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Abstract: The role of pyroptosis in the pathogenesis of atherosclerosis (AS) and the research status of Chinese
medicine in stabilizing the atherosclerotic vulnerable plaque through regulating the pyroptosis were reviewed, and
the thoughts of Chinese medicine in intervening the atherosclerotic vulnerable plaque were also explored. Inhibition
of inflammasome or caspase— 1 pyroptosis related signal pathway has become a new intervention target for the
prevention and treatment of atherosclerosis in recent years. Chinese medicine in stabilizing the AS and
atherosclerotic vulnerable plaque through regulating the pyroptosis included monomers of scutellarein,
dihydromyricetin, tripterine, and emodin, herb of Rhizoma Smilacis Chinensis, and complex prescriptions of
Huayu Qutan Recipe, Qingxin Jieyu Recipe, etc.. The target cells of intervention of pyrotosis with Chinese
medicine were usually related with the macrophages and endothelial cells, and the molecular markers of
intervention of pyrotosis with Chinese medicine were mostly involved in inflammasome NLRP3, inflammatory
factors of interleukin 18 (IL- 18) and interleukin 18 (IL-18) , and protein caspase— 1. The mechanism of
intervention of pyrotosis with Chinese medicine was probably related with the inhibition of the above molecular

markers. The research of Chinese medicine in stabilizing the atherosclerotic vulnerable plaque through regulating
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the pyroptosis has made certain progress in recent years, but the research is still on the cellular level and through

the animal experiment, and the related clinical trials have not been reported yet. In the future research of Chinese

medicine in stabilizing the atherosclerotic vulnerable plaque through regulating the pyroptosis, the advantages of

Chinese medicine in regulating not only the inflammasome and inflammatory factors, but also the holism should be

taken into account, thus to provide thoughts for enhancing the therapeutic effect of Chinese medicine for the

prevention and treatment of atherosclerotic vulnerable plaque.
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Table 1 Reports of research for Chinese medicine in intervening AS and vulnerable plaques from the

perspective of pyroptosis
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