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General Disclaimer

This Presentation has been prepared solely for informational purposes intended to facilitate discussions with potertiimsinegarding the offering of the Company's securities. This
Presentation shall not constitute an offer to sell or the solicitation of an offer to buy any securities nor shall theseshéea of securities in any jurisdiction where such offer, solicitation or sale
would be unlawful. No offering of securities shall be made except by means of a written offering memorandum via an eXemnptioa registration requirements of the U.S. Securities Act of
1933, as amended (the "Securities Act"). This Presentation is strictly confidential and is being furnished solelyeimrrel@gpicable exemptions from the registration requirements under the
Securities Act. The offered securities have not and will not be registered under the Securities Act or any state &esiriied may not be offered or sold within the United States, or to or for the
account or benefit of U.S. person, unless an exemption from the registration requirements of the Securities Act is aval@dmpany intends to offer and sell the securities in reliance on the
exemption from registration provided by Rule 144A under the Securities Act. Under Rule 144A the securities may onlp Qealdldd Institutional Buyers ("QIBs"), as defined in Rule 144A under
the rule. Any purchaser of such securities in the United States, or to or for the account of U.S. persons, will be deeneethaole certain representations and acknowledgments, including,
without limitation, that the purchaser is a QIB. The securities are being offered by the Company pursuant to a prelifienagyrémorandum, together with any supplement thereto, including a
term sheet specifying the pricing and other terms of the securities being offered. Such preliminary offering memoranduysapglement thereto will specifically state that you may rely on the
information contained therein (but only as of the date of such preliminary offering memorandum or supplement theretgje3éigation does not purport to be all inclusive or contain all of the
information that a prospective investor would need to make an investment decision regarding the Company's securitiferridimoin contained in the preliminary offering memorandum and
any supplement thereto will supersede the information in this presentation in its entirety.

ForwardLooking Statements

Statements in this Presentation that are not statements of historical factocaveard-looking statements. Such forwatdoking statements include, without limitation, statements regarding our

research and clinical development plans, expected manufacturing capabilities, strategy, regulatory matters, market giperamty, future financial position, future revenue, projected costs,
LNEALISOGEsT LXLFyas 202800A0Sa 2F YIylFr3aSySyidsz yR (KS Rk gRIDAGEDAT GBIl Yize O SEXISOSZ HS AL
GLRGSYOGALFfE YR &AYAf I NI SE LINBokidgstatghients; thaBgh hoyall Sryiatddking statemaninBogdsdrily éontainghiede idéniying words. These forward

looking statements are based on the beliefs of the Company's management as well as assumptions made by and informatipa\aitatte to the Company. Such statements reflect the current
views of the Company with respect to future events and are subject to known and unknown risks, including business, rempolatonyc and competitive risks, uncertainties, contingencies and
assumptions about the Company, including, without limitation, risks inherent in developing therapeutic products, futussfr@suthe Company's ongoing and planned preclinical studies and

clinical trials, the Company's ability to obtain adequate financing to fund its preclinical studies and planned clilsieabtother expenses, trends in the industry, the legal and regulatory

framework for the industry and future expenditures. In light of these risks and uncertainties, the events or circumstteroes t@in the forwardlooking statements may not occur. The actual

results may vary from the anticipated results and the variations may be material. These féoakiry statements should not heken as forecasts or promises nor should they be taken as

implying any indication, assurance or guarantee that the assumptions on which such féoalartdy statements have been made a@rect or exhaustive or, in the case of the assumptions, fully
stated in the Presentation. You are cautioned not to place undue reliance on these fdoslidg statements, which speak oralg of the date this Presentation is given. This Presentation discusses
product candidates that are under preclinical study or clinical trial and which have not yet been approved for markdtejgdyit ® C22R | YR 5NHzZ ! RYAYAAGNI GA2Yy
made as to the safety or effectiveness of these product candidates for the therapeutic use for which such product cemditiatag studied.

