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Mechanism of Interleukin in Vascular Calcification
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[ Abstract] The pathogenesis of vascular calcification( VC)is closely related to chronic inflammation. A large number of inflammatory
factors are involved in the pathophysiological process of VC. Interleukin(IL) is one of the most common cytokines, which plays an important
role in the inflammatory reaction and immune regulation. Among them, pro-inflammatory factors such as IL-1 and IL-6,and anti-inflammatory
factors such as I1.-10 and IL-35 play an important role in the VC. Different IL interacts with each other and the mechanism of regulating VC
are more complicated. Based on the research progress of interleukin and vascular calcification, this article reviews the interleukin members
which play an important role in the process of VC.
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