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Analysis of resistance mechanism to third generation EGFR-TKI and clinical
application
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We collected samples through KLOG (Keio Lung Oncology Group). We
esatablished a xenograft model subcutaneously transplanted with a non-small cell lung cancer cell
line and lung cancer cells resistant to thrid generation EGFR-TKI. We reported new resistance
mechanism to third generation EGFR-TKI.
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(Manabe T. et al. Mol Cancer Res. 2020;18(4):549-
559.)
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(Nukaga S. et al. Cancer Res. 2017;77(8):2078-2089.)
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