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[ Abstract] To analyze the relationship between histologic changes of gastric mucosa and Helicobacter
pylori (H. pylori) infection after operation caused by benign and malignant gastric disease. Methods Total of
80 patients after operation with benign or malignant causes in Shimian County People’s Hospital of Sichuan
Province from February 2014 to February 2019 were collected, retrospectively, among whom, 36 cases with
benign peptic ulcer (benign group) and 44 cases with early gastric cancer (gastric cancer group); after operation,
mucosal histology and gastroscopy were performed, respectively. The clinical data of the patients were analyzed
(age of the first subtotal gastrectomy, sex, course of operation, age of gastroscopy detection, H. pylori infection,
surgical causes, pathology, results of gastroscopy and surgical methods). The gastric mucosal lesions [incidences
of chronic atrophic gastritis (CAG), intestinal metaplasia (IM) and dysplasia (DYS)], the infection rates of H.
pylori and the abnormal inflammation and activity of gastric mucosa were analyzed, respectively. Results The
age of receiving operation in benign group was (40.46 + 6.71) years old, significantly lower than that of gastric
cancer group [(54.08 + 8.17) years old] (r = 10.419, P < 0.001). The age of taking gastroscopy examination
and postoperative course were (67.78 = 11.36) years old and (27.26 + 8.87) years old, significantly higher than
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those of gastric cancer group [(61.99 + 11.03) years old and (8.04 £ 6.57) years old], with significant differences
(t=3.102, P =0.003; = 13.964, P < 0.001). The rates of H. pylori infection and abnormal gastric mucosal

activity in benign group were 47.22% (17/36) and 66.67% (24/36), respectively, which were significantly higher
than those in the gastric cancer group [31.82% (14/44) and 40.91% (18/44)], with significant differences (y* =
4.147, P = 0.039; 5 = 8.239, P = 0.003). Abnormal gastric mucosal activity, CAG and precancerous lesions of

cases with H. pylori infeciton were significantly higher than cases without H. pylori infeciton in benign groups

and gastric cancer groups, but the rate of NAG was significantly lower (all P < 0.05). Conclusions There was

a certain relationship between gastric mucosal lesions and progression and H. pylori infection after subtotal

gastrectomy. In order to prevent the carcinogenesis of residual gastric mucosa, the follow-up of gastroscopy

based on the detection of H. pylori should be strengthened.
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