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Abstract: With deeper insights into the pathogenesis and biological behavior of cancer,molecular
targeted therapy has become the most promising area in the studies of non-small cell lung cancer
(NSCLC). The epidermal growth factor receptor tyrosine kinase inhibitor (EGFR-TKI) significantly
improves the quality of life and prolongs progression-free survival of the patients,but the resis-
tance to EGFR-TKI has emerged as the biggest obstacle to its application. This article updates the
mechanisms of the resistance and treatment approaches of first-generation and third-generation
EGFR-TKIs.
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EGFR TKIS Bt& C-MET )il 57 7] B8 /2 5 i it 25 119
A G . INC280(Capmatinib) & — s 18 £ 15 11 R/
I3 F MET 407, 4% 2014 4E ASCO 4FE4: Ffil T
Capmatinib B¢ & # JE B JE iR J7 EGFR & Jf MET [H
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