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Intervention of Traditional Chinese and Western Medicine in NLRP3

Inflammasome-mediated Digestive System Diseases: A Review
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[Abstract] The aberrant activation of the nucleotide-binding oligomerization domain-like receptor family
pyrin domain containing 3 (NLRP3) inflammasome as an essential component of the innate system is implicated
in the pathogenesis of several human inflammatory diseases. Studies have confirmed its association with
digestive system diseases such as ulcerative colitis, Crohn's disease, and acute pancreatitis, suggesting that the
NLRP3 inflammasome plays a role in the initiation and progression of these diseases. Based on the mechanism of
NLRP3 inflammasome activation and the pathways that mediate the inflammatory response, this article
introduced the relationship between the NLRP3 inflammasome and the pathogenesis of multiple digestive system
diseases and the Chinese and western medical therapies. Traditional Chinese medicine (TCM ) has demonstrated

definite effects on the NLRP3 inflammasome-mediated digestive system diseases. Some single Chinese
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medicines or TCM prescriptions can treat digestive system diseases by activating or inhibiting NLRP3
inflammasome activation. NLRP3 inflammasome can receive a variety of endogenous and exogenous stimulatory
signals, which can initiate, activate, and mediate inflammatory responses. The inflammasome formation and
downstream inflammatory cytokines are involved in not only the inflammatory responses but also the
development and progression of multiple digestive system diseases. Therefore, the NLRP3 inflammasome can

serve as an ideal target for disease treatment. The future rediscovery and in-depth studies of multiple

inflammasomes will shed new light on the treatment of multiple digestive system diseases.
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FOAN M8 T2 I R TE 9 2 W, IBD B 35 W 41 i
FIVEE iy 41 211 TL-18 43 Wil Bl 5 5 g 11 7™ 0 A% 2 g 184
Jin, H.NLRP3 . ASC Hl IL-187E IBD H ¥ (1) 45 iz % it
o 6 35 19 Y . PELLEGRINT 2510 A1) /)N B AIF 5%
2 W Bt NLRP3 . ASC FI Caspase-1 J& K 22 35 #) 7]y il
WA 23 2,4, 6-—fif K68 12 (TNBS) F1 4 2 4
B R 4 (DSS) 75 5 1Y) 52 56 1 &5 1 9 1) R i, 1 i 4
H T NLRP3E AWTELs I A2 A FIEH . it
Ah ,NLPR3 JE K 3% 35 1Y ik 2% o 9l ik W] ] 2 3 — 44k
A(NO) 7K T (4 38 i 1 IL-10 4% 48 40 jd 5 o Ak
A K7 -B(TGF-B) ik B . ZHU %5V (1 F
8 LL/INECA BIFSE XS 42, & SBH W NLRP3 4 5E /A
T AT g /N BRIR FE M /N W 25 B kSR Y 2t R
JiE 1107 o SABER 28 (1 fiff 58 & B 4% ¥ G(BBG) i
i 7E DSS 5§ 1Y K B 45 1 & b B ) P2XT 37 IR
(P2X7R)/NLRP3 F1 #& # 4 1k A + 88 (MyD88)/
NF-«B {55, #58 OLT1177 5 89 NLRP3 & 4 /MA
KAl o OIZUMI %5l 78 Ji5 2k () #F 98 ik 58 T
NLRP3 % AE /NI il 55 OLT 1177 #1114 28 4 47 R
BAES  45 T A /N BB AR AE R AE R AE T . Al 2
H W5 b A vE B R R F 5 6 42 1l /N R
KB T NLRP3 RAE /MA B 006 o

