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Abstract :
tritis treatment by finding correlation between Hp and the severity, location and activity of gastric mucosa in-
Methods
165 patients with chronic non—atrophic gastritis proven by gastroscopy were performed, and then the collected

Objective To provide theoretical evidence for anti— Helicobacter pylori (Hp) infection in gas-

flammation in chronic non— atrophic gastritis. Pathological biopsy diagnosis and Hp detection in

data were analyzed.  Results In 165 specimens of non—atrophic gastritis, 41. 82% of them got positive— Hp
infection. These data showed that Hp infection had significantly positive association with gender, severity and
activity of the chronic non—atrophic gastritis( P <Z0. 01), but had not significant differences with age and in-
flammatory location ( P >>0. 05).

severity and activity of chronic non—atrophic gastritis, and it is necessary for Hp eradication therapy in chronic

Conclusion This study suggested that Hp infection has correlation with
non—atrophic gastritis.
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