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[ Abstract] Exosomes are heterogeneous nanometer-sized vesicles released by many types of cells and
used for intercellular communication. Exosomes can specifically package and transport various proteins, lipids
and nucleic acids,thus can mediate the crosstalk between tumor cells and tumor microenvironment in malig-
nant tumor development. Therefore, exosomes can not only be used as new prognostic and diagnostic
biomarkers,but also can be used as potential therapeutic targets and drug delivery vehicles. This article re-
viewed the molecular characteristics of exosomes, their role in the progression and metastasis of oral and
maxillofacial malignant tumors, and their applications in tumor diagnosis and treatment,in order to provide
new ideas for clinical treatment.
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