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Evaluation of the next-generation selective RET inhibitor EPO031/A400 (lunbotinib) +/- standard of care

NSCLC chemotherapy regimens in preclinical models of RET-aberrated cancers
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Figure 3. Synergistic killing of LC-2/ad cells treated with (A) platinum + pemetrexed,
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o TT and TPC1 cells were more sensitive to EP0031 Bliss score value: >0, synergy; 0, additive; <0, antagonistic. UM, micromolar.
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