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The effect of iron ion on LncRNA of gastric epithelial cells with Helicobacter pylori infection
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Abstract: Objective To investigate the effect of iron ion on LncRNA of gastric epithelial cells (GES-1)
with Helicobacter pylori (Hp) infection. Methods Group A was gastric epithelial cells as controls, group B
was gastric epithelial cells with Hp infection, group C was ferric sulfate with gastric epithelial cells (cultured
together) , group D was gastric epithelial cells induced by ferric sulfate after infected by Hp (cultured epithelial
cells, ferric sulfate and Hp together). The differential expressions profile of LncRNA and mRNA were detec-
ted by Microarray. Results Comparison of LncRNA gene number of group A with the other groups showed:
76 LncRNA genes were up-regulated and 45 genes were down-regulated in group B; 40 genes were up-regulated
and 123 genes were down-regulated in group C;124 genes were up-regulated and 159 genes were down-regulated
in group D. The main components of the difference genes in each group were analyzed and results showed that
the dispersion degree of group B was higher than those of group C and group D. The function enrichment anal-
ysis of TNF signaling pathway showed that the expression of associated mRNA genes in group C and group D
were mostly down-regulated compared with group B.  Conclusion Iron ion may affect the regulation of Ln-
cRNA in gastric epithelial cells and then affect the incidence of Hp infection.
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