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Abstract: Pancreatic cancer, as a highly malignant and poorly prognostic gastrointestinal tumor, has shown an increasing trend in both
incidence and mortality rates globally. Although current western medical treatments can effectively inhibit tumor growth, alleviate
patient symptoms, and delay disease progression, they remain limited by significant toxic side effects, a tendency to induce drug
resistance, and low patient survival rates, making it difficult to achieve ideal therapeutic outcomes against pancreatic cancer. Therefore,
exploring treatment regimens that combine high efficacy with low toxicity has become a key research focus in the field of pancreatic
cancer. The adenosine monophosphate-activated protein kinase (AMPK) signaling pathway plays a critical role in regulating biological
processes such as pancreatic cancer cell proliferation, apoptosis, autophagy, and metabolic reprogramming, serving as an important
therapeutic target for anti-pancreatic cancer drug development. Traditional Chinese medicine (TCM) has emerged as a vital component
of the comprehensive treatment system for pancreatic cancer due to its multi-pathway and multi-mechanism synergistic effects. TCM

monomers, with their well-defined structures, clear mechanisms of action, and multi-target synergistic regulation, have demonstrated

Wi BAER: 2026-03-14
2B : EFXARREEEHRIITE (82305074); HZ A EAE MR EFPEARERBEFOBEAMHATE (CXZH202304); EFRHFEH
EHR AP EAIRIERE IR IE  (2019XZZX-XHO005); a4 H I 2546 A& 5008 A A TR (p SR HEE 2G5 RMIE N A T H

FLET (20232Y2074)
fEEB/MN: £ % 001—), L, BitFeA, W95 N R R PR EESE S BE KA EE Fi27T. E-mail: 2719491055@qq.com
HBIEEE: REE (1973—), 5, #I, FALEI, WLAESIG, B85 R EL R GREI TE RS E DR RN TN 2T .
E-mail: zhangQS0725@163.com



FE49EFIH 2026F9H

A BTN Drug Evaluation Research

Vol. 499 No. 9 September 2026 - 3313 *

promising potential in anti-pancreatic cancer research. Existing studies have confirmed that flavonoids, alkaloids, polyphenols,

saponins, and other compounds can modulate the AMPK pathway and its upstream/downstream factors, inducing autophagy and

apoptosis in pancreatic cancer cells, inhibiting glycolysis, reversing chemotherapy resistance, promoting ferroptosis, and suppressing

epithelial-mesenchymal transition, thereby effectively halting pancreatic cancer progression. Based on this, this paper systematically

reviews and summarizes recent research findings on TCM’s anti-pancreatic cancer effects, with a focus on analyzing the specific

mechanisms through which TCM exerts its anti-pancreatic cancer effects via the AMPK signaling pathway, aiming to provide

theoretical foundations and references for TCM clinical treatment and the development of new anti-pancreatic cancer drugs.
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Table1 Anti-pancreatic cancer mechanism of active ingredients of traditional Chinese medicine regulating AMPK signaling pathway
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