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Mechanism of NLRP3 inflammasome and traditional Chinese medicine extract on

regulation of cerebrospinal diseases
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(Abstract] NLRP3 inflammasome is a very important factor in the process of inflammatory response. It can participate in the
occurrence and development of a variety of diseases, especially cerebrospinal diseases, and can intervene in the regulation and
recovery of the central nervous system. A large number of studies have shown that traditional Chinese medicine and its
corresponding extracts have a good regulatory effect on NLRP3. This article mainly reviews the start-up and activation process of
NLRP3 inflammasome, and its mechanism effects of cerebrospinal diseases such as spinal cord injury, atherosclerosis, depression
and ischemic stroke, as well as the animal experimental studies of traditional Chinese medicine extracts in the treatment of these
diseases, so as to provide effective basis for clinical regulation of NLRP3 inflammasome.
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