors

Key competitors for PH1 include Alnylam Pharmaceuticals, Inc., or Alnylam, and Dicerna Pharmaceuticals, Inc., or Dicerna. Alnylam is developing a
Phase 3 RNAI therapeutic candidate targeting GO (Lumasiran) for the treatment of PH1. Dicerna is developing a Phase 2/3 RNAI therapeutic candidate
targeting LDHA for the treatment of all subtypes of PH.

BBP-561 (MoST): Netherton Syndrome

Summary *  We are developing BBP-561, a preclinical program for the development of topical KLK5/7 inhibitors, for the treatment of
Netherton Syndrome

Development * Ongoing — Lead optimization
Stat d
C atus an * 2019 — Anticipated development candidate nomination
atalysts
Disease Overview * Netherton Syndrome is a devastating genetic disease characterized by skin breakdown complicated by risk of sepsis, severe
malnutrition, and dehydration in affected neonates. It can additionally lead to chronic problems including allergy, infection,
and inflammation
* Driven by a loss of function mutation in the gene SPINKS5, which encodes the serine protease inhibitor LEKTI, the
subsequent, uninhibited serine protease activity by KLK5 and KLK?7 leads to premature loss or disruption of the outer layer
of the skin, or stratum corneum, as the proteins holding the skin together are degraded.
* Prevalence of 4,000 — 17,000 patients in the United States and European Union
* No disease-modifying therapy exists. Palliative and preventative treatments are used to manage symptoms
Our Product *  We are developing a topically formulated, small molecule serine protease inhibitor designed to be active against both KLK5
Concept and KLK7

* Restored inhibition of KLK5 and KLK?7 prevents breakdown of proteins required for maintaining intact outer skin

» Studies in a LEKTI-knockout mouse indicated that both KLK5 and KLK?7 inhibition were required to reverse Netherton
Syndrome phenotype

Key Competitors * LM-030, a topical kallikrein inhibitor
*  SXR1096, a preclinical small molecule kallikrein inhibitor
* AZT-02, a Staphylococcus epidermis strain engineered to express LEKTI
* KB-104, a HSV-1 based topical gene therapy

Disease Overview

Netherton Syndrome is a devastating genetic disease caused by an autosomal recessive mutation in the gene SPINKS5 (Serine Protease Inhibitor of Kazal
Type 5), which encodes protein LEKTI (lympho-epithelial kazal type related inhibitor type 5). LEKTI is a serine protease inhibitor expressed in skin
where a key function is to
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inhibit Kallikrein 5 and 7, or KLK5/7. Unregulated KLK5/7 serine protease activity leads to premature detachment of the stratum corneum, the outer
skin layer. Loss of stratum corneum can be life-threatening to neonates due to systemic sepsis or severe dehydration due to the compromised epithelial
barrier, and it can lead to chronic problems for patients, including allergy, infection, and inflammation.

Netherton Syndrome has an estimated prevalence of between one out of 50,000-200,000, from which a potential population of 1,600-6,500 patients are
estimated in the United States and another 3,700-15,000 patients in Europe. Currently, no disease-modifying therapy exists for Netherton Syndrome.

Our Product Concept

A 2017 paper in the Public Library of Science Genetics journal indicated that in a SPINK5/LEKTI-knockout mouse, only the combined knockout of
KLKS5 and KLK?7 was sufficient to reverse the Netherton Syndrome phenotype. With this in mind, we evaluated previously described KLK inhibitors
and used this information as a starting point for our lead optimization work to identify a molecule with properties suitable for IND-track development.
Our medicinal chemistry work yielded BBP-561, which are serine protease inhibitors that have been observed to inhibit KLK5 and KLK?7 in vitro.

Development Plan

We intend to continue our IND-enabling work with BBP-561 pursuing improved synthesis, topical formulation development, development candidate
finalization and selection. We anticipate nominating a development candidate in 2019.

Key Competitors

LifeMax Healthcare International Corp. is developing LM-030, a topical kallikrein inhibitor, which has completed a Phase 2a clinical trial. Sixera
Pharma Ab is developing SXR1096, a preclinical small molecule kallikrein inhibitor. Azitra Inc. is developing AZT-02, a Staphylococcus epidermis
strain engineered to express LEKTT in preclinical development. Krystal Biotech, Inc. is developing KB-104, an HSV-1 based topical gene therapy in
preclinical development.

