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portant to fully understand the various cytokines involved in the pathogenesis of atherosclerosis.
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The incidence of stroke in China has increased year by year, and carotid stenosis is one of the main cau-

With the development of atherosclerotic inflammatory mechanisms, cytokines closely related to chronic in-

For carotid stenosis, it is im-

This article reviews the

new understanding and research direction of several common cytokines in the process of carotid artery plaque lesions.
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