3.3 NLRP3IRPE/NMMESHEMR R 2R RIER
TH A6 2R Ge d5c i DL A 2Pk R R , 0 2 T Ak R G g
I B A 97 B 32 B SRR Sk A R R ) AT
FEH R I, T B R Y B R O I v H IL-18.
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i 963 SR BE A - -a( TNF-a) \IL-6 1 IL-18 5541 48 24 Jifd
PR F- 7K 7 B4 T e o0 T X 4 20 i L7 v Y TL-18 0
IL-18 [ 3% AT 3K 3475 2238 iF NLRP3 R E /M 9 #%
fb, H TLRs Fll NLRs j& 5 8 S0Pk B IR R R GE 1Y 32 28
2. FUSEC 058 T & 3L NLRP3 R AE /MATE 2
PE T AR 5 H AU 1R B 3 ST, O FLIK R RE /AR 1Y
S 2 9 R AR A3 BT 6T 1 . AE £ 3 cerulein 5 S 1Y)
N BB PE IR R Y SE B B A, Caspase-1, ASC %,
NLRP3 [ e 2% A 52 B T % 2P B iR 2R /0N BRU/K i
FI 48 0 @ 3% B9 6 %% 1/ JH . FERRERO-ANDRES
S5 N LR (0 25 34 R X NLRP3 R /IMA TR 2 bk
B B 4 v R AL AT M A L B R 48 T LA T A
I R A R/ g A L v 2R 3K B TLR4 . TLRY,
W 014 AL 28 77 W) 32 /R (RAGE) FI NOD 1 %5 4% 8 2%
B 43, X B B 43 K DAMP Fil PAMP 1E Sy 52 5% Wi Jig i
YR AR —MME S 15 S NF-«B &2 G W 1B i %
TS, I il 38 pro-TL-18 Al pro-TL-18 [ £ ik , H
RREITHE NS A E SRR RIENEESGY
FISON, P B 20 2, 0 T35 3 8 0E S N o A oAt A
FONNIL-33 15 S MR R 0 & A & JRAH G, I
i) B ] LA 3% MyDSS/IRAK/7h & IR & 11 i il 6
(Raf6) {5 7 38 % , o i B0& T i NF-«B Fl 22 24 J5 7%
L& R (MAPK) 5 55 LB S RIE™ . il il
WF 5% HIA S NLRP3 48 P /N (A 2o i A % 14 £ a2t
V5 B0 28R U BOAK) 130G

3.4 NLRP3 RM/ME S TIRFF B ERY T E A
FF 1) Wl 1] BT TR JRR e R A e, A T R AR R T
b R Gi Z Rl B R 2 — T LA S | 1 1 3 26
1 A AE . KOCH %51V I 25 348 v ik hy 1 1] 2 T B T
PLi# % TLR2/NLRP3/Caspase-1/IL-18 %l L 52 38 % 15
FRIEHIE S . PACHATHUNDIKANDI %512 fJf 5%
AR T IBRT B AT DA a9 R 3R R R AR N S e
P 40 M P 1Y hsa-miR-223-3p A1 IL-10 2 5 #] NLRP3
FIR 5 IFAE IS S0 WF 58 P /S BRUSE AU R A1 15 77
FA) 4 LA SR R 586 52, A3 BT T R /AR S0 1 440 TR
o R R R o FALE . BRI, — 5, ]
ROAT B M Y TL-18 7 4R 2 R S g Z KK TLR2 Al
NLRP3 J Caspase-1 [ = 5 fih & (% ; 55 — 5 i,
microRNA hsa-miR-223-3p J& i1 #4 ] B 4T 1% 5 5 ¢
P NLRP3 [l 3510 JANG 251 il B 5% 25 W1 15
F2 1% TLR2 A NLRP3 4 HE /MA K A B IV 2 53 0k R 52
(T4SS) Fliz B 1 S g rf 1 7 41 it g o7 g 1) B2 AT 18
FeAE TL-18 ) 2 [ %, Bl NLRP3/ASC/Caspase-1 i
Xof AT B AT TR 5 10 g b MR 40 IL-18 1

A AT/, H NLRP3 , Caspase-1 Fll ASC 1 &
M 17 I e P A 20 L b e 1 BT TR A TL-18 T AL
M. £ b NLRP3 ST /MR TE lA [T BR AT 17 114 Jek e Je
JNE NG T R T EEAE .

