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[Abstract] Gastric cancer (GC) , originating from gastric mucosal epithelium, threatens the life and
health of patients. The morbidity and mortality are high in developing countries including China. Despite the
major headway in medical technology, methods such as surgery, chemotherapy, and targeted therapy fail to
curb the progression. Thus, it is particularly important to clarify the etiopathogenesis and molecular mechanism
of this disease and develop effective therapy. The continuous progression of GC is inseparable from the changes
in the energy metabolism of tumor cells. Aerobic glycolysis (AEG) , as a unique metabolic method of tumors,
directly or indirectly results in various malignant phenotypes of GC tissues. The tumor microenvironment
promotes the AEG, as its disordered signaling molecules activate a large number of signaling pathways, key
proteins, glycolysis-related enzymes, and various genes that initiate AEG and regulate its activity and ultimately
improve the AEG level. In recent years, major progress has been made in research on the intervention of AEG in

GC cells with Chinese medicinals, components of Chinese medicinals, and compound Chinese medicine
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prescriptions. Chinese medicine has shown multi-target and multi-pathway characteristics in the anti-GC process,
thus attracting the interest of scholars in China and abroad. This study reviews the intervention of Chinese
medicine in AEG of GC from the aspects of genes, proteins, key enzymes of glycolysis, and signaling
pathways, in order to further clarify the exact role of AEG in the development of GC and the specific relationship

of Chinese medicine with AEG and GC. In addition, the limitations of available research were summarized. This

study is expected to provide a reference for future clinical and experimental research in related fields.
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