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PD-1 Agonist

Supports Restoration of Homeostasis for Inflammatory
Diseases



PD-1 Agonist to Alleviate Inflammatory Disease

« Rheumatoid arthritis

» Broad application in freating
inflammatory disease

Selectively agonize
PD-1 without
antagonizing the
natural PD-1:PD-L1
anfti-inflammatory
interaction

PRECLINICAL TESTING IND

@ Target mechanism Potential indications

= Recent Transactions & Milestones

CLINICAL TESTING
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O~ Differentiation / opportunity

« Potent PD-1 agonism vs.
benchmarks with in vitro
reporter and primary cell
assays

CLINICAL PROOF OF CONCEPT
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*Merck / Pandion (Feb 2021):
Acquired for $1.85B

**Gilead / Mirobio (Aug 2022):
Acquired for S405M

Eli Lilly (May 2023):
Positive Ph 2a efficacy
in RA patients

\} * Merck / Pandion: At the time of acquisition, Pandion pipeline including an IL-2 fusion drug in phase 1a, as well as group of preclinical PD-1 agonists.
** Gilead / Mirobio: Mirobio pipeline at time of deal included a phase 1 BTLA (checkpoint) agonist as well as preclinical programs which included a PD-1 agonist.



Antagonizing PD-1 with PD-L1 Blocking Worsens Autoimmunity and Systemic
Inflammation
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Agonizing PD-1 Without Blocking PD-L1 Restores Activated T-Cell

Suppression
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In vitro PD-1 Agonism Equals or Surpasses Benchmarks and PD-L1
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Primary T-Cell Suppression Equals or Surpasses Benchmarks and PD-L1
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