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Abstract: Exosomes are membrane-derived vesicles released from normal and tumor cells,which
mediate material and information exchange between cells. More and more studies have shown that
exosomes play an important role in the process of drug resistance of breast cancer,indicating that
exosomes may be used as a candidate marker to predict and monitor the therapeutic efficacy,as
well as potential targets or carriers to reverse drug resistance in patients with breast cancer. This
review summarizes the advances in the study on exosomes in the drug resistance of breast cancer
and its clinical application.
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