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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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IR SE T A A TR R B S A AT T
A CHH S IASE T A S g M st T
XA HF . R Caspase &2 4l it £ 12 19 B 24 i,
£ $F Caspase-1.Caspase-4 . Caspase-5 fil Caspase-11.
MM ET-AFRILZ , 2 Caspase ¥ GSDMD 7 [ %4
fife 7= A A W P Y N I FC v A BE, GSDMID Y N Jiis
45 14 55 GSDMD-N, AJ 76 2 il & | 5 @5 A X0 7 )2
g5 G, IR BCALR 4% T 20 B 328 3 ik K 22 il 24 38
T, AN R AR N AR, BB &R
H 5 s 5 I [a] s 98 P Caspase i i 25 P 24
il A 5 98 Pk DR TL-18 1 TL- 18 11 Hif 44 i 284 , T A L.
AR A2 5 I IL-18 F1IL-18" i — 97 K %
$iE S o

A0 M A TS 1 25 ML ik 42 J2 i Caspase-1 fIr i &,
Caspase-1 1] LA 2 Bl R M /IMATE 1L . R /NME SR
B 5 20 LIS P9 T B 1Y) 4 A2 A AR T LA U )
Z R, LTS AR B FE A R 8L T, U T
FRF A ARG A A A TR A 1 S Y S g R .
ARAE/IMAE HH NOD # 32 1K 5¢ % 85 111 (NLRs) (7 4% 43
TR T A G BE 4 2 11 (ASC) Al Caspase-1 i {4 (pro-
Caspase-1) 41 %& i A" . H §I X NLR 5 1% #F 5% 4
% ,NLRs & 40 Jitl A A2 =038 5 32 1%, H AL #% NLRP1
NLRP3,NLRP6,NLRP7,NLRP12 % % i & 11 4
(NLRC4) Fl#ft 28 70 i T2 90 il 25 11 (NAIP) %5 . H
B & NLRP3 i 58 P/ A= 058 R A B R
i NAST . NLRP3 & 1 /& i NLRP3 & H . pro-
Caspase-1 FIl ASC 41 il . 7E 2 Fh N 4P F A5 5 19 L
L NLRP3 5 /A GE i ASC 11 A O 55 52 Bl % 4%
pro-Caspase-1, 5| 2 Caspase-1 fif§ J5 [ 1A /K fi# , M
JE A PO R K, B & A8 A 3E b B Caspase-1, 36 P
Caspase-1 V) # GSDMD & 1, 5| K4 AT,

o M A T Y AR 28 MR A 2 R 28 (LPS) TS
Caspase-4, Caspase-5. Caspase-11, i fb J5 Y
Caspase-4 ,Caspase-5 ., Caspase-11 & Y] #| GSDMD £
FLL A A0 AR T, 5 e [R] B 0T J800% NLRP3/ASC/
Caspase-1 i 1 , fifi TL-18 Fll TL-18 it 21 41 Jig 711
Bt 2 A1, 36 AL 1Y Caspase 7] LA fif 4% Bl % 422 2 11 -1
(Panx-1) B i ATP, 4T JF 40 Jid & P2X 7 5 437 A7 {4
(P2X7) 38 18 , 76 40 Ml i 47 L, > 4 M Mo
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Caspase-11 1] L3 i3 GSDMD & 17 5 1 4 Jitg i 1)
FLA A9 2 7 SR A SONE AR NLRP3 % 1 /A 1Y
Caspase-1, fie ffi TL-18 7 b 2 40 g 41
2 HEET 5 ADs

200 L T R LA 1) S 92 O AR L AV R i
PR FIHE B0 S A R e v R FH E B AR AR L
RIEHRESMEL T, M AET RS s gs 1
AT e BLAE AR P 98 E T 92 9, S B0 1Y) D 1R
AR 2 S DY 58 AR B 48 M /A 1 3 4 6 . ADs 1
LR RRAE 2 AL S B 7 A oA, TR % B R4 20
Ui, S BORPET 52 50 sk . ARSI IR 0 M AR
T- 5 Z Ff ADs i & & SRS UM 56 .

