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Abstract ; Exosomes are lipid bilayer membrane vesicles carrying biological molecules,like lipid-
derivatives, proteins, DNA or RNA. Exosomes take part in the crosstalk between cells,thus exert-
ing great influence on immunoreaction regulation,tumorigenesis,tumor invasion and metastasis.
Oral cancer is one of highest incidence among all head and neck cancers,with increasing inci-
dence and mortality rates. This article reviews the roles of exosomes in pathogenesis,invasion,
metastasis and immunoreaction of oral cancer,to provide information for diagnosis and treatment

of oral cancer.
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