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Abstract: Atherosclerosis (AS) is a chronic inflammatory disease involving human arteries and is responsible for
many clinical cardiovascular diseases. In recent years, various cell death modalities have become popular for
research on the pathogenesis of AS. Pyroptosis, as a programmed cell death of inflammatory nature, has been shown
to be closely related to the progression of AS, which is characterized by the complete destruction of cell membranes
and the release of inflammatory factors and cell contents through membrane pores, to trigger a strong and sustained
local inflammatory response. Pyroptosis in AS lesions is caused by the over—activation of lipid accumulation in blood
circulation, followed by the release of a large amount of inflammatory factors and the damage of vascular
endothelium under the action of inflammatory factors, finally promote the formation and development of AS lesions.
This is very similar to the pathogenic theory of "phlegm stasis and toxicity" in traditional Chinese medicine (TCM).
Therefore, blood activating and detoxifying herbs, which have the efficacy of anti—inflammatory, lipid—lowering,
blood circulation promotion, and guided by TCM theory of "phlegm stasis and toxicity" as the onset and process of
AS, may play a powerful role in treating AS by regulating pyroptosis.
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