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G IT AS ¥ BA MR, A & B 257457 AS s AR AR B34,
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Abstract Based on the intervention of traditional Chinese medicine on nucleotide-binding oligomerization
domain-like receptor protein 3 (NLRP3) inflammasome, the paper discussed the anti-inflammatory mechanism of
traditional Chinese medicine. It is believed that inflammatory response involved in NLRP3 runs through the entire
process of the development of atherosclerosis (AS). Among them, heat-clearing drugs, blood-activating drugs and
deficiency-tonifying drugs have great advantages in the treatment of AS, providing new ideas for traditional
Chinese medicine treatment of AS.
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