BBP-761 (Fortify): Leber’s Hereditary Optic Neuropathy

Summary *  We are developing BBP-761, a preclinical program for the treatment of Leber’s Hereditary Optic Neuropathy, or LHON
Development * Ongoing — Lead optimization
Stat d
atus an * 2020 — Anticipated development candidate nomination
Catalysts

Disease Overview * LHON is a rare mitochondrial disease of the eye, which manifests as rapidly progressive and severe loss of central vision
predominantly in young adults

*  Onset occurs most frequently in a single eye and is followed by the second eye, while bilateral presentation occurs in
approximately 25% of cases. Most patients reach legal blindness several months after disease onset

» Caused by mutations in subunits of Complex I of the electron transport chain, a key protein complex for energy metabolism
found in mitochondria, which results in mitochondrial dysfunction

« Prevalence of approximately 20,000 patients in the United States and European Union and incidence of approximately 500
new patients annually

» Patients are typically diagnosed based on clinical history and examination findings, and often confirmed with a genetic test
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* There are currently no treatments for the disease approved in the United States. Idebenone (Santhera) was approved in the
European Union for LHON in 2015 under exceptional circumstances, as its pivotal trial did not meet its primary endpoint

Our Product *  We are developing an intravitreal injectable of a succinate pro-drug

C t
oncep » Increasing the levels of succinate is thought to restore mitochondrial function by upregulating Complex II activity, which is

intended to compensate for Complex I dysfunction

Key Competitors * GS010, an AAV?2 gene therapy vector encoding mitochondrial gene ND4
» Elamipretide, a topical cardiolipin stabilizer

« Idebenone, a small molecule antioxidant and electron carrier

Disease Overview

LHON manifests as rapidly progressive and severe loss of central vision predominantly in young adults. Onset occurs most frequently in a single eye
and is followed by the second eye, while bilateral presentation occurs in approximately 25% of cases. Most patients reach legal blindness within several
months following disease onset. LHON is driven by mutations in subunits of Complex I of the electron transport chain, causing dysfunctional oxidative
phosphorylation in the mitochondria (reduced mitochondrial function and energy production). This leads to degeneration of the retinal ganglion cells of
the eye.

There are approximately 20,000 patients in the United States and European Union with LHON and there are approximately 500 new patients diagnosed
annually.

Our Product Concept

BBP-761 is in preclinical development as a therapy for LHON for which there are no currently approved drug therapies in the United States. Succinate
is a substrate of Complex II of the electron transport chain. As a succinate pro-drug, we believe BBP-761 may have potential to increase Complex II
activity. The in vitro application of succinate pro-drugs to recessive NDUFS2-mutant fibroblast models of Complex I dysfunction has shown that the
compounds increased oxygen consumption rate and normalized spare respiratory capacity, measures of mitochondrial function, through increasing
Complex II activity. Our product concept is to provide a succinate prodrug to the retina through regular intravitreal injections in order to increase
Complex II activity to compensate for Complex I dysfunction. We believe that BBP-761 has the potential to treat LHON if it is found to be effective in
increasing mitochondrial activity.

Development Plan

BBP-761 is currently in the lead-optimization stage of preclinical development. We intend to pursue further preclinical development around ocular drug
delivery as well as in vitro and in vivo efficacy and safety and intend to nominate a development candidate in 2020.

Key Competitors

GenSight Biologics S.A. is developing GS010, an intravitreal AAV2-ND4 gene therapy that is currently in Phase 3 clinical development for the
treatment of LHON. Stealth BioTherapeutics Inc. is developing elamipretide, a peptide that stabilizes cardiolipin delivered through topical eye drops.
The Phase 2 clinical trial of elamipretide did not reach its primary endpoint. Santhera Pharmaceuticals Holding AG received an exceptional
circumstances marketing authorization from the EMA for Idebenone as a treatment for LHON in 2015.
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ONCOLOGY

BBP-398 (Navire): Targeting Multiple Oncology Indications

Summary

BBP-398 is a preclinical small molecule inhibitor of SHP2 for the potential treatment of cancers driven by
hyperactive receptor tyrosine kinase, or RTK, or MAPK signaling

