A PHASE 2 TRIAL IN PROGRESS: PAMIPARIB, AN INVESTIGATIONAL PARP INHIBITOR, IN PATIENTS WITH METASTATIC CASTRATION-RESISTANT
PROSTATE CANCER AND A CIRCULATING TUMOR CELL HOMOLOGOUS RECOMBINATION DEFICIENCY PHENOTYPE OR BRCA DEFECTS
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BACKGROUND Figure 1: Epic Sciences Liquid Biopsy CTC-HRD Assay Figure 2: Study Design Table 1: Key Inclusion and Exclusion Criteria
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