5529 %45 9 1] FEXRAFFERE Vol. 29,No. 9
202345 H Chinese Journal of Experimental Traditional Medical Formulae May,2023

L NLRP3 £ T30 #1251t Iz M 45 11 R i) ot 5% 0 e

IeE, BRWA, FRXK’, FRA, F¥', KAE', #HE”
(1. ;) BFPEHZRF FLAER, T 530001; 2. TEFPEHAF F—WBER, & T 530001)

[(FWE] BatshmR(UC) BB LA T4 H W, 2 BOLE & 2, 553 0 AT 951 R 08 % VA5G . 2460, 76 =
RS R AR S g 0 R AU A A B A, AR TT LAE — o R LR UC IR IR R R B K . MR 5
TESE, PR 2GR IH UC B W R i 4, T 0 35 B AIRZoms 5 Kk % . A I A T2 — ol L 2 g S8 T =X, VT DR A B 5 R L TR
MNP R, T UC i G2 IR o WF 58 A BLIA A v B 2 X6 400 it A T 4 = 90 3 58 3 B0 418 30 400 o T (A HE A 4 ) AR i £
AR TS (RN R ) L X 51 B BHA — 580, Forp, v 24 2508 0 00 A0 £ T GRS I ) el % i e S L /B F103R 7T UC
BIVEF o JEARSR M FEFF B T R 2 58 48 4% v 2538 i 148 NOD K 32 1A U ER 191 45 4 38R 5 28 19 3(NLRP3) £5 1773 1597 UC 11
PEFIBL , 45 5 3 W] NLRP3 £ 17258 P& 2t 2534 97 UC 1Y Qs I % . (H AT B = 5¢ T 25 90 i NLRP3 £ T2 38 7% 1M VR T
UC I 2T RG4S . K SCLA A AR T2 “NLRP3” “Bitdz P25 1 48 7 I v 27 45 Sy S S 4] | R 3% AR 43 T JU 41 2k 122 4 38k o 3
SCOCHK, & BUUR S NLRP3 B2 1730 H 14 v 24 32 5040 45 3 PR 38 28 R AN I 2 A /0ol O 21 R fedt e Y 2, X T R R E N B N
ST AR P S 25 % UC A NLRP3 FE T3 I A9 AL B2 635 1, LAk UC 3R TT Rtk — 25 09 25 9 1 & 4R 4L B A 48

[£giA] P25, NODFEZMRE (45 MM JC 2 (1 3(NLRP3) RIE/MEA ;. BB IEEE 4 (5 5k, M

[HE S &S] R284;R285;R289;R287; R22; R2-031; R33; R24 [XEFRiIZAEE] A [XEHS] 1005-9903
(2023)09-0274-09

[doi] 10.13422/j.cnki.syfjx.20230319

[P %% H AR 3E]  https:/kns.cnki.net/kems/detail//11.3495.R.20230221.1649.002.htm]

[ 4 H R B #3] 2023-02-22 10:18:36

Traditional Chinese Medicine Intervention in Ulcerative Colitis via NLRP3-Mediated

Pyroptosis Pathway: A Review

WANG Jinxin', LI Liqun®’, HUANG Xiaoyan’, HUANG Maoguang',
LUO Feng', CHEN Yueying', XIE Sheng”
(1. Graduate School of Guangxi University of Chinese Medicine, Nanning 530001, China;
2. The First Affiliated Hospital of Guangxi University of Chinese Medicine, Nanning 530001, China)

[Abstract] Ulcerative colitis (UC) mainly occurs in the colon and rectum, with complex pathological
mechanism. The occurrence of ulcerative colitis is associated with the uncontrollable inflammatory response of
the intestine. The Western medicine therapy of UC mainly uses glucocorticoids and immunosuppressants to
reduce intestinal inflammation. While blocking the progress of UC to a certain extent, it causes severe adverse
reactions. More and more studies have confirmed that traditional Chinese medicine (TCM) has obvious
advantages in the prevention and treatment of UC and can significantly reduce the recurrence of the disease.
Pyroptosis, a novel form of cell death, can destroy cell structure, release intracellular pro-inflammatory

substances, and mediate intestinal immune response in UC. TCM can promote pyroptosis (removing excess) or
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inhibit pyroptosis (replenishing deficiency), which is consistent with the regulation of Yin and Yang. TCM plays
a role in the treatment of UC mainly by inhibiting pyroptosis (replenishing deficiency) and reducing intestinal
immune response. In recent years, a large number of studies have been carried out to decipher the mechanism of
TCM in the treatment of UC via NOD-like receptor protein domain 3 (NLRP3) -mediated pyroptosis pathway.
The results have demonstrated that NLRP3 pathway is the key target of TCM in the treatment of UC. However, a
comprehensive summary remains to be carried out on the inhibition of NLRP3-mediated pyroptosis pathway by
TCM in the treatment of UC. Therefore, we retrieved the articles in this field in recent years with the keywords
"pyroptosis", "NLRP3", "ulcerative colitis", and "Chinese medicine". The Chinese medicines regulating NLRP3
pathway mainly have the functions of clearing heat and drying dampness, harmonizing Qi and blood, moving Qi
and dredging fu-organs, and invigorating spleen and removing dampness. The findings can help researchers to
fully understand the mechanism of TCM in the treatment of UC via the NLRP3 pathway and provide a theoretical
basis for the treatment of UC and further drug development.

[Keywords] Chinese medicine; NOD-like receptor protein domain 3 (NLRP3) inflammasome;
ulcerative colitis (UC) ; signaling pathway; pyroptosis
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Table 1 Mechanism of Chinese medicine regulating NLRP3 pathway in treatment of UC
. Nz A 2%
EZIRL ‘ 25 21 W R TR R s E R AL N
BN SCik
EPGREE KR B W% T KA NLRP3/Caspase-1i#  NLRP3 . Caspase-1 .GSDMD . IL-18 [48]
S 3 Y]
WG W AT H R R NLRP3/Caspase-1 i f% NLRP3, ASC. Caspase-1, GSDMD, IL-6, IL-18, [49-
IL-18.TNF-a .LDH,IL-10 50]
ISESRY] AT A E I A4S MKP-1/NF-kB/NLRP3 NLRP3 ,ASC Caspase-1 .GSDMD MUC ,Occludin [51]
3 fi
=Y KHE HE NLRP3 £ 773 NLRP3.ASC Caspase-1 . TNF-a IL-18.1L-6 [52]
A figt HOE Sk SY L8 NLRP3/Caspase-1 i NLRP3,ASC, Caspase-1,CRP, TNF-«,IL-6 ., LPS, [53]
HY YR IL-18.IL-18 MDA ,CAT .GSH ,SOD
LA BT BEAE % M AY % A T8 NLRP3/Caspase-1i## NLRP3,Cleaved-Caspase-1 .GSDMD-N TNF-a IL-18 [54]
HEIR Vot 4% W ChfE A b4 5 AEAE . NLRP3/Caspase-1 i 1% NEK7.NLRP3 ,ASC ,Caspase-1.cleaved-Caspase-1, [55]
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RO {5 % IL-6 .SOD
LWME B NON Y NLRP3 T2l % NLRP3.ASC .Caspase-1.IL-18.IL-6 .MCP-1 . MPO [61]
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