R Ve /NMETE ADs 1 & A & e il 5 mEAE
FE NLRs Z % il SR R A J& NLRP3 R PE/MA .
A ¥ RA B BFSE & ¥, NLRP3 % [1 1 % 15 75 RA L
01 B3 i, i LW B S NLRP3 2 A B9 7K F 5 RA KL
S VE 4 R0 g A T TR R RE AL OE A RN L g L
NLRP3 %P /M I 7175 5 1G5 R (CIA) s P
R A b SRR S 2 | W] 3 AR 2 21 NLRP3
IR 55 56T 58 ™ R B R I R T 4 5 5 E AR O,
£ T UC W58 & B, UC B #1945 i 41 21
NLRP3 ., Caspase-1.IL-18 Fll ASC mRNA [J 3 ik 1
i, L 3% 28 P 7 19 7K S 7E UC 1416 3 391 3 hn 52
B, TEALY) Caspase-1 M A ML T- 5 ADs
M kTR R%EY . £ UC W WF 58 b & B,
NLRP3 % 4iE /M LA Caspace-1 4 1) 7 =X firk % 200 Jfd
T, 3 B0E W A0 M AN 28 R AN i 45 41 21 40 i AE
T, 40 A R I R S g A B R A R, FBOR
JiE SN B R A R R O kB R e
i L AE Kz 45t B2 Bk P IL-18 mRNA Fll Caspase-1 [ 3
KBGO RA R E 5 AT B RA R
F AN R LAY 2R A2 4 g P Caspase-1, NLRP3 ., ASC,
IL-16 1Y 3k P 3% 3k 1 25 T &7 RA BB & 43 W 1Y)
IL-18 B3N 25 I 4l fE T2 76 ADs h R %
HELVEHT 0 40 AR TR YT ADs A EE Uk B
B 58 2B 4
3 g ADsAMET WA ER
3.0 X RAMMAET- AN IEN RAZ—FP
F B e M, B ERAE MR G, RSk 1k 1
D3I RE oY S ( AR e St NI BT E R |
TIRe e fg > . BFSE & B, 5 (g T BEA B, RA R
B4 1L 375 7T 75 3 B A% 40 e GSDMID 25 1 4 5 1Y) 40 i £
T, 0 LA M AR T AR S RACTE B B AR O 4R
MPET- S RAMELEERAGEEENWKRZ., H
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W R 2R A 2 R 2R, P2 RA LT
AR E R LR 1.

3.1 AU RA AR T- AR s 35 A
Vi Rl B TR AT E&ZT), 24P A ok s |
RAA W A A BT D RE B
W5 B NS M AT R MG
WF5E & B, A 76 27 A2 IR T J5 BE % 35 8 /D RA B
A K B 48 g o NLRP3 ., ASC ., Caspase-1. IL-18 Fll
IL-1B8 45 3R Ik 7K Il 4% R BROG 1Y i ik B2 B2, 9l RA
KRB R A4 gL T ARMER S R R A
B OBEK RERCHNH S ORZG A . AR OGS A
FERERL 7 FLAT T S % B 2 06 M, H AT RE S A
il Toll # 5Z 1A 4(TLR4) /- 5 1) NLRP3 % M /MM 3
T RAEVEH

3.1.2 HUBRZM X RAIMA T MIER K X
L1 R GBI 5 R BT AN [) 7 2 4 K Il e 45 245
CIA K BU, B & 7] & 41 K BU B8 b NLRP3 A1
Caspase-1 7K K IfiL 7 o TL-18 A1 TL-18 7K - i 25 %
i, 7R K o i RT AE E kB0 R St T -«B
(NF-kB)/NLRP3/Caspase-1 15 5 il # & ¥ HI6 7 1F
FHP S 2= ¥4 A8 R 5 2 BN AR ARAL 3R ] DL B
I M7 TL-18 I 988 IR FE A - -a ( TNF - ) 55 R 1 I 441
ZUNLRP3 8 [ 1 3k, 22 R BUIG RAE IR . H 7 n
Y ¥ B A AT GE 3E oF 94 15 BB 20 il TLR4/NF-«B/
NLRP3 {5 5 18 J% , I8 5% CIA K B 56 5 S R 48 0
KA

