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Effect of Chinese Medicine on Pyroptosis of Autoimmune Disease: A Review
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[Abstract] Pyroptosis is a recently discovered programmed cell death mediated by cysteinyl aspartate
specific proteinase (Caspase) , which may lead to the release of intracellular inflammatory substances to
extracellular and induce inflammatory cascades. Autoimmune diseases (ADs) is a kind of disease in which the
body's immune tolerance is impaired, and the body overproduces autoantibodies, causing damage to its tissues.
The pathogenic factors of ADs are complex and the pathogenesis is still unclear. With the deepening of the
research on pyroptosis, more and more results show that pyroptosis is involved in the pathogenesis of various
ADs such as rheumatoid arthritis, ulcerative colitis, systemic lupus erythematosus, and psoriasis. Glucocorticoid
drugs, anti-rheumatism drugs, and biological agents are mostly used in the clinical treatment of ADs, but the
therapeutic effect of some drugs is limited, and there are some long-term adverse reactions. Chinese medicine in
the treatment of ADs has been proven to be safe and effective in long-term clinical practice. It has the
characteristics of multiple targets and few side effects and has certain advantages in controlling the course of the

disease. More and more studies have found that a variety of Chinese medicine formulations, single Chinese
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medicine, and active ingredients of Chinese medicine treat ADs through the intervention of pyroptosis.

Therefore, this paper reviewed the experimental studies on the effect of Chinese medicine on pyroptosis in ADs

in recent years, hoping to provide references for clinical treatment and scientific research.
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Tablel Regulating effect of traditional Chinese medicine on pyroptosis in RA
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25 R B S A0 AR TR S B R IR T AR
S ArRZ M i BB NS I B
AT VAR R B AR b FLAE B RH R A
WFIE KB, 76 2,4, 6- — i LR i iR (TNBS) 5 5 11
UC /N R 45 15 41 21 v, NLRP3., ASC #1i% 1L 9
Caspase-1 1) 35 BN, A7 [ 42 I J7 vl LA Hok 52 5]
P I H Ko G, B 5T R T B O 4R
I 2 3 1k 400 o) 40 A T, AR AR 8 RE SN AN A
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73 19 UC /N BUAY NF-«B FIl NLRP3 % P /NMA Y 34
1%, B IL-18 . 1L-6 Fl TNF-« f 4 1 , 37 ] NLRP3
mRNA ik,
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Table 2 Regulating effect of traditional Chinese medicine on pyroptosis in UC

Bt 2R 0 A T R S IR

WA 20 5 il 551 NLRP3,Caspase-1.IL-18 .IL-183 [45]
W2 ) 20 5 il 51 NLRP3  Caspase-1 . GSDMD-N ,IL-13 [46]
B R 20 5 il 551 NLRP3 ,ASC .,Caspase-1 . GSDMD-N ,IL-18 IL-18 [47]
ZH AR 275 il 551 NLRP3,ASC .GSDMD-N IL-18 IL-18 [48]
it [C 22 7 7 4175 il 751 NLRP3,ASC . Caspase-1 [49]
ISEaRV] 2] 77 il 571 NLRP3  Caspase-1 [50]
EESERY/E R 20 5 il 51 NLRP3 ,ASC . Caspase-1.1L-18 IL-18 [51]
55T 20 77 i 5 NLRP3IL-18 [52]
LFE PR 24 NLRP3 . Caspase-1.IL-18 [53]
HEKFLE o 2435 P A 43 NLRP3.IL-18 [54]
/NI 5E vp 2 I T LAY NLRP3 ,ASC .Caspase-1.IL-18 [55]
(LS 2 A NLRP3 . Caspase-1.IL-18 .IL-18 [56]
AT ERERTE cyi NLPR3.IL-18 [57]
A e o243 T A A3 NLRP3.IL-18 [58]
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