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Correlation analysis of Helicobacter pylori morphology with gastric pathological histological features in
patients with gastritis

HU Xiaoxia, WANG Yaya, LI Ling, HE Xin,ZHANG Shiyang (Department of Gastroenterology s Mianzhu
People’s Hospital s Mianzhu 618200, Sichuan »china)

Objective  This study aimed to explore the correlation between the morphology of Helicobacter pylori
(Hp) and the pathological features of gastric tissues in patients with gastritis, including the degree of inflammation,
gastric mucosal atrophy,intestinal metaplasia,and dysplasia. Methods Hp detection was performed on gastric mucosal
biopsy specimens from 320 patients with gastritis, and the morphology was analyzed to assess its relationship with the
degree of inflammation, gastric mucosal atrophy, intestinal metaplasia, and dysplasia. Chi-square tests were used to
analyze the correlation between Hp morphology and each pathological feature.  Results A total of 260 patients tested
positive for Hp, with spiral, spherical, and mixed forms distributed as 156,48 ,and 56 cases, respectively. The degree of
inflammation in Hp-positive patients was generally higher than in negative patients. Chi-square test results showed a
significant statistical association between different forms of Hp and the degree of inflammation (X*=7.017,P =0. 008).
The correlation between Hp morphology and gastric mucosal atrophy was significant (X*=22. 86,P<C0.001). There was
also a significant correlation between Hp morphology and intestinal metaplasia of the gastric mucosa (X° =14, 28, P <C
0.05). However, for dysplasia, there was no significant correlation between Hp morphology and gastric mucosal dysplasia
(X*=3.38,P>0.05). Conclusion The morphology of Hp is closely related to the pathological features of gastric
tissues in patients with gastritis,especially the degree of inflammation,gastric mucosal atrophy.and intestinal metaplasia.
These results provide a new perspective for understanding the pathogenic mechanisms of Hp infection and may be helpful
in formulating clinical treatment strategies and gastric cancer prevention measures.
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