Development Status and
Catalysts

Ongoing — IND-enabling development
2020 — Anticipated IND submission

Pathway Overview

SHP2 is a phosphatase that acts downstream of receptor tyrosine kinases in the MAPK signaling pathway. SHP2
is critical in signaling in these pathways. Increased MAPK signaling is a hallmark of a number of cancer types,
including: cancers driven by RTK genetic alterations, cancers with RTK fusion mutations, and cancers with
constitutively active MAPK signaling. Additionally, SHP2 is implicated as a downstream mediator of PD-1
signaling, a key target of immuno-oncology treatment

A summary of key cancer types in which SHP2 signaling is implicated includes:

Category Mutation Key Cancer Types U.S. Incidence
EGFR NSCLC 35,000
RTK Genetic Alterations HER2 Breast cancer 35,000
RTK Fusions ALK, RET, ROS1 NSCLC 23,000
Constitutively Active NEF-1 Loss of Function Melanoma, NSCLC, Ovarian, 65,000
RAS/MAPK Signaling Bladder, others
KRAS Amplification Esophageal, gastric, ovarian 9,000
BRAF Melanoma 45,000
N/A NSCLC, HNSCC, UC, Gastric, >100,000
PD-1/PD-L1 Treated Tumors HCC, Cervical cancer, others

Our Product Concept

e Oral small molecule, allosteric SHP2 inhibitor

»  Designed to lock the SHP2 enzyme in its inactive conformation, abrogating signaling via the MAPK
pathway, and hindering growth of cancers driven by overactivation of the MAPK pathway, either as a
monotherapy or in combination with established tyrosine kinase inhibitors (TKI)

*  We have developed highly potent compounds with pERK ICsq in the 10-100nM range and anti-
proliferative effects in KRAS-mutant pancreatic cancer, and RTK-driven esophageal squamous cell
carcinoma cells in vitro and xenograft tumor models in vivo

*  Designed to have limited activity against the hERG channel, which is implicated in cardiac toxicity,
giving a high therapeutic index, which we believe will be particularly important for use in combination
with other anti-cancer therapies in the clinic
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Key Competitors *  TNO-155 (Novartis International AG)
«  RMC-4630 (Revolution Medicines)
+  JAB-3068 (Jacobio Pharmaceuticals, Inc.)
»  Undisclosed preclinical asset (Relay Therapeutics, Inc.)

*  Undisclosed preclinical asset (Redx Pharma Plc)

Pathway Overview

Cellular signaling networks governing cell proliferation, survival, adhesion and migration are frequently dysregulated in a variety of cancers. A key
component of these networks are protein tyrosine phosphatases (PTPs), which are enzymes that remove phosphate groups from specific residues on
substrate proteins, often changing their cellular location or function. SHP2 is an important member of this family, which has been shown to interact with
growth factor receptors, scaffolding adaptor proteins, and immune inhibitory receptors. While key substrates remain incompletely validated, SHP-2 has
been demonstrated to be a positive contributor to growth signaling pathways upstream of RAS and MAPK activity.

Upregulated MAPK signaling has been implicated as a driver of multiple cancer types, including cancers with RTK genetic alterations, RTK gene
fusions, and cancers driven by constitutively active KRAS/MAPK signaling.

Outside of the MAPK pathway, active SHP2 limits T-cell response by binding to the receptor PD-1 and dephosphorylating CD28 and LCK, limiting
signaling through the major histocompatibility complex (MHC). Reducing the amount of active SHP2 with an inhibitor may allow stronger T-cell
activation, resulting in more effective tumor suppression.

Inhibiting SHP2 may suppress tumors driven by excess RTK/MAPK Inhibiting SHP2 may sensitize tumors to immune checkpoint
signaling inhibition
Growth Factor Programmed Major histocompatibility
Receptor tyrosine death-ligamnd 1 complex (MHC)
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Our Product Concept

BBP-398 has been designed to have a higher therapeutic index and reduced off-target activity on hERG potassium channels, which are often implicated
in cardiac toxicity. A higher therapeutic index is highly desirable in a SHP2 inhibitor to enhance tolerability when used in combination with other anti-
cancer therapies.

