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[Abstract] Mesenchymal-epithelial transition factor (MET) is a receptor of liver cell growth factor ty-
rosinase. In non-small cell lung cancer (NSCLC),the MET is one of the important driver genes with diverse
activation pathways and is involved in the survival, proliferation and invasion of lung cancer cells through mul-
tiple mechanisms. The most common MET gene variants in NSCLC are MET 14th exon-skipping mutations
and MET gene amplification. Secondary MET gene amplification is an important form of drug resistance in pa-
tients with epidermal growth factor receptor (EGFR) mutation-positive NSCLC treated with EGFR tyrosine
kinase inhibitors. MET inhibitors have shown effective benefits in multiple clinical trials. This article reviewed
the types of MET gene variation,detection methods and the latest advances in selective MET inhibitors in the
treatment of NSCLC for targeted therapies.
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