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KLK2-comPAS: A Phase 3, Randomized, Double-blind, Placebo-
controlled Study of Pasritamig plus Best Supportive Care in Metastatic
Castration-resistant Prostate Cancer
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ADT = androgen deprivation therapy; APMR = androgen p athway modulation-resistant; ARPI = androgen receptor pathway inhibitors; BSC = best supportive care; CD3 = cluster of differentiation 3; KLK2 =
a1 q q human kallikrein 2, mCRPC = metastatic castration-resistant prostate cancer; PAS = pasritamig; PCWG = Prostate Cancer Clinical Trials Working Group; PARPi = poly ADP-ribose polymerase inhibitor; PSA
The tr|a| IS active and = prostate-specific antigen; PSMA = prostate-specific membrane antigen; RLT =radioligand therapy; rPFS = radiographic progression free survival, RECIST 1.1 = Response Evaluation Criteria in Solid

currently enrolling Tumors 1.1
EIUE 2B Figure 5: Countries planned for participation in comPAS trial
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