3.1.3  iEPEA X RA AR TR AR K
B, 22 e 24 55 43 B VR T A0 A T R M AR
PO BRI RORE KOV o W H O IR 9T R R
SO SR XU o I 9 TR, A % % Y A T
Fik 412 Ty v O S8 1 S0 A0, Bk 4 MR R B- A1 AT M AT
DL NLRP3 48 A /N M 0 38006 L DT U 56 RAJE
AR A B R A AR B Y ROy, T
J8 Kk B4 BRI AT IR T RA VR AL AT B & 4P
il NLRP3 2 P /MR B B0 . I B R A AG IR
AR, 2 B 25 1 2 B M A 2 — |, I 5E 3R BT
B 2% T AE S o 70 ) NLRP3 48 Pk /M4 28 it CIA K
B SETT R, WA B R R 2 AR by &
BLZGHN A B PR AE . CHEN 4 5%
3¢ I3 2 BE S 1 0T B A3 1Y NLRP3 R i /MA i
A RAE , 2% i RA . PRURE 8 2 TR B v A9 328 A
4y, LIU S5 0F 5 22 B, PR B 8 T LA 2 RA K RRLITY)
T JE A8 RN, 30 4 NLRP3 14 25 35 M 1T [ AIE IL-18
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HI K- o RA FYREAR 0 22 A A4 2 DA A o S IR 16 1 )

WA, Z2 T 5T e B 245 305 1 40 1A T 4 i 4
TESWEE., BEETEREFENEERITZ
— R T 3R W A 1T PT Be L IR 4% S/ RNA-223-
3p (miR-223-3p) , ## % miR-223-3p/NLRP3 {5 = il
B, 0 NLRP3 KV, R #3697 RAWER . &
INTELLZE TR NN R EIE R 2 — W £ W
AN HE LT 2 AT L BH W NF-«B {5 53 %, W i 4 461
NLRP3 % P /N () 34006 , e A6, 38 T 9 il LPS Fi1 =
W5 R B 17 (ATP) 5 5 19 05 M 40 (ROS) AE L. AL I,
BN 41 2 1] RE 3 o 410 ] ROS/NF-«B/NLRP3 15 5
iR BE T RAMPE . e 2 e iRy &
B ROy, W9 K B e IE v AT gl ik ROS/
NF-«B/NLRP3 {5 5 i # , 9 ] NLRP3, M\ 1 2% fift

F1 HEHWMRAGEETHATIEAR

Ji, B 9% & B0 2 A A 38 3 4 ) NF-«B {5 5 38 % 2
PR 0 38, 0 ML R I 40 AR Ak, O RE R AIG
NLRP3 Fl Caspase-1 i ik , AT 4100 il 48 £ 7=, ik
/b IL-1B 1 IL-18 B R 5, iF 1M e 35 CIA /s B OG5
HRE ERCE B0 R G IR R AN BRUR N
20 20 9 0 R 1 i Ak, AT IR ER A AT 2
WF5¢ & B, A5 25 1 FROR AT A W i 98 15 TLR4/
NLRP3/GSDMD 15 5 i % 4 il B Wi 40 Jf £ 12, &
FE A P 1 9 (AA) KR IIR Y7 /R P . Al
XA RN T M 4> Z — DING % & #iUl)
FAF A W E AL AA KBS 2 K S B0 Ty &
F5 80, 3 32 0 R NF-xB/NLRP3 3 % 19 %63k , K516
JTVEH .

Tablel Regulating effect of traditional Chinese medicine on pyroptosis in RA

%4 ET/ES A AE TR AR R E= BN
MG A A 2H 77 1l 71 NLRP3,ASC .Caspase-1.IL-18.IL-18 [24]
HIR AL 24 77 il 511 NLRP3 [25]
K Il Pk 2 4 NLRP3 Caspase-1,IL-18 IL-18 [26]
SR PRI 2 NLRP3.IL-18 [27]
B B A BRZG R NLRP3 [28]
k4 W I 1 B- A1 AT 0 r 2495 1 1A NLRP3 [29]
SR op 2 i PR o NLRP3 [30]
DA R o 28 3% R A NLRP3 [31]
A ] o 2495 1 NLRP3 [32]
A B SRR NLRP3.IL-18 [33]
IR o 249 1 NLRP3 [34]
FAMAR o 249 1 NLRP3 [35]
T M5 o 249 1 NLRP3 [36]
LA P2 PR A NLRP3 . Casepase-1.1L-18 .IL-18 [37]
SET o 245 36 P NLRP3.GSDMD [38]
iz A o 24 % PR A NLRP3 [39]

3.2 hEXtUCH AT A EN  UCZE—Fb
A S 8 R P, T 5 T R T TN B )
JE A B R . UCHEE LT EM, B XS HE
JEEHURE B R 2, J5 3 i & iR A S i . 12 M UC R
B R R B g AU S i 2 I oY & R
T 5 uCm kA& L EAEBVINE R, IL-18
M IL-18 J& i & UC By = 2 R 5 40 fg 7120,
BAUER %[l BF 5¢ % #L i = NLRP3 [ UC £ A /)
BRI 45 W e E R . Z IS & BLh 254 UC hox
AR TR IR AR, LR 2,

