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[ Abstract |

secretion of interleukin-17 (1L-17). It participates in the occurrence, development and prognosis of multiple immune dis-

T helper 17(Th17) cells is a new subset of T cells found in recent years and is characterized by the

eases and plays an important role in the occurrence of diseases such as chronic inflammation, autoimmune diseases and
atherosclerosis. Th17 cells play an important role in the aging of vascular endothelial cells,which can lead to atheroscle-

rosis and other diseases. This review summarizes the roles and mechanisms of Th17 cells in the biological properties, dif-
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ferentiation regulation and function of vascular endothelial cells in senescence.
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