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Research progress on the mechanisms of exosomes in microenvironment of nasopharyngeal carcinoma
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[ Abstract |

microenvironment of nasopharyngeal carcinoma is the key factor affecting its growth and metastasis. A large number of

Nasopharyngeal carcinoma is a malignant tumor originating from nasopharyngeal epithelium, and the

functional proteins, mRNA, miRNA, DNA fragments and other bioactive substances carried by exosomes in the microenvi-
ronment can regulate the migration, invasion and angiogenesis of tumor cells through different mechanisms of action,
and can also affect the hypoxic environment of tumors. Therefore, exploring the important exosomes and their signaling
pathway mechanisms in microenvironment is of great value to understand the treatment and prognosis evaluation of naso-
pharyngeal carcinoma. This paper reviews the related exosomes of nasopharyngeal carcinoma microenvironment and

research progress of their mechanisms in regulating tumors through different modes of action.
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