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Research advances in the mechanism of exosomes derived from

cancer—associated fibroblasts in regulating tumor drug resistance
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Province, Yan’ an Hospital Affiliated to Kunming Medical University)

[ Abstract] Tumor microenvironment, as the indispensable internal environment for tumor cells, plays a pivotal role in tumor therapy
and drug resistance. Cancer—associated fibroblasts (CAF) can remodel the extracellular matrix, secrete soluble factors, and release ex-
tracellular vesicles, thereby regulating the biological process of tumors and affecting the drug resistance of tumors. As the extracellular
vesicles released by CAF, CAF—derived exosomes(CDE) has become a key link in expanding the research field of CAF, and it can af-
fect the process of tumor development and progression and play an important role in the formation of tumor drug resistance to chemo-
therapy and radiotherapy. This article reviews the role of CAF and CDE in tumor drug resistance, elaborates on the specific regulatory
mechanisms of CDE in the formation of drug resistance in different types of tumor, and discusses the application and perspectives of
CDE in inhibiting the formation of drug resistance in tumors.
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