3.5 NLRPIRMW/MESHARGEMNHE HERSE
PR A2 2 G E o A S O
WF 58 W NLRP3 % P /A 5 31 1k 3 48 g 0 & A
K e Z [l A7 74 6Pk . FRUHBECK %51 i)
FE R B, 45 W 9 BBE 45 W NLRP6 FI IL18 /9 T
JH 7K 0] BE S B0 I B R oS R PR RR AR, 51 R R R
JiE , HE AR IR B b 2y e 2k 98 14 B D 412, B4
NLRP3 NLRP6 . ASC % iU 43 1Y 3k , 3 51 & A 7] 5
14 9 JE G SN, 14 G PR AIE A, A5 ) 4R I & A 1Y
M . MARANDI 2510 i fF 5% v L) 45 B i 20 21
55 8 B IE & A 8LHE AT BE 5, 9T % B NLRP3 %
il /N R T A T T 45 W e R LSS i
e Bz TE] T A AR R 5 MR Ay B IE A OG B
NLRP3- 4 AE /A ST 5 45 15 W 98 1 1 Bz 18] 53 5% 4k
kA S, ZHU I RE ST 4 TN
220, N Hov Y s R AR B B2 1 3(GOLPH3) AJ
VL 3 3 8 55 NLRP3/Caspase-1 3§ 3¢ 52 Wi Jib Jg 13
B ,—J7 11 , GOLPH3 il NLRP3 3 ik 7K *F 7 I 4 Jig
PP FRIR LA, AW E MRS RIEME; 55—
Il , GOLPH3 FI NLRP3 /) & ik 15 IH 48 J 21 21 v 44 5
P W Ki-67 JAF 6 R B0 43 3 AL BRI
TR K AL S W 5 19-9 Fi C- 2 i 7R 1 7K - A
Ko TU SR BWFIE Tk kM /A I 806 7T
FARAE MY IL-18 1 431, T AN 2E IL-18 19 B ¢
SURESFHAREE R, RIENAIL-1F
55| K S E 23 I [ AR % 5 40 M (NKO) 2 B AT T
200 6 3 ) R e, O B R R N
2 A A 0 RS K Iy A5 ] N £ 4 A 2 TR
1k T i 5 o A9 L 42 BR 2 33% 11 T £F 4 4k R
F R B IE T 2 E R O BFAE AL 1 2 85% Ay AT i 1k
B Sk RS TR R 09 I 40 98, NLRP3 5 AE /Mg
o mE -4 218 (R B (CTSB) - % 4E /N 4 il A
P2X7R/NLRP3 R AE /MAIE #% 2 5 T 5L R 240 M s
7T 22 DR 40 B 385 2 T 4 Ak F i A S e 20 0
3.6 NLRP3 RME/NESHAHEARGE R B -
R Ak 2R G590 A, NLRP3 48 M /MK TE oA 314 1k &
GBI 0 A TN e vl R T S AR L i
Z b i DR S B0 N EOPE 05 T, HIGASHIMORI
SEUU Y BIE 5T A A NLRP3 %5 /) A i 26 9 IL-18 3
1T R A -2 (COX-2) /1T 91 it % E,(PGE,) il
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16 RN 075 S 0 B 0 T R FEOR AP E T, B Toll B 32
4155 1% 5 1 i 1T 8 2 5 NLRP3 & iE /M TE
X A R R S . PR E 2R R RN —
S 25 0 1l A 2 s BT A R e 0, 1 Aan A S
T2 T 4 24 0 K 20 % L HE 2562 BE9E & B, NLRP3
2 M /I A HE 3| W S TR S 51 R A T Ak T8 95 R B
AU 3L AR RE /NMAOIE BGC UE Y IL-18 5 3 T T AR
i FH A R AR I Hp B B R IR, = i T S T R
R ARk 88 8 i [H T~ 1) 3k . DANITELSKI A5 57
K IR FE T 1k 7R 50 45 2 R RS B0 Ik B RE Y &
AR R R A NLRP3 R /IMAS 5 I i 4141
R I 2 1 20 I IUE 5 o 5 3R AR AL 21 S AR
J TR ARAE |, 35 252 1) B i 3o e R R 2R s S 3R
M4 5 4 5E . BARRA %5 " 5% 38 T NLRP3 4
i /N AV B 7 41 U R A 1 o
4 EFNLRPIKRENHWEURGZERIWPE
HRTHER
4.1 JEF NLRP % AE /) R 1 T Ik 55 055 v B= 2536 )7
LIN % B W5 v & 30, DS T R Al ) 45 5 0 e
S T AR 25 B R Y SE A R Y -d, S R
F-d B FH WU T AL (CCL) S T &R 4k,
[Fi) B A 7 £F 2 Ak U o B0 i) CCLL 5 5 A9 NLRP3 3
W, LA, S8t BT -d iR AR AR S ] TGF-B 155 1 42
AR E Y RIL . RERIR E NN AR REHE Y &
DT Bk 3 R A A AR R RO s 2R kA
Yy, Bl E 52 T DL 3 40 ) NOX4/NLRP3 4 it i 4 Al
20 2 R 36 AT A AR . ZHU SRR 5T A
DU 3 33 5 8] Xof BECBIE 9% UF ST A6 75 2 T U5 R T R
PERS 07 T 55 2 F 3 B9 NLRP3 48 SE /MA B0 | 7 1
) 5 /> FOGE JF I 1 98 9E A 5. WANG S5 i AF 52
HOUIE B & & Rh, R, (19 A 2 58 13 o 410 ] 2R E
ZINAA P A A M R D TR . IR Ah v 2 R X
JFEHIE 36 T7 (0505 LA /IS BROR F 58 36 G2 (0 1F 55 o, A %
A — RS T R CE R D) X /N BRUIR
T VR AUME I 8 40 B9 4 B R D | Aurantio-obtusin
(YW 42 B0y ) vl 38 i #00% NLRP3 R K 15 5 1%
ST AR A AR ST S U X CCLL s R Y A
LR 2 Ab /N U IE 4 0 HLA PR R Y R R RE R AT
3 1 10 4] /N BB 403 K 1 B A 4 1 (TXNTP)-NLRP3
FE /NMAEK B LPS i 3 19 Atk IF R4, ZzoU
IR g Al R T 2 R KRRt A
NLRP3 4 i /IMASK BL Ak 24 2 S 452 40 i ML
4.2 JEF NLRP R AE /DA B 42 5 M 5 9 B 2536
I 2w R PITE DL/ BN 0 98 % B2 1 o 4 F 5 o
- 180 -

