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[ Abstract] Atherosclerosis ( AS) is the main pathological basis of cardiovascular diseases, and it is usually considered as a chronic

disease caused by imbalance of lipid metabolism. In recent years, the activation of inflammation in the vascular wall and the imbalance of

regulatory mechanisms have been shown to play a key role in the development and progression of AS. To date, most pharmacological treatments

have been aimed at controlling traditional risk factors such as lipids, but clinical events secondary to AS continue to occur, largely reflecting

the inability of contemporary therapies to adequately control residual inflammatory responses. Therefore, the use of inflammation as a

therapeutic target to slow the progression of AS is gaining increasing recognition.
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