Certain information contained in this Presentation relates to or is based on studies, publications, surveys and otheniteta fsom thirdLJ- NIl @ a2 dzNDOS& FyR GKS [/ 2Y LIy
estimates and research. While the Company believes theselairty sources to be reliable as of the date of this Presentatidras not independently verified, and makes no representation as to

the adequacy, fairness, accuracy or completeness of, any information obtained frospéntydsources. In addition, all of timearket data included in this Presentation involves a number of

assumptions and limitations, and there can be no guarantee as to the accuracy or reliability of such assumptions. Hm#ily Gampany believes its own internal research is reliable, such

research has not been verified by any independent source.
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We are building a leading genetic disease company

. . : éa pipeline of pot
Colre atiflbuiese eappl il e mem and synthetic blockbusters*

1. Distinctive early Z\'eidos A Two potential $1B+ franchises in
stage asset selection S v Phase 2 or later
A Two planned NDA submissions
2. Experienced, ) this year
product-focused pellepharm A Several early-stage potentially
R&D team a bridgebio company large franchises
KRAS
3. Efficient corporate @ GPX4
structure Congenital adrenal hyperplasia
MYOKARDIA . _
Leber ds heredita
4. The willingness and ) neuropathy
scale to fail GBT\\'\ A Multiple IND submissions
planned in 2020
5. Focus at the level of A Four new programs announced in
individual diseases + 18 BridgeBio January 2020

and assets programs

*Blockbuster defined as program with $1bn+ opportunity
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BridgeBio is led by a world-class team of experienced
drug developers

of top R&D minds
C PORTOLA #8110 Kardi
Cha_trles Homcy, MD 7 s (N TRRRERER VELCADE W Qxbryta
Chairman of Pharmaceuticals GBTY Gue IR, (bortezombmmen R e o (oiElolon
Fra_nk McCormick, PhD, FRS UOSF QN%GWF KyDrO|IS
Chairman of Oncology (soraenib)tables 7/ oo e
S /
. h =

Richard Scheller, PhD Genentech xmnm TECEES EE%ETA +)Kadcyla
Chairman of R&D OCREVUS O @ VENCLEXTA

eéand put them
operators in the industry

. S _
Uma Sinha, PhD GBT G N Rigaiti ARIE0E  Giioryta
Chief Scientific Officer % porroLs  MILEENDIUM B 0

. @ .°'~
Eli Wallace, PhD ARRAY Pelofon MEKTOVT Frugcvss oselugo
Chief Scientific Officer in Residence, Oncology et Thetapettics 26° - e

PT2997 (HIF2ai, Ph3)

Robert Zamboni, PhD € MERCK FROSST sIiGULAIR /AREOXIA IIOXX
Chem|stry (montelukast, MSD) oniy (ro fecoxib, MSD)

Together, our R&D team is responsible for 100+ INDs and 20+ approved products
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We believe genetic disease drug discovery is lower risk, faster,
with potentially higher returns than traditional drug discovery

Higher cumulative Faster time to Better return on
>4X probability of >65% Phase 3* >8X investment*

Success
Probability of success from Phl to Total return on investment
launch Time from lead optimization to Ph3 [Enerprise value]/[APIC - cash on hand]*
0% - 7.0 . , .
50% 45% 7. y First 2 BridgeBio
35 1 programs
40% - 6 1 . . . 30 -
5 | First 2 BridgeBio
30% - % programs 25 1 20.2x
S 4 - 20 '
20% - > 3 . 2.8y 15 15.5x
10% 2 n 2'0y
10% - 10 A
17 51 21
AX
0% - _ 0 )

Industry Genetic Industry ATTR Gorlin NBI ATTR Gorlin

average average average (Eidos) (Pelle) median**  (Eidos)  (Pelle)***
Sources: Hay et al ., Nature BSwourrcdnol Pgyl dtClalni,calNat Rev :sroLZ 8/ ?OCI(?S,S'.ﬁHo t
Devel opment Success Rates f orimpravesR&D prodgctvityi tioeplaatimacButiaalgnslustry's ﬁrgl?délzs a?)NB?COTSt'tU?EtS W_?% rparﬂet vglueh<$20bn
2014 grand challenge. o, 2010 alculated as total consideration from LEO Pharma

transaction divided by total burn to date
Sources: FactSet

Targeting genetic disease has higher average probability of success and BridgeBio

has demonstrated higher ROl and shorter development time in its first 2 programs

*For first two BridgeBio programs ( S~ .
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Assessing BridgeBio

