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Abstract

Gastric mucosal intestinal metaplasia refers to the pathological process where normal gastric
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epithelial cells and gastric gland tissues transform into intestinal epithelial cells and intestinal glands.
The columnar cells of the stomach are replaced by cells with intestinal morphology. Its characteristics
include the presence of mucin-containing goblet cells, Paneth cells, and absorptive cells, resulting in
normal gastric mucosal epithelium and the replacement of surrounding glands with intestinal epithe-
lium and glands, which is considered an important precursor lesion of gastric cancer. Comprehensive
analysis of the influencing factors leading to the progression of chronic atrophic gastritis with intesti-
nal metaplasia reveals: Helicobacter pylori infection, bile reflux, smoking and drinking, family history,
obesity, A-type blood, old age, diabetes, etc. This article presents a systematic review of the influ-
encing factors of chronic atrophic gastritis with intestinal metaplasia at home and abroad, explores
the related factors of the progression of chronic atrophic gastritis with intestinal metaplasia, and
provides scientific basis for taking effective preventive measures, aiming to provide scientific basis
for the primary prevention of gastric cancer and health decision-making.
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