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PSMA x CD3 bispecifics that are differentiated from clinical benchmarks T-cell-mediated lysis of PSMA-expressing prostate cancer cells
PSMA-targeted bispecifics

T-cell engagers with optimal pairing of CD3- and PSMA-binders induce potent tumor-cell killing and low cytokine release Potent tumor-cell killing and reduced cytokine release is consistent across cell lines and donors
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