S AG10, A Novel, Potent, and Selective Transthyretin Stabilizer, Is Well-Tolerated at Doses Resulting In e
% Target Therapeutic Blood Levels, and Demonstrates Clinical Proof-of-Concept in Healthy Volunteers ""e|dos
b

Jennifer L Hellawell, MD?3, Satish Rao, PhD?2, Terry O’Reilly, MD?, Rick Lumpkin, BA?2, Jesper Jernelius, PhD?2, Daniel Gretler, MD, PhD?, Uma Sinha, PhD?, Jonathan C Fox, MD, PhD2 2 bridgebio company

aEidos Therapeutics, Inc., San Francisco CA; PCelerion, Inc. Tempe, AZ

In Vivo Stabilization of TTR

Background Study Design (continued) Safety of AG10
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= Transthyretin (TTR) amyloidosis (ATTR) Is a progressive, fatal disease In
which deposition of amyloid derived from either mutant or wild-type TTR
causes severe organ damage and dysfunction.
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= AGI10 is a highly selective and potent stabilizer of TTR that mimics the
T119M rescue mutation and has the potential to become a disease-
modifying treatment for patients with either mutant or wild-type ATTR Figure 1: AG10-001 Study Schema
cardiomyopathy.?

Conclusions & Clinical Implications

Pharmacodynamics of AG10

e eetton B Trough Il Average Il Peak (T/TF: stabilization | B Trough [l Peak = AG10 was well-tolerated without any serious adverse events at single
% tetramer remainin . . .. .
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to 800 mg every 12 hours.
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= Target steady-state concentration achieved in MAD with near-complete,
sustained TTR stabilization of >95% across the dosing interval.
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= Increased TTR stabilization achieved with higher circulating
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= Evaluated the effect of food on the PK of AG10. Pharmacokinetics of AG10 PK-PD Relationship of AG10

= AG10’s unique mode of binding mimics the disease-suppressing T119M
TTR variant and differentiates AG10 from other small molecule TTR
stabilizers.
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Figure 2: Multiple Ascending Dose Cohorts 1-3 PK Profiles




