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Abstract : Recepteur d’origine nantais(RON) is a member of the c-Met subfamily of receptor tyro-
sine kinases (RTK) proto-oncogene family. Macrophage stimulating protein (MSP) is the ligand of
RON. The over expression of the RON,and point mutation as well as the variants production will
activate the RON signaling pathway,which promotes cell proliferation, infiltration , drug-resistance
and induces angiogenesis in tumor. Many studies have indicated that RON and its variants were
related to the occurrence and development of some epithelial tumors of human closely. The aims of
the study were to clarify the mechanism of RON in the development of malignant tumor and to ex-
plore the RON-targeted therapy to epithelial tumor.
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