3.2.1 A HIFIX UCHMAETMIER  ®E %
FCOITER ), s A A7 25 CH R ROR A B . 22 W
LESIE Y R B, B T LLRR IR UC /N R AR T M
X% [N 7 IL-18. IL-18. Caspase-1 Il 3 B2 B & B
(LDH) 45 iy 2R3k | I H 38 5 17 8 7] 42k 41 ) 280 0 T 1)
i, PR BBk A AR T A ST, 5 A
NLRP3/Caspase-1 i [} 0 ¢ o #LZ J5 1 P& % P FITAR
16 5 LR, W R B, MR 2% T B AT ol Al i AR T Y
YER W LAREAR UC /N BRUR 9 BB F IL-18 . TNF-a Al
£ T2 4 52 % 11 %5 1k Caspase-1 . NLRP3, GSDMD-N
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I TR E RN SO IS G O N (S R
NLRP3/Caspase-1 i [ A1 5, 8t 45 R % J2 16 97
UC W4 )5, B4 I R Ll F 248, 25 4 Ak B
WAV AT AR KRR B BEST A PR, B
T ] L3 g 9 A0 A A T R AR UC, TE A R4 2
ZH 1) UC /N 1Y 25 i 20 21 I %% 3] Caspase-1 . ASC .
IL-18 F1 TL-18 mRNA [ 7K ¥ Hy BEAS [7] 72 BE [ A%
i H /N B & N NLRP3. Caspase-1, GSDMD-N,
IL-18.IL-18 £ 1 1Y &3k W E FEAK . 2 E AR
Bt TR SR A ), 259 4
BORE A gy B GET NS EM
R R BRI, S5 R EORT DL D 6 2
BB (DSS) S 1 UC /DA 4 [H T IL-18.1L-18
I TNF-a 97724 o 0 5, i — 2 B WLGI A58 & B0,
2225 PR BRI LR AIG /IS RS W b 4 e A T A O
NLRP3,ASC Fl GSDMD-N i) % ik K F , 4R &
25 R B S A0 AR TR S B R IR T AR
S AriRZ i EEAY NS W B
FATH B REE AR bk FLE SR RH AR
F 58 2 B, 7E 2, 4, 6- = ff JE K 1 iR (TNBS) i85 5 1)
UC /N [ 45 B 4 21 b, NLRP3., ASC F1 1% 1L 19
Caspase-1 [ 35 BN, 47 [ 42 I 5 vl LA Hok 52 5]
P I H K o R 9 5 R T R 4R
AT 2 38 a4 o 0 AR T AR AR 8 RE S N AN AR A
5 B B, DT 2 3% TNBS 5 5 19 UC /) RURE IR
AT A RATY) K AR Y IH EGE S CE R
AAFH AL AR 98 & B, AT 25 %% 0T LA R AR UC
KRB A Y B4 I B B AE 2R B (TXNIP) |
NLRP3 ., Caspase-1 mRNA N & H ) K F , 4
NLRP3 - F 1Y 4 hE B, & #3697 UC BIAFE R .
HAT-E R FAT25% , A4 (S B
B OARE YRR E B . TR R, A £
W ORE T DL R AR UC A58 78K Bl 3 H TL-18 F1 IL-18
By 7K SF, B AR 45 B 41 41 b IL-18 . 1L-18. ASC,
Caspase-1 . NLRP3 mRNA i) £ 5 &, #7 T H
FELY REE S ARE HEAMERA . TR A
P, B 9% 7 Al AR AR UC K LU IL-18 #il TNF-a Y 3
5, AT e I A 2k I 2 2138 5 R A T R Ak
(NOXs)/ROS/NLRP3 % JiE /N & 15 5 8 % & %
PRI,

