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Abstract: Objective To investigate the role of RTN4 protein in the pathogenesis of gastric carcinoma and to provide experimental
data for revealing the molecular mechanism of gastric carcinoma.Methods The pIRESneo3-RTN4 eukaryotic expression vector was
transfected into gastric mucosal epithelial GES1 cells to establish a high expression of GES1-RTN4 cell line. The cell growth curve,
plate clone and soft agar colony formation assay, flow cytometry, high RTN4 expression were observed. The effects of GES1 cell
growth and proliferation, cycle and apoptosis were detected by Western-blot. The expression of IkBa protein in GES1-RTN4 cells
was detected by Western-blot. Results The growth rate of GES1-RTN4 cells was faster than that of GES1 and GES1-pIRESneo3
cells, which was statistically significant (P<0.01). The GES1-RTN4 cells were larger and more numerous than GES1 and GES1-
pIRESneo3 cells,the statistical significance was significant (P<0.01); the proportion of S phase cells in GES1-RTN4 cells was higher
than that of GES1 and GES1-pIRESneo3 cells, the cell proliferation index increased, and the apoptosis rate decreased, statistically
significant (P<0.01);The expression of IkBa protein in GES1-RTN4 cells was significantly lower than that in GES1 and GES1 -
pIRESneo3 cells,statistically significant (P<0.01). Conclusion RTN4 can increase the cell proliferation index, inhibit cell apoptosis
and promote the proliferation of GES1 cells by activating NF-«B signaling pathway.
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