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[ ABSTRACT] Atherosclerosis is the common pathological basis of various cardiovascular diseases. A large number of
evidences indicate that inflammation plays an important role in the pathophysiological process of atherosclerosis.  The de-
velopment of atherosclerosis is regulated by innate and adaptive immune cells, and is closely related to the level of systemic
inflammation. A variety of inflammatory factors can be used as predictors of atherosclerosis related cardiovascular disea-
ses, meanwhile, some clinical trials for anti-inflammatory therapy have shown that the risk of cardiovascular events are de-
creased by reducing the level of systemic inflammatory factors.  This article focuses on the role of inflammation, the char-
acteristics of immune response in the development of atherosclerosis, as well as the current progress of clinical research on

anti-inflammatory therapy of atherosclerosis, aiming to provide new therapeutic strategies and targets for atherosclerosis.
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