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2. ORIC-944 Reduced H3K27me3 in Murine Peripheral Blood Monocytes 5. Putative PRC2 Target Genes Revealed with Time-dependent
In Vivo Transcriptional Profiling of Xenografts Dosed with ORIC-944

ORIC-944 reduced H3K27me3
levels ~90% in monocytes
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