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Figure 1. TROP2 expression is required for Dato-DXd binding, intracellular Figure 3. TROP2 expression is not sufficient to predict Dato-DXd efficacy Figure 5. TROP2 QCS-NMR predicts differential Dato-DXd
DXd delivery and in vitro efficacy in isogenic NSCLC cell lines in a broad in vitro pharmacology panel Internalization and efficacy across NSCLC cell lines
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