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[ Abstract] Atherosclerosis ( AS) is the primary cause of cardiovascular diseases, and the mortality and disability rate of cerebral
infarction, myocardial infarction and other complications are high, which seriously affect people’ s quality of life. In the course of AS,
inflammation is the core of the development of the disease. Inflammation activates immune cells such as macrophages, neutrophils, and T
lymphocytes,and releases inflammatory factors such as interferon-y, tumor necrosis factor-a, and interleukin. These inflammatory factors
exacerbate the production of reactive oxygen species, which lead to oxidative stress and tissue damage in plaques, thereby destroying the
integrity of vascular endothelia and promoting foam cell formation, smooth muscle cell proliferation and lipid deposition,and eventually plaque
formation. At the same time, inflammation also affects plaque stability and increases the risk of plaque rupture. Therefore, there is a close
relationship between immune inflammation and AS,and the abnormal activation of immune cells and the release of inflammatory factors lead to
the formation of plaque,which leads to the occurrence of cardiovascular diseases. This article reviews the immune mechanism and treatment of
AS.
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