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[Abstract] Objective To investigate the effect of Helicobacter pylori (H. pylori) on epithelial-mesen-
chymal transition(EMT) in gastric cancer cells. Methods Three groups were set,including the blank control
group,experimental group and positive control group. The GES-1 cells and gastric cancer SGC-7901 cells were
stimulated with H. pylori SS1 strain and TGF-8,respectively. The ability of cellular longitudinal migration was
detected by Transwell assays. Western blot was used to examine the change rule of EMT-associated protein
expression. Moreover, the distributions of B-catenin was observed by fluorescence confocal microscope. Results
The Transwell assays results indicated that the migration number of GES-1 cells and SGC-7901 cells after
SSI strain stimulation were significantly more than that of the blank control group,and less than that of the
TGF-8 positive control group. Western blot showed that H. pylori SSI strain could inhibit the expression of E-
cadherin in GES-1 cells and SGC-7901 cells, up-regulated the expression of N-cadherin, Twist and MMP-9 in
SGC-7901 cells,while had no obvious effect on the expression of N-cadherin and Vimentin in GES-1 cells. The
immunofluorescence assays results demonstrated that p-catenin in the two kinds of cells without receiving the
stimulation were distributed in cytoplasm,while -catenin had the translocation to the nucleus after receiving
SSI strain stimulation. Conclusion H. pylori can induce the EMT occurrence in gastric cancer SGC-7901 cells,
and enhances the migration of gastric cancer cells.
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