322 M UCHMET MIEM &3k
LA W B HEMAS I SFE DR T 25 e R 5E
R A 4 IR A M AU L I YR T S, UC BB Y
IL-18.TLR4 , Caspase-1 #ll NLRP3 i 7K V- 4 45 i (%
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%, HoAE ML AT AE 55 TLR4/NLRP3 3l i 4 ',
3.2.3 WEHERAXTUCHI AT WIER A% T 4
FORAWKR T EEA A . LI, E DSS
S UC sh Wy R rh | bR 7 20 3 I 0 R R
AL B A O T B, A G T 2(AMPK/NT2)
I K, A NLRP3 S8 5E /A (1 3006 |, FREAR 1L-18
(49 K, 00 440 A T, AT s e U /N BB L Bz 4
B A5 o /0N T B R R B 1 R Y 2K Ak
. Mo kB, /NS A LU I8 DSS A TNBS
#3109 UC /N 45 % IL-18 . TNF-a . IL-6 \NLRP3
Caspase-1,ASC 17K F, # il NLRP3 % 5iE /IMA 1) 3%
T, AT B0 UC /N BRAEAR . AR B R HLA R 28
Jir kSR A BRI W R i SR IR . WE ST R B L AR
I R AT LU UC KRR A9 E R, R AR K B il 3
TNF-a . IL-18 \IL-187K ¥, [ i [ ik K Bl Caspase-1
NLRP3 5 [ K- A0 2 i M HIAL 1 T BE 2 id
I P NLRP3 R /A AR R 5 S i o X1 B
DTG K B, AT 25 AT KL R UC /N BRUE I 40 i
H1 NLPR3 2 1 & IL-18 7K °F . QU %Y i 58 &
PR, P ] DL A DSS 175 S 19 UC /)y BUBE B 45
ZH 2 rp R 48 41 Rl 7 TNF-a IL-18,IL-6 #1 NLRP3
R/ K, 45 3% PR AT LAGE i 410 i) NLRP3
RN , E UCHER . ASRTFREASH
WSy PR A, AS BTN T DSSIERH
UC /BB A Y 42 ¢ B F TNF- . IL-6. IL-18.
NLRP3  Caspase-1 Fl ASC % K3k , i 2 #1 ] NLRP3
SN AR B B B D) BE B0 N L uc . 2
WR EERIA K BB Z R AR 2L,
fiv4: FHA ZHMEWS. TR, LW ERR!
F M DSS i 5 UC /N B NLRP3 4 1 /)M A& 1 1
b, U85 UC /N B RE IR 0 B A AP R B 5 i
TGP AT o BFSE R B, L 25 1T AT AR SE o 10 ) DSS
73 19 UC /N BUAY NF-«B Fll NLRP3 % P /MA Y 34
1%, B IL-18 . 1L-6 Fl TNF-« f 4 1 , 31 ] NLRP3
mRNA ik,
3.3 AR A AR TR ER R E R
B NS PR S TE R Y T B e M R BRI L AR e
() 4 BR R R AN 2%~3% 2 4 0 10 TR B
SOk A AL TR B I R 2% . BESE R I h 25 (R B
o T R S IR Y 4 A T e R

WA AL B 3 BT R AR SR e A IR T
VEHT o ¥ 4 4B X WK W B 7 (IMQ ) 5 1 S i /) B
B AT 40 580 BN B AR T, AT DL ] TNF-o #l
IL-18 45 % Pk 40 M A 1 7™ A, L AR ML AT AE -5 40
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Table 2 Regulating effect of traditional Chinese medicine on pyroptosis in UC

Bt 2 A A T g R S IR

iR 20 77 1l 1 NLRP3 Caspase-1.IL-18 IL-183 [45]
W2 )y 277 il 51 NLRP3  Caspase-1 . GSDMD-N ,IL-13 [46]
4R 2] 77 il 551 NLRP3,ASC Caspase-1 . GSDMD-N ,IL-18 .IL-18 [47]
ZX AR 275 il 511 NLRP3,ASC .GSDMD-N IL-18 IL-18 [48]
fiir [C 22 7 7 4175 il 751 NLRP3,ASC . Caspase-1 [49]
ISEaR] 2] 77 il 591 NLRP3 . Caspase-1 [50]
EESRRY/EE 20 5 i 51 NLRP3 ,ASC ,Caspase-1.IL-18 IL-18 [51]
BT 275 il 551 NLRP3.IL-183 [52]
SFE PR 254 NLRP3 . Caspase-1.IL-18 [53]
HRFLHE vp 2 I T LAY NLRP3.IL-18 [54]
UNGR A vp 2 I T LAY NLRP3 ,ASC .Caspase-1.IL-18 [55]
felE 2 2 R A NLRP3 . Caspase-1.IL-18 .IL-18 [56]
ATEG Y ERESRCE el NLPR3.IL-18 [57]
A T V2 P A NLRP3.IL-18 [58]
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