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Research progress on anti-atherosclerosis effects of paeonol
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Abstract: Atherosclerosis is an important cause of many cardiovascular diseases. At present, the drugs for clinical treatment of
atherosclerosis include lipid-lowering drugs, antiplatelet drugs, antihypertensive drugs, vasodilators, etc. Paconol has various activities,
which can prevent and treat atherosclerosis by alleviating inflammatory response, reducing oxidative stress response, inhibiting
endothelial cell apoptosis, suppressing endothelial - mesenchymal transition process, restoring vascular smooth muscle cell activity,
regulating blood lipids, reducing lipid accumulation, and improving hemorheology. This article summarized the research progress of
the pharmacological effects of paconol against atherosclerosis, providing a reference for the application of paeonol in treatment of
atherosclerosis.
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