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Abstract ;: Matrix metalloproteinases,especially MMP-2,9 are two key enzymes in the process of
gastric cancer invasion and metastasis. MMP-2,9 can be activated to IV collagenase which may
degrade the extracellular matrix and basement membrane,facilitating vessels form and enhancing
cell invasion and metastasis of gastric cancer. In recent years,the signaling pathways that MMP-
2,9 regulate the invasion and metastasis of gastric cancer,more and more research pay attention to
carcinogenesis and prognosis in gastric cancer. This review discusses the role of MMP-2,9 in gas-
tric cancer and its possible signal pathway. Meanwhile,it summarizes the charater of MMP-2,9 to
carcinogenesis , prognosis of gastric cancer and the application of metalloproteinase inhibitors in the
gastric cancer treatment.

Key words : matrix metalloproteinases-2;matrix metalloproteinases-9;gastric cancer;invasion;metas-
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