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Research progress on non-small-cell lung cancer drugs targeting Met
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Abstract: Following the gene mutation of epidermal growth factor receptor (EGFR) and gene fusion of anaplastic lymphoma kinase
(ALK), Met activating mutations and gene amplification are considered to be the next important driver gene of non-small-cell lung
cancer (NSCLC), which is associated with tumor proliferation, invasion, metastasis, and angiogenesis. And this has become a major
aspect of tumor targeted therapy research. The main targeted therapy drugs can be divided into anti-HGF monoclonal antibody,

anti-c-Met monoclonal antibodies and small molecule inhibitors, and more of them have entered clinical trials. This review focuses on

the latest research on c-Met and its targeted therapy drugs.
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