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Gastric epithelial apoptosis induced by Helicobacter pylori and its relationship with Fas

antigen expression
LIU Harfeng 1IU Wei-wen, FANG Dian-chun YANG Shi-ming ZHAO li (Depariment of Gastroenterology, Southwest Hospital, Third Military Medical
University, Chongging 400038 China)

Abstract: Objective To study the relationship between gastric epithelial apoptosis induced by Helicobacter pylori and Fas antigen expression
and explore the mechanisms of H. Pylori infection that induce gastiic epithelial cell apoptosis. Methods The apoptotic cells and FAS antigen ex-
pression in situ in H. pylori negative gastric mucosa, H. pylon podtive gastiic mucosa before and after H. pylori eradication were obsewved with
teminal deoxynucleotidyl transferase-mediated nick end labeling (TUNEL) technique and immunohistochemical staining. Results The apopiotic in-
dex of gastiic epithelial in the patients infected with H. pylori (12. 78%) was significantly higher than that of H. pylori negative gastric epithelia
(apoptotic index 3. 63%, P<<0.0D). After emdication of H. pylori with triple therapy, the apoptotic index fell from 12.37% to 4.46% (P<<
0.0D). In the persising H. pylori infected patients the apoplotic index was not statistically decreased. The positive rate of Fas antigen of gastiic
epithelia in the patients infected with H. Pylai (67.92%) was higher than that of H. pylori negative gastiic epithelia (45. 0% ). After eradication
of H. Pylon with tiiple therapy, the Fas antigen positive cell density was significantly decreased (P< 0. 01). In the pewsisting H. pylori infected
patients the positive cell density was not significantly decreased. Conclusion These results suggest that H. pylori could induce gastre epithelial
apoptosis in vivo. H. pylori increases the expression of Fas antigen which might be one of the mechanisms by which H. pylori promotes gastric ep-
ithelial apoptosis.
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