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Gastric Cancer Treatment in Traditional Chinese Medicine by Regulation of AMPK
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[ Abstract] Gastric cancer, as a highly lethal malignant tumor in the digestive system, is particularly severe in China. At
present, Western medicine treatment has shown some effectiveness in inhibiting tumor growth, alleviating patient symptoms, and
delaying disease progression. However, there are still significant side effects, sustained increase in drug resistance, and limited
improvement in patient survival rates, which make it difficult for the overall effectiveness of gastric cancer treatment to be
satisfactory. Therefore, seeking more efficient and safe treatment strategies has become a key issue that urgently needs to be
addressed in the field of oncology. The adenosine monophosphate-activated protein kinase (AMPK) signaling pathway plays a key
regulatory role in the pathological processes of gastric cancer cell proliferation, differentiation, apoptosis, and autophagy, and is
an important target for gastric cancer treatment research. Traditional Chinese medicine has shown unique advantages in the treatment
of gastric cancer. Through multiple pathways, mechanisms, and synergistic effects, it can effectively prevent postoperative

recurrence and metastasis, significantly reduce adverse reactions of radiotherapy and chemotherapy, and improve patients' quality
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of life. It has become a key component of the comprehensive treatment system for gastric cancer. Numerous research results have
shown that active ingredients in traditional Chinese medicine, such as alkaloids, terpenes, flavonoids, polyphenols,
isothiocyanates, and polysaccharides, as well as classic traditional Chinese medicine compounds such as Jinguoweikang capsules,
Weining granules, Babaodan, and Zuojin pills, exhibit significant regulatory effects on AMPK and its interaction signaling
pathways. This is mainly achieved through mechanisms such as inducing autophagy and apoptosis in gastric cancer cells, inhibiting
epithelial-mesenchymal transition, reversing drug resistance, inhibiting lipid metabolism, and arresting the cell cycle, thereby
effectively inhibiting gastric cancer. This article comprehensively reviewed and summarized the relevant research on the anti-gastric
cancer effects of traditional Chinese medicine in recent years, focusing on the mechanism of traditional Chinese medicine regulating

the AMPK signaling pathway in the treatment of gastric cancer. The aim is to provide new ideas and reference for the development

of new anti-gastric cancer drugs in clinical practice.
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Fig.1 Mechanism of traditional Chinese medicine regulating AMPK signaling pathway in anti-gastric cancer
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