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. Abstract Differentiated MoA of BG FGFR2b ADC Brings Multiple Layers of Benefit Potent tumor inhibition in high FGFR2b heterogeneous PDX models

. Figure 2. The MoA of BG-C137 highlights toxin-directed killing without total ligand blockade. Stronger bystander effect is also| | Figure 8. BG-C137 demonstrated efficacy in PDX models with highly heterogeneous FGFR2b expression
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