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[Abstract] Atherosclerosis (AS) is the main pathological basis of cardiovascular and cerebrovascular events,
and its pathogenesis is complex and involves a variety of factors. Huangqi (Astragali Radix) and its active
ingredients can exert anti—atherosclerotic effects. The active ingredients in Huangqi (Astragali Radix) such as
astragalus polysaccharides, astragaloside IV, flavonoids of astragalus membranaceus, total saponins of astragalus
membranaceus, and cycloastragenol in astragalus membranaceus can exert an anti-atherosclerotic effect through

mechanisms such as anti-inflammatory response, regulation of lipid metabolism, regulation of programmed cell

death, anti-aging, and anti—oxidation.
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