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Figure 2. Progression-free survival of 22Rv1 xenograft mice treated with vehicle or ORIC-944 100 mg/kg QD for 28 days in castrated (Left) or for 15 days Correlation analysis of DESeq2-derived test statistics for enzalutamide + ORIC-944 vs. DMSO Enzalutamide + ORIC-944 vs. DMSO : _ _ _ : _ :
in intact (Right) setting. Progression defined as tumor volume >500mm3 or death. n=8-10/cohort. and enzalutamide + mevrometostat vs. DMSO in LNCaP cells. r = Pearson correlation. ORIC-944 in combination with ARPI is Currently In a Phase 1b trial (NCTO5413421)
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