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Figure 1. Transcript Levels of Full-Length Androgen Receptor mRNA and AR-V7 in Circulating Tumor Cells
from Patients with Castration-Resistant Prostate Cancer.
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Figure 2. Waterfall Plots of Best Prostate-Specific Antigen (PSA) Responses
According to AR-V7 Status.

Panel A shows the 31 enzalutamide-treated patients, and Panel B the 31
abiraterone-treated patients. The dotted line shows the threshold for defin-
ing a PSA response (=50% reduction in PSA level from baseline). Asterisks
indicate an increase of more than 100% in best PSA response. Daggers in-
dicate patients in the enzalutamide cohort who had previously received
abiraterone and patients in the abiraterone cohort who had previously re-
ceived enzalutamide.
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