Phenotypic and genomic characterization of CTCs as a biomarker for prediction of
Veliparib therapy benefit in mCRPC
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MEDICINE

pGl+ and total CTC prevalence pGl+ CTCs decrease after start of Abi + Veliparib but not

Abi alone

Background
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*Note - the algorithm had not seen these CTC images/pts prior to analysis
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the Abi + Veliparib Tx arm vs. Abi alone
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