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Topo | inhibition Permeability Cytotoxicity
IC54 (UM) coefficient 1C50 (nM)
T-DM1 Lys-SMCC-DM1 - <0.1 24.8
DS-8201a DXd (1) 0.31 12.2 4
Anti-HER2 DXd(2) DXd (2) 0.52 <0.1 33.5
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