Rinzimetostat, a Next Generation PRC2 Inhibitor, Enhances Luminal Fate and AR Signaling While Restricting Lineage
Plasticity in Preclinical Models and Demonstrates Mechanistic Proof-of-Concept in Samples from Patients with mCRPC
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Polycomb Repressive Complex 2 (PRC2): * PRC2 activity increases in prostate cancer and associates with lineage plasticity and resistance

Rinzimetostat Consistently Increases AR PRC2 and AR Inhibitor Combinations
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EZH2 genetic deletion in mice induced hematologic malignancies, consistent with tazemetostat results in 13-week rat GLP tox study demonstrating
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