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[ Abstract] Pyroptosis, which is different from cell necrosis, apoptosis and autophagy,is a new type of
programmed cell death. It is characterized by the swelling of cells until the cell membrane rupture, resulting in
the release of cell contents and the activation of a strong inflammatory response. Pyroptosis signaling pathway is
divided into the classical pathway dependent on Caspase-1 and the non-classical pathway dependent on Caspase-
4, 5 and 11. In classical pathway, activation Caspase-1 depends on inflammasome, whereas in non-classical
pathway, Caspase-4, 5, and 11 are activated directly. All of these result in the cleavage of gasdermin D
(GSDMD) protein, the formation of membrane pores, the maturation and release of interleukin-18(IL-18) and
IL-18, and the rupture of the cell membrane, and then leads to pyroptosis. Ulcerative colitis (UC) is a common

disease of the digestive system. The UC course is long, easy to relapse, and difficult to cure. The pathogenesis
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of UC is not completely clear. In recent years, it has been found that pyroptosis plays an important role in the
development of UC. Traditional Chinese medicine( TCM ) has a long history of preventing and treating UC, with
significant clinical effects. It is found that the mechanism of TCM in the prevention and treatment of UC is
closely correlated with inflammasome, IL-18 and IL-18. The mechanism of TCM in preventing and treating UC

is correlated with cell pyroptosis. Therefore, this paper reviews the relationship between cell pyroptosis and UC

and the regulatory effect of TCM.
[Key words]

medicine
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GERIR, 2 54T, M GSDMD-CT U BA7 [ A&
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Sl T DA BRLA A RS IR W e B AR AN S, A 20 i
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JIE Wik 22 2 R 1% 452 i R AR AR R AL 7P AR AL, X 2L
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IL-1B,pro-IL-18, /& i IL-18 K IL-18, fr 247 5 41 ity
BT, UL, A AR TS S UC R I & A4 &
BYIR
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HRHAEHY,

NLR % % % o & Pyrin 45 14 3010 55 1 F 5 %
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fi bt ,NLRP3 #7% , ASC Fl Caspase-1 #5524 . %
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rs10925019 v & 2 A& M 5 UC 19 S Bk = B AH G,
$ 7% NLRP3 3 [H % 728 76 UC & i F B 2 AR .
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i AH G A B g AR 45 AR R B, 5 T AR AN BRUAH
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B SE I % o AR FE T R WA NLRP1 A 5 19 48
JEAL . [, 5 {d HE T AL A H, UC /B3 R &S
Jig 0 E B R GE X B8R AG HH NLRP1 £k il y-F 40 &
(IFN-y) K3 R H F R REE F S
NLRP1,IL-18 5 IFN-y [ ik R A&, TYE %5
& H X I 45 R 5 Williams 45 S 07 78 22 5 09 Ji IR ] i
S5/ B RS A G, AT A, NLRP1
HNE/IMA 5 UC & A &, {H NLRP1 48 %E /)N 4 Gt fif
Z: 5 UC W &R HLHIAS A W 2 A 55 58 2 00 58 i LA
IS IE .
3.2 IL-1B8,IL-18 5 UC IL-18 Ml IL-18 ¥ A1 %
B, J8 T IL-1 505 , 78 5 98 M 58 E J iy v BoAy &
AR . b IL-18 B B AN A W A A
TL-18 D) FH 5 I 400 e % 2 400 B b iz 4 B 0 o IE
WL T RN IL- 18 S B AL, M4 L Z B
s 05 B, i 3 A0 B A i R R A S T
31 kDa Jo 1% P 1Y pro-IL-18 ¥4 5% . i id NACHT X
R AH ELAE T, S /MR R TE 58 B, Caspase-1 BT -
Pro-1L-18 4 it Caspase-1 [ 55 UJ , #5754 17 kDa i,
A A0 R SR A W B A M A 5 AH N AZ 4R 4
G AR HE A0 SR AR RO Z R BT, 7R AE R
BRI, & R MR DY . RACHMILEWITZ 451
KIAE UCTE S 45 i 4 2 1L-18 & i FH i 348 -
s 1 08 S 42 6 Sh I UC g, H e ik
VAT B 4 i 2H 40P TL-1 B il 3 KA I, [ B LA
20 44 fi B T o 1E B 6 R AT o0 A, & BRAE IE
WAL IL-18 2 H IR I, UC B 45 1 41 21
HIL-18 # ik £ hy rp -5if PHE e 3k, FLY (8 05 W i
T BEE RSN IL-18 A Th i o S0
XFUC # B UC A0 0 K E & NI IL-18,
IL-33 & & | dE AT A, & 376 UC B & I i b
IL-18 & & W & T OE 5 A, 1 & 9 B 83 1l 3 v
IL-18 &R & T, 2R BEARI 8
o HoMm ¥ IL-18, 1L-33 %5 7K % 5 Mayo P70 3 5
TEAH &, HH 0 i 35 TL-18, TL-33 25wl /2 UC & 9w 1
) ST T PR 3R

