A new generation of N-terminal domain androgen receptor Inhibitors In castration resistant prostate cancer modeils
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tial protein—protein interactions required for transcriptional activity of AR proliferation of LNCaP and viability of PC3 cells was measured with Alamar blue while BrdU was usecbmparison between plasma and brain exposure after a single therapeutic dose of Enzalutamide or A Phase 1 study of EPI-7386 In mCRPC patients will begin 1Q2020

De Mol et al., ACS Chem Biol, 2016. Andersen et al., Cancer cell, 2010. Sadar et al., Cancer Res, 2011. De Mol et al., Structure| 2018 for LNCaP95 cells. Data is summarized in table D and represented in graphs E-H. EPI-7386, highlighting lower brain penetration with EPI-7386.