Criteria

High probability of success

1

Number of programs
2

Capital efficiency
3

Relevance

A Historically higher probability of success for genetic
disease drugs

ABridgeBiodbs early programs hayv
historical probabilities

A We find great science and unlock its potential for
patients

A Always searching for the next PellePharm or Eidos

A Scale allows for objective assessment and failure

A Generate value by making each program ROI-positive
A Driven by judicious use of capital at the high-risk
preclinical stages
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Our pipeline of 20+ development programs spans multiple
therapeutic areas and drug modalities

| )¢( Small molecule krJ Topical small molecule /Biologics XA Gene therapy |

Portfolio
segment

Program?

Drug mechanism

Diseases

Patient

pop.
(US+EU)

Modality ‘

I = Key value drivers over the next 18 months

Pre-Clinical Clinical
. IND-
Discovery ‘ ‘ enabling ‘ |‘ Phasel : Phase 2 : Phase 3

AG10 TTR stabilizer ATTR-CM >400K XX
Mendelian
BBP-870 cPMP replacement MoCD type A 100 :@: NDA
m Infigratinib Low-dose FGFR1-3i Achondroplasia3® 55K :@: E
Encaleret CaSR antagonist ADH1/HP 12K/ 200K ﬁI i
Zuretinol Synthetic retinoid IRD (RPE65 or LRAT) 3K :@: E
BBP-418 Glycosylation substrate  LGMD2i 7K :@: E E
BBP-711 GOL1 inhibitor PH1/FSF 5K/ 1.5M :@: I i i
BBP-671 PankK activator PKAN / OA 7K LI i i
BBP-761 Succinate prodrug LHON 20K ﬁ [ g E E
BBP-472 PI3Kbi PTEN autism 120K :@: [ 4 i i
Genetic Patidegib? Topical SMOi Gorlin/ BCC 120K :‘7
Dermatology ggp-sgg RecombinantCOL7 ~ RDEB 1.5K > : !
BBP-681 Topical PI3Kai VM /LM 117K E I . .
BBP-561 Topical KLK 5/7i Netherton 11K : [ 4
Targeted Infigratinib ~ FGFR1-3i FGFR+ tumors 37K :<): : :
Oncology _ ) | |
BBP-398 SHP2i Multiple tumors >500K ﬁI 4 : :
'@ BBP-454 Pan-mutant KRASI KRAS+ tumors >s00k XX D i i
@ BBP-954 GPX4i Multiple tumors >500K :@: [ E E
Gene Therapy BBP-631 21-OH gene therapy CAH >75K ppd E E
M BBP-812 ASPA gene therapy Canavan 1K D E E
BBP-815 TMC1 gene therapy Genetic hearing loss 10K pd E E

1 Each of our programs is housed in a separate subsidiary; 2We are party to an option agreement pursuant to which LEO Pharma A/S has been granted an exclusive, irrevocable option to acquire PellePharm, including
the BBP-009 program. If the option is exercised by LEO Pharma A/S, we will no longer have rights to develop and commercialize BBP-009. 3Protocol accepted by Australian local ethics committed, IND submission to

FDA expected 2020.
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Four key value drivers over the next 18 months

Population .

