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[Abstract] Chronic gastritis (CG) is a common disease of the digestive system, ranking first among gastric diseases in terms of inci-
dence rate, and it has a complex pathogenesis involving multiple factors such as Helicobacter pylori infection, abnormal immune re-
sponse, and duodenal reflux. There is currently no effective therapeutic method for this disease. The latest studies have shown that im-
proving intestinal microecology exerts a favorable therapeutic effect on CG, and with a deeper understanding of intestinal flora, its role
in the development and progression of human diseases has attracted wide attention. This article systematically elaborates on the role of
intestinal flora in the treatment of CG, covering the composition and function of intestinal flora. It conducts an in—depth analysis of the
association between intestinal flora and CG and reveals the association of intestinal flora dysbiosis with gastric mucosal injury and in-
flammatory progression based on the evidence from animal experiments and clinical studies. Furthermore, this article explores the po-
tential mechanism by which intestinal flora affects CG, including the key pathways such as immune regulation , metabolite modulation,
and protection of gastric mucosal barrier, as well as the different roles of probiotic bacteria and pathogenic bacteria during the course of
the disease. Finally, it summarizes the treatment strategies for CG based on intestinal flora. This review aims to provide new perspec-
tives and insights for the treatment of CG.
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