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MicroRNA-199a inhibits EMT process in AGS cell by regulating HIF-1a gene expression
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[Abstract] Objective To investigate the effect of microRNA-199a(miR-199a) on hypoxia epithelial-mesenchymal transition
(EMT) of gastric carcinoma by regulating hypoxia inducible factor-1a(HIF-1a) gene expression and its probable mechanism. Meth-
ods After hypoxia for 24 h,si-HIF-1a and miR-199a mimic were transfected to gastric cancer cells. The expression levels of miR-
199 was detected by using quantitative real-time PCR. The levels of HIF-1q and related protein in EMT were examined by Western
blotting. Gastric cancer cell morphology were observed with an inverted microscope. Results  After hypoxia, the expression levels of
miR-199a mRNA and E-cadherin protein were decreased.,and the expression levels of HIF-1q and mesenchymal cell marker protein
were increased. After transfection of miR-199a mimic, the expression of HIF-1q was inhibited. Then, the transfection of si-HIF-1q«
and miR-199a mimic could partially reverse the effect of hypoxia and inhibit the development of EMT process. Conclusion miR-199a

could suppress the transition process and EMT process under hypoxia,it is may be achieved by down-regulating HIF-1a gene expression.
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