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Abstract ; Exosomes are extracellular vesicular structures of nanometer scale which are secreted by
cells. They have many contents to mediate various biological functions. Exosomes derived from
cancer cells contain tumor antigens and various protein components, which are involved in the for-

mation of microenvironment conducive to tumor cell growth and immune escape. Exosomes from
different cancer cells mediate immune escape through different mechanisms. This article reviews
the formation and composition of exosomes,their roles in the tumor microenvironment and the

mechanism of immune escape.
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