Because of its involvement in signaling pathways aberrant in many cancers, we believe the inhibition of SHP2 activity is a promising therapeutic
hypothesis applicable to multiple cancer types either as a monotherapy or in
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combination with other drugs. Current molecules in development interact with the catalytic, N-SH2 and C-SH2 domains simultaneously to stabilize
SHP?2 in its closed, inactive conformation, reducing the amount of active SHP2 in the cell, and thus limiting its contribution to signaling pathways
downstream.

Our therapeutic hypotheses have been supported by data from multiple preclinical studies including:

+ Inhibition of RAS and MAPK signaling and strong anti-proliferative effects of SHP2 single agent treatment in KRAS G12C mutant cell lines in
vitro

* Inhibition of MAPK signaling and tumor-stasis upon SHP-2 single agent treatment of KRAS G12C mutant MiaPaCa and RTK-driven KYSE
xenograft models in vivo

KYSE-520 xenograft tumor volumes upon treatment with Navire SHP2i QD

Tumor volume (mm')

Days on Treatment

Above, a representative experiment indicating dose-dependent anti-tumor efficacy of our second generation series in RTK-driven esophageal squamous
cell carcinoma (KYSE-520) xenograft tumors over 21 days of dosing.

»  Therapeutic synergy of SHP2 inhibition in combination with MEK inhibitor tremetinib in MiaPaCa xenograft model in vivo
»  Enhanced efficacy upon SHP2 inhibition in combination with anti-PD-1 therapy in H22 hepatocarcinoma xenograft model

*  Restored sensitization of EGFR-mutated HCC827 NSCLC xenograft tumors to EGFR targeted therapy, osimertinib, upon SHP2 inhibition
resulting in tumor regression
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Osimertinib resistant HCC827-ER1 xenograft tumor volumes upon treatment with
osimertinib alone, Navire SHP2i alone or in combination

Tumar volume {(mm’)

Days on Treatment

Above, a representative experiment demonstrating the first generation Navire SHP2 inhibitor sensitized RTK inhibitor, osimertinib, resistant NSCLC
xenograft tumors to osimertinib when given in combination.

Development Plan

We recently nominated our development candidate, BBP-398, which is currently in IND-enabling development. BBP-398 was nominated from a series
of second-generation SHP2 inhibitors that have been optimized for minimal off-target activity on hERG potassium channels, an off-target interaction
implicated in cardiac toxicity.

In preclinical PK studies in rodents, dogs and monkeys, the second-generation series demonstrated favorable PK, which we believe may support once
daily dosing in humans. To date, consistent with our in vitro hERG assays, no evidence of QT/QTc prolongation has been observed in a dog
cardiovascular safety study with one of our second-generation SHP2 inhibitors.

Currently, IND-enabling studies are ongoing, and we anticipate filing an IND in 2020.

Key Competitors

Multiple third parties are in active development of SHP2 inhibitors with similar mechanisms of action. These include three molecules in Phase 1 clinical
trials in patients with solid tumors. Novartis International AG is testing TNO-155 in advanced EGFR-mutant NSCLC and KRAS-mutant NSCLC, CRC,
esophageal squamous cell cancer (SCC), and head and neck SCC, while Revolution Medicines, Inc. is testing RMC-4630 in advanced relapsed or
refractory solid tumors. Jacobio Pharmaceuticals, Inc. is testing their SHP-2 inhibitor, JAB-3068, in a first in human dose escalation study in NSCLC,
head and neck, and esophageal cancer in China and the United States. Two other programs are in preclinical development by Relay Therapeutics and
Redx Pharma.

BBP-954 (Ferro): Multiple Oncology Indications

Summary *  BBP-954 is our preclinical discovery program for irreversible inhibitors of glutathione peroxidase 4, or GPX4,
for the treatment of solid and hematological cancers
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Development Status and
Catalysts

Ongoing — Lead optimization

2020 — Anticipated development candidate nomination

Pathway Overview

Ferroptosis is a form of oxidative programmed cell death that cancer cells must avoid in order to survive and
form tumors

GPX4 is an enzyme that protects cancer cells from ferroptosis by neutralizing toxic lipid free radicals. By
inhibiting GPX4, we aim to trigger ferroptosis in cancer cells

