JSKNO022, a first-in-class multi-specific ADC targeting PD-L1 and ITGB6/8
with an innovative DNA topoisomerase | inhibitor demonstrates encouraging

efficacy in preclinical models
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~ JSKNO22 bound simultaneously to both PD-L1 and ITGB6, JSKNO022 effectively inhibited the proliferation of antigen-positive cancer cells
with minimal cross-reactivity with other members of the integrin family
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