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[ Abstract] Elevated level of low-density lipoprotein cholesterol (LDL-C) is an important risk factor for athero-
sclerosis, and lowering LDL-C level can effectively reduce the risk of cardiovascular and cerebrovascular diseases.

Proprotein convertase subtilisin/kexin type 9( PCSK9) inhibitors have been shown to improve the prognosis of patients



- 1250 -

Chinese Journal of New Clinical Medicine, December 2021 , Volume 14, Number 12

with cardiovascular disease and are widely used for the treatment of coronary atherosclerotic heart disease at acute

phase or its secondary prevention in clinical practice. However, its application in ischemic stroke and its impact on

stroke prognosis are rarely reported at present. This paper reviews the research progress in the application of PCSK9

inhibitors in ischemic stroke.
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