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[ Abstract] Dyslipidemia, especially the rise of low-density lipoprotein cholesterol, is one of the main risk factor of coronary

atherosclerotic heart disease. Traditional statins can’t meet people’s needs completely because of their various side effects. Proprotein

convertase subtilisin/kexin type 9 inhibitor can effectively reduce the incidence of coronary atherosclerotic heart disease and improve the

clinical prognosis by inhibiting the binding of proprotein convertase subtilisin/kexin type 9 to low-density lipoprotein receptor.
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