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Research progress on the mechanism of gut microbiota-mediated
chemoresistance in pancreatic cancer®

Li Si-yuan', Pan Xi-zhuang', Ni Ren-jie', Wang Xing’, Pan Yao-zhen’
(1. School of Clinical Medicine, Guizhou Medical University, Guiyang, Guizhou 550004, China;
2. Department of Hepatobiliary Surgery, Affiliated Cancer Hospital of Guizhou
Medical University, Guiyang, Guizhou 550004, China)

Abstract: The mechanisms underlying chemoresistance in pancreatic cancer are extremely complex. Recent
research has revealed that the gut microbiota plays a significant role in this process. The gut microbiota can directly
metabolize chemotherapeutic drugs, altering their activity and concentration, thereby affecting the drugs' efficacy
against tumor cells. Concurrently, it can regulate the tumor microenvironment, including influencing immune cell
functions and altering cytokine secretion, which further contributes to the development of chemoresistance in
pancreatic cancer. This review focuses on the role of the gut microbiota in pancreatic cancer chemoresistance,
comprehensively summarizing its specific manifestations and potential mechanisms in the onset and progression of
drug resistance. Furthermore, it systematically consolidates studies on modulating gut microbiota composition
through approaches such as antibiotics, bacteriophages, and fecal microbiota transplantation to regulate
chemoresistance in pancreatic cancer. This work aims to provide new insights for improving the management of
chemoresistance in pancreatic cancer and advancing precision therapy.
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