AG10: TTR stabilizer for ATTR

A Most potent TTR stabilizer; MOA mimics protective genetic
variant

A Data to date suggest potential best-in-class clinical profile

>400K

Enrolling
ATTR-CM
Ph3

A Complete
enrollment 1H21

A Data 1H22

Low-dose infigratinib (FGFRI) for achondroplasia
A Only agent designed to directly target genetic cause of ACH
A Differentiated pre-clinical data on cranial and spinal defects

Enrolling
Ph2 study

A Dose first child
2020

A Data 2021

Gene therapy for congenital adrenal hyperplasia (BBP-631)
A One of largest potential gene therapy markets

A Only approach capable driving endogenous cortisol
production

GLP tox
ongoing

A File IND 2020
A Data 2021

Encaleret: CaSR antagonist for autosomal dominant
hypocalcemia type 1 (ADH1)

A Directly targets ADH1 genetic driver; potentially first-in-class

Ph2-ready

A Dose first patient
2020

A Data 2021

Wg\ebio



AG10 for TTR amyloidosis (Eidos)

Art, ATTR-CM
patient

A\ Addressing large and growing need in ATTR,

a fatal disease affecting >400K patients

A Targeting the disease at its source by

stabilizing TTR, a genetic and clinically validated
mechanism

A\ Advancing AG10, a potential best-in-class

drug that mimics naturally occurring rescue
mutation

Phase 2 open label extension study suggests
potential to reduce mortality and
cardiovascular hospitalizations at 15 months

A\ Executing Phase 3 study in ATTR-CM with top-

line data expected in 2022



AG10 structurally mimics disease-protective mutation by
hyper-stabilizing TTR

Disease-protective T119M mutation AG10-bound TTR

Strong inter-monomer H-bonds observed via X-ray crystallography
Unique binding mode vs other stabilizers

ﬁg\ebio
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Serum TTR levels, a prognostic indicator of survival, increased upon
AG10 treatment and were maintained throughout Ph 2 study

Serum TTR cgncentration
mg/dL, mean N SEM — AG10WT!?

——

= = AGI10 Variant!

+
30 3 OLE baseline ’5 _ +56% —— Placebo WT
25 ¥ — 3- - % = = Placebo Variant
/s
20 - =
- - —fe s -
15 T‘ T o= ¥ Lower limit of
OLE baseline normal = 20 mg/dL?

10

1 14 28 1 14 45 90 180
NWT 35 35 34 35 35 33 33 32 AG10-202 (OLE)

N Variant 13 14 13 12 11 12 12 10 Visit Day
AG10-201 (R) Rollover AG10-202 (OLE)

1 400mg and 800mg BID AG10 groups pooled during randomized portion
2 Defined as the lower limit of the reference interval for the serum prealbumin (TTR) clinical laboratory assay

Source: Judge, DP et al. American Heart Association Scientific Sessions 2019 W \ebio
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Deaths and CV hospitalizations reported in AG10 Phase 2 OLE were
lower than in placebo-treated ATTR-ACT participants

All-cause mortality at 15 months Cardiovascular hospitalizations at 15 months
Participants died or receiving transplant (%) Participants with O1 CV
15.3% 41.8%

AG10 Placebo
Phase 2 OLE ATTR-ACT Phase 3

AG10
Phase 2 OLE

Placebo
ATTR-ACT Phase 3

Phase 3 ATTRibute study expected to complete enroliment in 1H21

1 Based on routine adverse event reporting

Source: Judge, DP et al. American Heart Association Scientific Sessions 2019

Note: These data are based on a cross-trial comparison and not a randomized clinical trial. As a result, the values shown may not be directly comparable KJ\
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Low-dose FGFR inhibitor (infigratinib) for achondroplasia

Achondroplasia overview:

A Prevalence: 55,000 (US+EU) i one of the most common
genetic conditions

A Genetic driver: FGFR3 activation

A Pathophysiology: Up regulation of STAT1 and MAPK in the
growth plate cause cranial, spinal, and stature symptoms

Features of a potential best-in-class medicine for achondroplasia:

A Direct targeting of FGFR3 and normalization both STAT1 and
MAPK signaling pathways

A Potential to address all drivers of symptoms, including cranial,
spinal and stature issues

A Oral dosing, the most convenient solution for children with
achondroplasia and their families

Claudia, child with

achondroplasia
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