Amezalpat, a Peroxisome Proliferator-Activated Receptor Alpha (PPARa) Antagonist, Inhibits Suppressive Immune Cell
Development, Activation and Function.
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- Phase 1 trial in advanced solid tumors (NCT03829436): 53% disease control
rate as single agent and 30% objective response rate (ORR) in combination
with nivolumab at the two highest amezalpat doses tested?

- Phase 1b/2 randomized trial in 1L metastatic HCC (NCT04524871): 30%

Increases pro-inflammatory IFN-y.
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« Decreases Treg differentiation (FOXP3 expression) and activation (HLA-
DR/CD38 expression).
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