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related to epithelial mesenchymal transformation in pancreatic cancer and
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[Abstract] Pancreatic cancer (PC) is an aggressive, low early diagnosis rate, poor prognosis of malignant digestive system
tumors. Experimental studies have found that epithelial mesenchymal transformation (EMT) is closely related to the
pathogenesis, metastasis, and drug resistance of pancreatic cancer, which involves multiple signaling pathways and
transcriptional regulatory factors. The active components of traditional Chinese medicine are closely related to EMT-related
pathways and factors, thus effectively inhibiting the invasion process of tumor cells. This paper reviews the regulatory
mechanism and function of EMT in pancreatic cancer and the progress of traditional Chinese medicine in the treatment of

pancreatic cancer through the intervention of EMT, in order to provide a theoretical basis for the research and treatment of
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pancreatic cancer.
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