Preclinical data generated by us and third parties suggest many of the most common cancers are sensitive to
GPX4 inhibition, both in monotherapy and combination with standard anti-cancer agents such as kinase
inhibitors and chemotherapy

Cancer types which may be treatable with a GPX4 inhibitor include:

Key Cancer Types U.S. Incidence
Renal Cell Carcinoma (RCC) 65,000
Non-Hodgkin’s Lymphoma (NHL) 75,000
Pancreatic 55,000
Sarcoma 13,000
NSCLC 200,000
Breast 270,000
Melanoma 45,000

Our Product Concept

Oral small molecule irreversible GPX4 inhibitor

Based on in vitro preclinical data, we believe BBP-954 has the potential to be effective in many cancer types;
sensitivity to BBP-954 in vitro (less than 100nM cellular ICsg) included 100% of RCC, 94% of NHL, 92% of
pancreatic, 88% of sarcoma

Early derivatives of BBP-954 provided in vivo proof-of-concept with 50% tumor growth inhibition in a sarcoma
xenograft model

Key Competitors

Bayer AG and the Broad Institute are collaborating to develop GPX4 inhibitors

Pathway Overview

GPX4 is a lipid hydroperoxidase which protects cells from ferroptosis, a form of non-apoptotic cell death that is the result of toxic accumulation of lipid
free radicals. Evasion of programmed cell death, including ferroptosis, is a hallmark of cancer and a growing body of evidence implicates GPX4
inhibition as a novel and potentially effective approach to treating cancer, both as a monotherapy and in combination with multiple standard anti-cancer
agents including targeted kinase inhibitors and chemotherapy. Thus, we believe BBP-954 may be applicable in several common cancer types (see table
above) which account for more than 500,000 new cases each year in the United States alone.

Our Product Concept

BBP-954 is our discovery program for a selective, oral, irreversible GPX4 inhibitors for the treatment of solid and hematologic cancer. Our preclinical
data to date suggest that compounds in our BBP-954 program can be
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highly potent and specific GPX4 inhibitors and ferroptosis inducers. Internal in vitro and in vivo preclinical data, together with recent academic studies,
suggest GPX4 inhibitors may have anti-tumor activity in many of the most common cancers (including lung, melanoma, pancreatic, kidney, lymphoma),
as well as less common tumors such as bone and soft-tissue sarcomas, for which there are currently few effective treatment options. In a cell-based
screen of more than 300 cancer cell-lines derived from more than 10 tumor types, greater than 70% of lines tested were sensitive to our compounds
(sensitivity defined as ICs less than or equal to 100 nM). The most uniformly sensitive tumor types in our in vitro panel are summarized below:
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Cell-based screen of more than 300 cancer cell-lines derived from more than 10 tumor types. Samples were considered sensitive if they showed an ICsg
of 100 nM or less.

We established preliminary in vivo proof-of-concept data in a sarcoma xenograft model using one of our initial compounds, which showed a 50%
decrease in tumor growth relative to vehicle treated animals. The compound was well-tolerated over the 28-day dosing period (measured by change
from baseline in body weight) despite clear target engagement in several normal tissues including kidney, liver, lung, heart and pancreas. Additionally,
multiple independent academic studies have shown tumor regression using genetic inactivation of GPX4, including xenograft models of RCC,
melanoma and sarcoma. Work at leading academic centers has also generated preclinical data suggesting the potential for synergy between GPX4
inhibition and major classes of anti-cancer agents, including chemotherapy, targeted therapy and immuno-oncology.

Development Plan

We are currently in the lead-optimization stage of preclinical development. We anticipate nominating a development candidate in 2020.

Key Competitors

Bayer AG and the Broad Institute are developing small molecule inhibitors of GPX4. We are not aware of any other active GPX4 inhibitor discovery
programs.

