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; ST AT abi/enza therapy, finding an increase in PSMA CTC detection upon progression on AR therapy.
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Figure 2: Workflow and patient demographics of mCRPC men treated with ARSi  CTC/mL. C and D) At baseline and progression, traditional CTC (CK+, selecting patients for PSMA-targeted therapies in the early stages of disease progression.

from the PROPHECY trial (NCT02269982). A) In this prospective study, 154 mCRPC  CD45-, and DAPI with intact nucleus) and PSMA positive CTC/mL were v’ The re|ationship between PSMA CTC enumeration and heterogeneity characterization with clinical
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iIncluding baseline (BL, N=97) and paired progression (P1, N=57). B) The table where 55% (43/78) of the cases harbored PSMA positive CTCs (at least 1 outcomes in the context of PSMA-directed therapy will be further explored In future research.

summarizes the patient characteristics for the overall cohort for CTC biomarker  CTC). Similarly, on progression on abi/enza, 88% (50/57) of cases detected

detection. The prognostic association between PSMA (+) CTCs and clinical outcomes  CTCs with 68% (34/50) PSMA CTC positivity. E) PSMA protein expression
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