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Abstract Chronic atrophic gastritis is a precancerous disease state of gastric cancer, which is the key to the
occurrence of inflammatory-cancer transformation. In recent years, the prevalence rate is on the rise and tends to
be younger, which seriously threatens human life and health. At present., the pathogenesis of chronic atrophic
gastritis has not been clearly unified. Studies have found that the pathogenesis of chronic atrophic gastritis is relat-
ed to helicobacter pylori infection, abnoral autoimmune reaction, bile reflux and non-helicobacter pylori flora in the

stomach. The author consulted relevant literature at home and abroad to sort out the pathogenesis of chronic a-

o 479 -

trophic gastritis for learning and communication.
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