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Abstract: Exosomes are membrane-bound vesicles secreted by almost all cell types. Tumor cell-
derived exosomes (TEXs) as an important part of the tumor microenvironment can promote the
growth and metastasis of tumors by inhibiting or changing the response of immune cells to cancer
cells. Meanwhile , tumor-secreted exosomes can also stimulate immune cells,which in turn affects
the growth of the tumor. Hence,the interaction between tumor cells and immune cells determines
the process of tumor development in the body,in which exosomes play an important role. This ar-
ticle summarizes the research progress on the interaction between tumor cells and immune cells
through exosomes to further reveal the role of exosomes in the process of tumor immune regula-
tion. The article provides references for its application and product development in vaccines,
pharmaceuticals, biotherapy and other related fields.
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