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Relationship between colorectal polyps and Helicobacter pylori
infection and gastric polyps

Yun-meng Hou, Hai Li, Li-an Wang, Xiao-hui Xiang, Shao-guang Yang
(Department of Gastroenterology, Xiqing Hospital, Tianjin 300380, China)

Abstract: Objective To study the relationship between colorectal polyps, Helicobacter pylori (Hp), gastric
polyps. Methods From October 2014 to August 2019, 235 patients underwent gastrointestinal endoscopy.
According to the results of colonoscopy, the patients were divided into colon polyp group (119 cases) and control
group (116 cases). Statistical analysis of Hp infection rate in each group. Results The Hp infection rate in the left
colon polyp group were higher than those in control group, and the Hp infection rate in the adenoma polyp group
and the hyperplastic polyp group were higher those that in control group (P <0.05). There had no statistical
differences in Hp infection rate between subgroups (P > 0.05). There had no statistical differences in the incidence
of gastric polyps between the colon polyp group and the control group (P > 0.05). Conclusion Hp infection may
promote the occurrence and development of colon polyps. Adenoma polyp and hyperplastic polyps are associated
with Hp infection. Immediate polyps removal is recommended for patients with Hp infected colorectal adenoma
polyps and hyperplastic polyps. The presence of colon polyps is not directly related to the presence of gastric
polyps.
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Table 1 Comparison of basic features and HP infection rate between the two groups
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Fig.2 Endoscopic findings and pathological characteristics of colonic polyps
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Table 2 Comparison of Hp infection rate between subgroups and control group
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Table 3 Comparison of Hp infection rate in each subgroup
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Table 4 Comparison of gastric polyp incidence between the two groups
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Table 5 Comparison of the incidence of gastric polyps of different pathological types in colon polyp group
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