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EGFR tyrosine kinase inhibitor confers often dramatic response in lung cancer harboring
EGFR mutation. However, virtually all the tumors acquire resistance. For large fraction
of lung cancer, a efficacious therapeutic target is not known. In this study, we
confirmed the HER2 mutation or MET amplification could be the therapeutic target
although their incidences were low. Furthermore, we found a reciprocal relationship
between T790M secondary mutation of the EGFR gene and MET amplification in acquire
resistance.
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