Constellati Second-generation EZH2 inhibitor CPI-0209 has therapeutic potential in androgen receptor-positive prostate cancer
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Introduction CPI1-0209 preferentially inhibits growth of Combination of CP1-0209 and Enzalutamide

AR positive prostate cancer cell models synergistically inhibit growth of AR positive PC cells

CPI1-0209 treatment modulates both
AR-dependent and AR-independent pathways
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