GENE THERAPY
BBP-812 (Aspa): Canavan Disease
Summary *  We are developing BBP-812, a preclinical AAV, gene transfer therapy candidate, for the treatment of Canavan Disease
Development * Ongoing — IND-enabling development
Status and
Catalysts * 2020 — Anticipated IND submission
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Disease Overview » Canavan Disease is a fatal, progressive neurodegenerative disorder that begins in infancy. The disease is a leukodystrophy,
caused by degradation of white matter in the brain. Patients typically miss developmental milestones, have a rapidly
increasing head circumference, progressive lack of motor control, and often do not live past their mid-teens

» Caused by inactivating mutations in the gene encoding aspartocylase (ASPA) that normally catalyzes diacylation of
N-acetyl-1-aspartate (NAA) into aspartate and acetate. Results in elevated NAA levels

« Incidence of one in 100,000 births worldwide
« Diagnosis: Clinical suspicion after missed developmental milestones is confirmed by elevated NAA in urine
* No treatments approved for Canavan Disease, care is focused on symptom management

Our Product * Designed to replace ASPA gene with AAV9 gene therapy restoring missing enzymatic activity

C t
oncep + BBP-812 uses a self-complementary AAV9 vector

Key Competitors *  We are not currently aware of any key competitors

Disease Overview

Canavan Disease is a fatal, progressive neurodegenerative disorder that begins in infancy. The disease is a leukodystrophy, caused by degradation of
white matter in the brain, which prevents proper synaptic communication of neurons. Canavan Disease typically presents within three to five months of
birth with missed or regressed developmental milestones, a rapidly increasing head circumference, lack of head and motor control, seizures, low tone,
which then progresses to spasticity, and sometimes blindness. Many of the patients do not live past their mid-teens, though some do survive longer.

Canavan Disease is exceedingly rare, with an estimated prevalence of less than approximately one in 100,000 births, corresponding to approximately 90
births annually in the United States and Europe. The current total estimated disease population is around 1,000 in the United States and Europe, some of
whom are catalogued in patient registries and patient advocacy groups. Current treatment is limited to supportive symptomatic care, and there are no
drugs currently approved or registered in clinical development for Canavan disease.

Canavan Disease is caused by a deficit in the ASPA gene, which encodes Aspa, an enzyme that catalyzes the diacylation of NAA into aspartate and
acetate. Though the exact molecular pathophysiology of the disease has not yet been elucidated, significant demyelination in the deep cortical white
matter is a hallmark of the disease. Additionally, Aspa inactivity results in a significant increase in urinary NAA, which can be quantified by mass
spectrometry and confirm diagnosis.

Our Product Concept

BBP-812 is a self-complementary AAV, or AAV9 gene transfer product candidate intended to treat Canavan Disease by replacing the aspartoacylase
enzyme. The vector uses a CB6 promoter, which is constitutively active. A recent publication using the same vector construct showed that expression of
Aspa was sufficient to rescue the phenotype and lifespan of mice lacking the ASPA gene. Data in a knockout mouse model of Canavan Disease showed
strong evidence of activity out to one year, which was the latest time point evaluated. No notable adverse effects were observed, and the therapy at the
high dose restored survival, motor function, and NAA to wild-type
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levels. While little data have been presented publicly, a single compassionate use case performed at the University of Florida for a Canavan Disease
patient treated with simultaneous intravenous and intracerebroventricular injection of rAAV9-CB6-ASPA was associated with improved functional
outcomes in a 6-month update as measured by motor abilities. In a Phase 1 clinical trial for Spinal Muscular Atrophy Type 1, AAV9 was well-tolerated
in humans at doses as high as 2x1014 vector genomes per kilogram.

Development Status

Following ongoing route-of-administration, dose-finding, and IND-enabling toxicology, we expect to file an IND submission for BBP-812 in 2020.
Given the small number of patients and the extremely high unmet need, we intend to explore an abbreviated and accelerated clinical development plan,
as well as to pursue a rare pediatric disease designation from the FDA.

Key Competitors

We are not aware of commercially active small molecule or conventional biologic programs aimed at treating Canavan Disease. A gene therapy
developed by Dr. Paula Leone and licensed to Bamboo Therapeutics (acquired by Pfizer Inc.) was in preclinical development at the time of the Bamboo
acquisition, but its current development status is unknown.

Additional Program Related Information
Manufacturing

We do not own or operate, and currently have no plans to establish, any manufacturing facilities. We currently depend on third-party CMOs, for all of
our requirements of raw materials, drug substance and drug product for our preclinical research and our ongoing clinical trials of our product candidates.
We have not entered into long-term agreements with our current CMOs. We intend to continue to rely on CMOs for later-stage development and
commercialization of our product candidates, including any additional product candidates that we may identify. Although we rely on CMOs,