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proteins and lipid peroxidation in gastric epithelial cells
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Objective  To investigate the effects of Helicobacter pylori (Hp) infection on the expression of the
ferroptosis-related lipid metabolism proteins ACSL4 and LPCAT3 in gastric epithelial cells and gastric tissue from
C57BL/6 mice,and on the levels of malondialdehyde (MDA) and 4-hydroxynonenal (4-HNE) in gastric epithelial cells.

Methods Normal gastric epithelial GES-1 cells and gastric cancer AGS cells were infected with Hp GZ7 and Hp 26695
strains at a multiplicity of infection of 50 : 1. Total protein and cell lysates were collected 6,24 and 48 h after infection.
Protein expressions of ACSL4 and LPCAT3 were detected by Western blot,and levels of MDA and 4-HNE in cell lysates

were detected using kits. C57BL/6 mice were infected by intragastric administration of Hp for 1,3 and 6 months,and
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gastric mucosal tissues were collected and sectioned. The expression of ACSL4 and LPCAT3 proteins was detected by

immunohistochemical staining.  Results Compared with the non-infected group, the expression levels of ACSL4 and
LPCATS3 proteins in GES-1(F values were 18, 82,13. 07,4. 28,13. 03)and AGS(F values were 14. 51,25. 88,17. 90,
16. 62) cells with Hp infection were significantly increased,and the expression showed an increasing trend with increasing
infection time.,and the difference was statistically significant(P<{0. 05). Compared with the uninfected control group,the
expression levels of ACSL4 and LPCAT3 were significantly increased in the gastric tissues of C57BL/6 mice with Hp
infection,and the expression level of LPCAT3 increased more significantly(F values were 27.11,103. 62,P<C0.05). The
content of MDA in the infected group was higher than that in the uninfected group(AGS cells infected with Hp at 6 h,24
h and 48 h were 0.2740.06,1.13+0.14,0.834+0.12,0.56=+0.13,0.86+0.11,0.7240. 16. GES-1 cells infected with
Hp at 6h,24 h and 48 h were 0. 22 +0. 08,0. 2940. 09,0. 80£0. 08,0. 17£0. 06,0. 404+0. 08,0. 63 +£0. 09). The
difference was statistically significant(F values were 27. 29,10. 56,30. 85,18. 42, P <C0. 05). The content of 4-HNE in
the infected group was higher than that in the uninfected group (AGS cells infected with Hp at 6 h,24 h and 48 h were
0.1240.03,0.20=%0.06,0.2540.04,0.0640.02,0. 214+0. 03,0. 30£0. 04. GES-1 cells infected with Hp at 6 h,24 h
and 48 h were 0. 23+ 0. 06.0. 36 0. 06,0, 6340. 09,0. 19+£0. 04,0. 19+ 0. 05,0. 41 =0. 07). The difference was
statistically significant (F values were 7. 48,32.31,16.83.,12.55,P<C0.05). Conclusion Hp infection can increase the
expression of ferroptosis-related lipid metabolism proteins ACSL4 and LPCAT3 in gastric epithelial cells and gastric
tissues of C57BL/6 mice, and the accumulation of intracellular lipid peroxide degradation products MDA and 4-HNE.

These results suggest that Hp may induce ferroptosis in gastric epithelial cells by affecting lipid metabolism in Hp infected cells.
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