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Clinical analysis of Helicobacter pylori infection in gastric ulcer patients and clinical efficacy of different
treatment methods

LI Chen,QI Hongyang,MAO Jianna, WEI Xiaojuan, WANG Pengli,DONG Zhichao (Xinziang Central
Hospital » The Fourth Clinical College of Xinxiang Medical University » Henan Xinxiang +453000) *

Objective To analyze the infection status of Helicobacter pylori in patients with gastric ulcer and compare
the clinical efficacy of different treatment methods. Methods 126 patients with gastric ulcers admitted to our hospital
and 90 healthy individuals who underwent physical examinations during the same period were selected as the subjects of
this study. Hp infection testing were performed on all patients and the Hp infection status were compared. Hp positive
gastric ulcer patients were randomly divided into two groups. The observation group was treated with traditional bismuth
quadruple therapy,while the treatment group was treated with modified quadruple therapy with teprenone. The clinical
efficacy, Hp eradication rate, ulcer healing rate, incidence of adverse reactions, intestinal microbiota, and serum
gastrointestinal hormone levels before and after treatment were compared. Results Among patients with gastric ulcer,
the total infection rate of Hp was 69. 84 % , mainly type I Hp infection. Among healthy individuals undergoing physical
examination, the total infection rate of Hp was 52. 22% , mainly type I Hp infection. The type I Hp rate and total Hp
infection rate of patients in the gastric ulcer group were higher than those in the physical examination healthy group, while
the intermediate Hp infection rate was lower than that in the physical examination healthy group, with statistical

significance (P<C0.05). After treatment,the total effective rate of the observation group patients was 81. 82 % , while the
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total effective rate of the treatment group patients was 94, 45%. The difference in total effective rate between the two
groups was statistically significant (P<C0, 05). The Hp eradication rate in the observation group was 68. 18 % , while the
Hp eradication rate in the treatment group was 93. 18%. The ulcer healing rate in the observation group was 63. 64 % ,
while the ulcer healing rate in the treatment group was 88. 64 %. The difference was statistically significant (P<C0. 05).
The total incidence of adverse reactions in the observation group was 27. 27 % , mainly diarrhea and fatigue. The total
incidence of adverse reactions in the treatment group was 9. 09%, and the difference between the two groups was
statistically significant (P <{0. 05). Before treatment, there was no statistically significant difference in the levels of
Enterococcus » Enterobacterium » Lactobacillus » and Bi fidobacterium in the intestines between the observation group and
the treatment group patients; After treatment, the levels of Enterococcus and Enterobacterium in the intestines of both
groups of patients were lower than before treatment, while the levels of Lactobacillus and Bifidobacterium in the
intestines were higher than before treatment, with statistically significant differences (P <C0. 05). Before treatment, the
serum gastrin of the observation group patients was (105. 2515, 71) pmol/L, motilin was (309. 43+60. 89) ng/L,and
serum gastrin of the treatment group was (105. 86 + 17. 22) pumol/L, motilin was (308. 14 £ 59. 60) ng/L, and the
difference was not statistically significant (P>>0. 05) ; After treatment, the levels of serum gastrin and motilin in the two
groups of patients significantly decreased compared to before treatment,and the difference was statistically significant (P
<C0.05). Conclusion The infection rate of H. pylori in patients with gastric ulcers was relatively high, mainly due to
type I Hp infection. For patients with gastric ulcer caused by Helicobacter pylori infection, the improved quadruple

therapy with teprenone had a higher clinical total effective rate, Hp eradication rate,ulcer healing rate,and lower incidence

of adverse reactions compared to traditional bismuth quadruple therapy. It can effectively regulate the patient’s gut

microbiota and gastrointestinal hormone levels.
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