KB, #b 25 R i T AL B9/ BRONLRP3,ASC,
Caspase-1 i mRNA [ ik K F T8 R 2 0 0F
S8 E S AT B BORE Y T F50RT LR I I A2
21 419 ) NLRP3 ,ASC , Caspase-1 ) mRNA [ 3z ik
KO B SR B RIS R EA 5 A
LW ORI R R T WA . D A oA 2 o b e e
EB THLER TR R R P IR T R R
A W 4 i NLRP3 & PR /NMATE 1615 3 /9 IL-18
[ 43 b S Caspase-1 B9 41 1, FF ik 20> 25 17 9 £ 451 47 -
UEPIAE BB FE T, WELSE ™ (1 BF 58 & BLAT 2 1% v 3
i+ MAPK B R fifi 1(MKP1)/NF-«B il 4 )& 55 DSS i%
S BBz YRS i 46 A0 A NLRP3 R AE /MA L
T s LIANG 2515 9 F 58 W0 E B3 17 % US04 e
Mogrol, Al DL i i ¥ AMPK 316 b i 4% 15t 97 P 45
4 5 T8 FAEE G 17 A A I ST LA Ao 00 o] A 3R A B R
B SR 45 % 48 /N B NRLP3 48 P /)N A 80 3% o Uk
2 S SR MITAO %52 (B 5T o 2 B0 Mk ool 3
I ) NLRP3 4 5 /N 1A 38006 R 15 i 3 2k 4 B
kW DSS % 5 1/ R45 B R TAO E1 R
WANG %574 /) AF 50 0] 3 23 v B= 24 07 8) 25 80 R R
&5 iy 9 A5 RS e (% 1, % B0 H AT DL 2o IR NLRP3
RAE /N T PR AT A SR 6] TNF-a 35 5 19 Caco,
21 A A 98 T S RO'S L5 4B DR B4 7= A= 1 i ik
B R B SR L TR M 5 - 1 &5 W R I Caco, 411 i
TNF-o J B 45 1 R 5 /0 55 25 A 4 0E 52 n] A3 3k
75 & ¥ 52 7k (ARR) /#% A F E, M 56 A F 2 (Nrf2) /i
AL IR JE RS 1(NQOT ) 3 % 41l il NLRP3 42 i /MA I
T, DT 22 il RREE Mo

