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BACKGROUND

N
PSMA-targeted T-cell

TCE function is determined by both CD3- and PSMA-binding properties

PSMA x CD3 bispecifics show robust anti-tumor efficacy in vivo

engagers for the treatment A large panel of bispecific antibodies was assessed to identify the optimal epitope and affinity for TCE function TCEs show tumor growth inhibition across multiple dose levels and tumor models
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