IL-18 JE7E 1989 4 & #L i , OKAMURA 455 JA
LPS SR 5 1 /)y BRI o B RO 19— ol by PR A 240
FEAE RIS S IFN-y I Z k. 5 IL-1B 4L, IL-18
T B3 o RORE /M, Caspase-1 B9 55 U111 A= m BA A=
Yo 1 PR A M R 7. TL-18 4 g —Fh AR R M o,
WF Y e 30 FT 461 35 gy 3 266 6 o e, 15 i RAE M 1
R, 5 uc kA kRXRE DT
NOWARSKI %% % B, i bk 1L-18 o H &2 44, /N i

55 W 9 A K A 405 1 0 U8R T R TL- 18 1 kil
+ W) S 2™ A 45 W R JE . IMPELLIZZERI
AEOIE 5T R R, R TL-18, TL-18 JE P &l i 4> 5t A
Hy da /N B, H & AR UC (1 HE R BE G T A
INER, FHOBUSEE P /s B R AR UC MR TEAIR 4
XU TL-1 8, TL- 18 AT 38 i %o fizg 38 48 AE 1) £ 4P 46 o
4 FEHTFHMSHBET
PEHETIFRHBUC K —KA , (ARG H
7 N e NI o R R R/ NE 7T 775 S N
SR A P YO N R IR A IR
LA S AR G B S OM AR R RS S 41
FET P B R R T R, T R Y
RAE RN o RAE A BT AE B R R E W
NLRP3,IL-1B,IL-18 5 UC ¥ i 19 K& 4 Kk Je | 4
Jf A3 T A 3K 4 R E PR T UC i R 7 g
Tk A A RO A B
Hh 2 5 T 4 R RO TS O AR T ke, W 2R
X DSS /N B2 T 92 A 0100 4 R & B, G AT o 4
NLRP3 % 7 {& (NLRP3, ASC, Caspase-1) %& [H 35 ik
T i 9 0 PR P (TL-18 ) 1) R JICATD i) 98 A 2 17, i
% i I 25 B B EAS L R T SR OOREAIE
w1 AT - W BUREAE B TNBS/Z B R B, & B
Af & W) kL AT [% {K NLRP3, ASC, Caspase-1, IL-13
K IL-18 B mRNA & 35 i S I3 v IL-18, IL-18 3
i A% AR R B W g T T A 0 25 B
20 ZUIA JE A e 11 40 0 7 40 /NLRP3 (NOXs/
ROS/NLRP3) % 4 /A A7 538 #1933k ok AR 1L-
18, g IR FE I T -a( TNF-a )42 & ] 7 235, Wi ik
BUCKBURAE RN o b 52 o 44 Py 44 4 52 56
BB A AR B ] AR DSS /A B4 i 4 2
NLRP3, ASC, Caspase-1 fil IL-18 ) mRNA & % 1
FIRIKF o B SE R 100 45 UC BB BEHL T K
BITH (ZE ARG RV RIgE ) Ko BR2H (£
PLWE ), K BLIA YT 43R 7 UC T 8% e ok I 20 2 1 4
16 97 4 B K B 35 I b NLRP3, ASC, Caspase-1
mRNA &3k K S i3 5 IL-18, IL-18 7K -4 X B
HHERE, KFERERASEHAAREIRIT DSS
W51 UC /N BUAE FHPLHI 5 98 57 NLRP3, NLRP6 &
R IL-18,TL-18 S RAE M T A6 . R FE L
P 45 R 0] B AR TNBS/Z B K B 45 g 41 4L
NLRP3,Caspase-1,ASC mRNA ik, T I 7 2 i
IL-18,IL-33 & & . & B R BLAE UC 2t #b
H &5 S AT U &G I NLRP3 48 1 /& (NLRP3,
ASC, Caspase-1) & ik , # il IL-18, IL-18, IL-33 &
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ik, N T 2Pk UC; 76 28 g 301, #b b 45 <07 i ik
18 NLRP3 % A4 45 20 43 M1 B 1148 1 UC 1 & A=
R, G IRTT I, 2 B R BE W] WA DSS i
49718 BUNLRP3 48 GE /MA B G , FEAIR IL-18, 1L-6 45
HAE 20 L A - 19 38 984 DSS 75 1 /N B4 W 4%
JECR P AT 253 W] B UC /N BUR B IR, 306
R RN 45 fip 28 2 v I A ) R 0 45 e B
20 M b NLRP3 & [ S IL-158 40 i X 1 A B il
LB AT X DSS 55 19 UC /N BUIR YT 1E T 5 )
SEOE AR G, AR B B R 5 sk I - kB
(NF-«B) Fl NLRP3 4 i /N A B G B3 A I 355 0 45
J7 H TNF-a, IL-18 1 5 815,
5 4518

