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[ Abstract] Objective : To systematically review the key role and mechanism of gastric microecological imbalance in the inflammation—
cancer transformation of gastric cancer(GC) , to invesligate the intervention strategy of eliminating precancerous lesion by restoring mi-
croecological balance, and to provide ideas for reducing the incidence rate of GC. Methods: A systematic literature review was con-
ducted to summarize current research advances in gastric microecology and its role in the transformation process from gastritis to GC,
with a focus on the mechanism of gastric microecological imbalance in driving the transformation to GC. The potential application value
of various strategies including probiotics/prebiotics , bacteriophage therapy, fecal microbiota transplantation, dietary modification, and
traditional Chinese medicine intervention was also assessed. Results : Gastric microecological imbalance and changes in metabolites
were important driving factors for the transformation of gastritis to GC, with the core mechanisms of activating and sustaining local im-
mune inflammatory response, altering the profile of metabolites with carcinogenic or cancer—promoting activities , and damaging gastric

mucosal barrier function. Intervention studies showed that interventions such as probiotics/prebiotics , bacteriophage therapy, fecal mi-

crobiota transplantation, dietary modification, and traditional Chi-
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(2026-03-02) clinical studies. Conclusion: Gastric microecological imbalance

nese medicine intervention could restore microecological balance,

inhibit the growth of pathogens, regulate host immune response, and
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plays a key role in the transformation process from gastritis to GC, and intervention strategies for restoring gastric microecological bal-

ance provide a new direction for interrupting the inflammation—cancer transformation. Future studies should focus on the clinical trans-

lation and precise individualized application of related strategies ,in order to provide effective regimens for reducing the risk of GC.
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