A Phase 1 Trial of Oral EPI-7386 in Patients with Metastatic Castration-Resistant Prostate Cancer (mCRPC): Update From the First-in-Human Study
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EPI-7386 is Well Tolerated at all Dose Levels and Schedules (QD and BID
Regimens) Administered in the Phase 1a and 1b Cohort A (n = 45)

Abstract Phase 1 Design and Patient Baseline Characteristics PSA Decreases/Stabilizations were Observed in a Clinically-Defined Subset of Patients
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