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Research progress on the role of gastric microecology in gastric carcinogenesis
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Abstract; Human stomach has a unique microbial ecosystem, and the disruption of its homeostasis is closely asso-

ciated with the development of gastric cancer ( GC). Gastric carcinogenesis is correlated with the dysbiosis of gastric

mucosal microbiota, which is characterized by the decrease of biologigical diversity and alterations of the composi-

tion. The microbiota dysbiosis further induces metabolic disorders and triggers the formation of tumor microenviron-

ment in the stomach which contributes to the development and progression of GC. Exploring the role of gastric mi-

cro-ecology in gastric carcinogenesis may provide new insights into the diagnosis and treatment for GC.
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Table 1 Dominant phyla and non-Helicobacter pylori genera of the gastric microbiome
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Table 2 Alternations in mucosal microbiota composition during gastric carcinogenesis
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