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Figure 2. The inhibitory effect of KRAS inhibitors on KRAS G12C mutant human
cancer cell lines and KRAS mutant Ba/F3 engineered cell lines was detected by Figure 4. KRAS inhibitors in vivo efficacy evaluation in a panel of
2D&3D CellTiter-Glo (CTG). CDX, PDX, Ba/F3 engineered cell, and drug-induced resistant models
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