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Anti-cancer drugs based on c-Met signal pathway:. a review of recent research
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Abstract; The continuous activation of c-Met signaling can lead to cell proliferation, scattering, angio-
genesis, enhanced cell motility, invasion and eventual metastasis. Thus, c-Met has become a promising
new target for the discovery of drugs against cancer. There have been considerable efforts in the identifi-
cation of its inhibitors as novel anticancer drugs for several years. This review mainly summarizes the re-

cent advances in the research on anti-cancer drugs based on c-Met signal pathway, particularly the small
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molecular inhibitors as ATP antagonist directed at c-Met kinase.
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