B 7 rb B 2 80 e R R RN BT AR A RS2 AT DA
A R 2 A B S -9 B 1 W ST B0 B S A AR
4.3 T NLRP3 RE /AR 20 PE R 42 1 Hh B2 24
BIT LARSRAEYIAE A NLRP R HE /A0 il 5 88 47
SRR R NP R EEE NSz IR, E R R
B IR YT R IR A Y E I R 2 07 ) R R
TR LCEA OB BR B VSEE AT S 2
25 40, ZHANG 257 A B 58 ok i 3 50 Y
A% v 2 8 K B P B RO R E, AT LA g
P2X7/NLRP3 {55 il % , 22 fif 192 Ji 2 £ FE ~F i it
Y020 M 25 R A 0, S T R R 2 v i 3K E G
FIRG 17t 7K SF- B s 3k 40 A0 4 1 (MPO) T 1, i /b &
P AR R A 9 B, A R 1 0 TR R S i R A
MESREMSH—FOKEERS TS EDEZ
B2 5 v g R AR R )92 REN 288 B 1F 53 vh &
PPF 2 2 0 0 NF-«B 5 5 5 5 5 58 3005 N
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- 3(STAT3) Fl NLRP3 4 fiE /INA K 3 1 5 i 40 Jifd A
0 A DT DR B2 2 R AR A% Y T R B, T g
o OE Nref2 bR B A AL B HO-1 L)y 2 2Pk e iR
g8 W1 TR OBR B M . KIM O ZETT LN P fif
(Dictamnus dasycarpus) fR 2 ™ #& U Fraxinellone
PE R T 0K 3R, 75 R 2t 9 AR 4 /N B % 5 AL g iy P
rh P T NLRP3 .PY-CARD Caspase-1.IL-18
FIL-1B 9 A /NS 53 A7 (0 800G B A0 ) 98 1 445 5 1%
SR A R RD e ks A e e R A ) 3R Y AR
o KANAK "M S B U — Fh 44 O B it
A B AT, IFIA R IZ B 53 AT LA ] 2 i
MR /N FRBEAY HP ) NLRP3 ROAE /IMA A9 3% o HoAh
5 A A — S AR R AR v IR 24 A ) v A B
R B MR A T T LSS B Atk
JBR i 98 i A 2 % R A NLRP3 4 AE /N 1) 38 36 A -
4.4 JET NLRP3 JEAE /A i 1] BRFF 7 A o = 2
HYT LIANSEURETE o o A 22 7 T SR By
A T R MR AT TR T B0 B R AL/, R
KX RN TR A BE T B2 A S M /N BB
TXNIP . pro-Caspase-1 . cle-Caspase-1 5% NLRP3 #f 3¢
R IA 0 A BRI, B HE AT DL3E o 4 Ak 0 1
TP A 28 PR FJE 15 NLRP3 48 5E /A Sz 3% 14 1)
WEAT TR BT OB MR AP AE o SHI S By F 5 v,
A D35 R 4 R R I B B AR IR R =l AT LA
AR B TR AT TS 0 B R D B B
41 f1 ) NLRP3., ASC, pro-Caspase-1, Caspase-1 .
TXNIP 45 25 11 B 235 7K 1 1 kS 21 %0 B 41 2L £
PEH . CHOLAE B 58 vh ,GIESE T M rh 25 41 76
T B MR A ) 28 B 2K - J)K I AT LA o 0 ] 4
MIA 2 1 ZARH B 4(IRAK4)/NF-«B il il 25 H o
(IkBa)/NF- kB {5 = i ¢ , ik 1 40 il 3 1 1L-18.
IL-18 il Caspase-1 177 4 , T #11 ] NLRP3 4 4E /)N
PR |, I 38 T LIAT 2 4 i E H 8 NLRP3 4 5E
JINAR TS A 9 1Y Caspase-4 19 7= 4 HoAth 22 & /9 ifF
FE PR SE T E R O K F RPN
B im0y N B TR e ] R AT B R
PR IRIT RO . B BRSNS p 2y
D5 7%t 8 R T R B RE O R T A R T T PR
4.5 JET NLRP3 SAE/IMA (1 1k 5 48 g 1 v B2
253097 QINAEURIBIEIE & B, 6F N2 g 4R /)N
BRUASE Y b 2 2L AIF 58 R AR B Db 28 5 R o B B
SR NS = W G (151 A N0 = o - S 3
(BMDM) #1 ) NLRP3 #ll Caspase-1 it ik , {H X} £k
AR B J) A 8 1 1(Drpl) #f %3k ) BMDM % A

