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Clinical Outcomes
» PSA response (= 50% decrease in PSA within 6 months from start

Patient Demographics, Disease Characteristics, and Prior Treatments
» Patient demographics and disease and biological characteristics at study inclusion are

Figure 1. Comorbidities Requiring Treatment at Study Inclusion Figure 3. Time to Progression With Propensity Scoring Analysis
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(n = 472)’ enzalutamide (n = 98)’ and docetaxel (n = 382) » Almost all pal‘ients had received prior endocrine therapy in all treatment groups. AAP, abiraterone acetate + prednisone; DOC, docetaxel; ENZ, enzalutamide; GnRH, gonadotropin-releasing hormone. respect‘ively).




