G Rl C ORIC-944, a Potent and Selective Allosteric PRC2 Inhibitor, Demonstrates Robust In Vivo Activity in Prostate Cancer Models
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Figure 1. A. 14-point binding curve of ORIC-944 in the RBC EED binding assay; measures inhibition of recombinant DayS after treatment enzalutamide-resistant 22Rv1 model

EED to bind biotinylated H3K27me3 peptide. B. 10-point binding curve of ORIC-944 in the RBC EZH2 complex
hotspot methyltransferase assay; monitors transfer of tritiated methyl groups from SAM to core histone proteins. C. : . . . Figure 5. A. 22Rv1 model: Once daily oral administration of enzalutamide or ORIC-944 in 22Rv1 tumor-bearing
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Figure 3. A. KARPAS-422 xenografts carry EZH2 Y641N activating mutation; average tumor volume + SEM,
n=6-8/group; significant difference in all treatment groups vs vehicle, two-tailed t-test. B. Samples collected 4

ORIC-944 is being developed for the treatment of prostate cancer
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