S, B AR IR T AT L3l o 90 Drp1 45 19 4k
A 475 41 31 235 B R AH 5% 45 B 8 P () NLRP3 4 S
M FE . YU S 2R A Sy O G R R
— Pl ELAT JC W R T R BT b R O A 0 A K R AR
A T LA R R — i 2 R YR T MO AR A L A
14 B8 =G TR, HC X T Ak 2R G I R v ) IR
JR 95 L A B R 0 e R A B 3 A A B R
o AT 2 AT 25 R v LA AR 2 Y R e
BTRE B, AT L o 41 S e SR 2 R A 1A Y
BOTE 5T A B R T R A ) iR 45 58 AN A S 1 O 5K
RVEX I B FLRE R R LS
S B JTJRE B e g RN E I S R B B g T
LIZE YA 58 vh e B, DA — 26 1] £ B 4 B 2 v 4
B A A8 A8 FL T 0T 38 3 0T NLRP3 45 /) A 2l 35
18 0 Be /A R A R R AN S /N RS W R A G
it o BREL IR 2 2 A, — s gyl T
3 KR L N 9 9 2 g R LA S ] TL-8 9
A0 I N B AR K (VEGE) - I I Bz A KR 7
Z M (VEGFR) 5 5 & 48 Sk 1 il 5 i 40 A ) 1l 45 A=
BB R RS WANG 2559 g BF 58 vh 4 i
5 AR v B 23R YT IR I AL EAT R A DA R Bk F
2 T v 24 7 S0 iR VR T AT B i — 20 i T R R
I $IE A5 R ELARHIL A o
5 IMNESRE

NLRP3 % /N AE Sy [ 47 5o 2% 3 40 1) 5 2 4
BB A3, AT L4 32 Z2 A N TR PR R A DR M 0 S
SR R S AW IR S 50 S RAER N, KA &
HARE /M T BRI Ui 22 Bl 9 0E T AU A5
SAE N EEHLE S5 Z M RGN A
A e TR AL b R S G DR eT AR Sk BRARL Y T
TR T R R R S, i 2y B 2
AN B R /N IT R R A, TE R B — T 2 1 A
VR YT, = Z W 25 07 i 28 S SRR T L1
BN IR T SR AL T R AR AR L AL BT I BA
W5 119 161 5% v 24 39 24 15 A5 B JIURE L 2 DL 5 447 I
HB N 4R R IRIT AR B L G R AR D) . R
e 7 52 6 v ik — A5 B E < LU IR AR K T AR R
UKL K LT R AR O T P B MR R R R AR
UL 25 A AEAS ) B B 45 4 F, FL AR I BIL i 2 45 38
I NLRP3 %5 /MA (19 75 4k, 8% GES-1 41 Jifd &%
JiE Je fE T, AT DA S 0 A AE 92 T AR M B s
(4 3E JR A B TR R 1 0T R o PRI X 22 il gk
PE/INA B T & BRTER ABIE 5T, LA RO o 5 24 11 24 3
2O W B HLAE JE R B & A R e AL 3 B il —
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