E5 S T == 7 N [ B b N = S O
JPHEFE T 0 — R e 2, A T R A0 A | A
MO AT b Rz 40 i . HAK 8 T Caspase-1 B9 28 L #% 12 il
& #i Caspase-4, Caspase-5, Caspase-11 ¥ 3 £ L 1%
2 B YT T 5 | RS 1 4% P BB TR S N e 2 B
JL B8 T I B K i R AE I, GSDMD J2& H i A7 R
F15 UCHE b —Fi 8 o 5 & 1 1 38 50 1
P, R MERE K R B R AE AR MERL A
Ny g 45 T i R ET O S, © it R T A 2
(WHO) I Ry AR A 2 e e IR I R 2 — . KiE
HREWUCH LA RESHMETFESE —EN
FH M. NLRP3 S /MATE UC AR IS o)™
12 ,NLRP3 R 4iE /N4 0] 38 5 1% T 1iF pro-Caspase-1
Il 5 5 U7 plg B A AR ) 7 M B9 Caspase-1, i 16 19
Caspase-1 1 F§ F pro-IL-18 & pro-IL-18, & & ¥ i
JEAEY IL-18, IL-18 MM 5| % il A AE o [R) I, 35 1k
Caspase-1 ¥t GSDMD Y #| , GSDMD-N ¥ % 4 Ik 5
b, RS AN AT KA
2, & FRMMET . PR EY P EL PG UC
Il PR 97 4B V1), 8 A %30 il NLRP3 58 i /)N 14 1 3%
AR AR T =W IL-18, 1L-18, [H e A7 B iy A1 45 o
= 25 i 36 UC AR HIBL I 5 4 i £ T4 ¢ . (B B T
IX 7 T SCHR AR T AR X # D e H ik = v R 2 R AR T
1 B P G B B 1 ——GSDMD £ 5 i ) A 6 4
SRR A IR R TR B9 DR s H B
B
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