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Research progress on Chinese medicine in regulating
pyroptosis for ischemic stroke
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(Abstract) As a pro-inflammatory programmed cell death, pyroptosis is usually triggered by pathogen infection. It is not only
an important component of innate immunity, but also plays an important role in the occurrence and development of ischemic stroke.
This paper has sorted out and summarized the mechanism of action of pyroptosis, the relationship between pyroptosis and ischemic
stroke, and the research progress of Chinese medicine in regulating pyroptosis to intervene ischemic stroke. It has been found that
the key mediators of pyroptosis are important action targets for the prevention and treatment of ischemic stroke. In addition,
several treatment methods of Chinese medicine, such as Chinese medicine extracts, Chinese herbal compound, acupuncture, and
electro —acupuncture, have therapeutic effects on regulating pyroptosis by inhibiting protein expressions of nucleotide —binding
oligomerization domain-like receptor protein 3 (NLRP3), caspase-1, gasdermin D, or apoptosis—associated speck-like protein, which
provides a new idea and direction for the prevention and treatment of ischemic stroke by Chinese medicine.
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BB I PREEAAE , B e b L2 809, Bl
FRELN LERALTRRE H 45 TR, 1S A 3 52 g A0
RS RS AE 1S BUAHSCAERE IR R M kA K
JREREIE R 1S B HH IS 2510, 1S KAk,
M AR AU T RO Bk i 2 A
PR 1S SR R AR MAE T R T IR AR i A
ZUIREBAR M U R 2R, AR
— R R AR FFPEAEAE T 07 50, 7 1S KA R
W T BRI, D TR TR AR TS 5 1S
MITERISER A BT IS MG RI2Y T ke BUs . BLtan
MR TR FILE] AR T 1S YRR R BEZy
PAPE AN AR T IS B AT 2kak , LIY A
BE 245X IS ARSKRBIIATT MR AT $2 B B AR o A
L

1 R TR

AT R —FRER P SREPEAN AT
1 AAE/IMA ER I (Caspase) MEEALREH XK
AT 5| &, FHm 1k 4 i TR L B O R R A
JE A 25 e RAE RV, e 4 S B s T, R
MR X — A A e e 2001 4R K Rm—FRa et
BEAE P i O ) (E DG T2 A T i SR
HATIE % 1986 49, 4HffIfET A Caspasesitk
A% A S DNA $53 0555 5 R T AU RAET, {H 48
MR T SR T A W RN IR AEE . (1) 4T
TR AN A LR 2 SE K, A 5 2 i 0 35 12 1) 1
PRSP T Z AR (2) 4ERE A TR PR
4, T 00 L T R AR 4R 5 (3) AR AR I S T
AHIIH T34 Caspases HCHAVE , (H AT M8 T~ F= 2 ik
Caspase—3/6/7/8 /-3, M4 ML FE T =% Caspase—
1/4/5/11 4%, Ja R A WF9E K], Caspase-3/8 HLHE
Z 59 TR AR AR R0 2015 4, SHI S 5Y
KIL, FEfLFE-D (gasdermin D, GSDMD )4 Caspases
VO A AR T R R, It — 2D B Cas-
pase—1 Fll Caspase—4/5/11 F 5 PEHIIH] GSDMD %
FLA N GSDMD-N FIR IR v GSDMD-C Z5 4438 .
) 4 42 i % 3 350 GSDMD — N 435 44 858 fih & 114 4
MuAET0, BT Caspases Fll GSDMD , 484 /MAC 1 &
S0 T AR T EE AT, L2 0 T A T A A

ARG Z K (pattern recognition receptor, PRR)IR

A AR AR AH O B9 43 - 12 5K (pathogenassociated
molecular pattern, PAMP)Y 4 i 775 A 453 475 4 4H ¢ 43
T damage associated molecular pattern, DAMP),,
WG JE 1 PRR 5 HiBE K B -1 (Pro—Caspase—1)
DU T AH S B0RE 8 H (apoptosis—associated speck—
like protein containing CARD, ASC)7E 2l B A1 7 55
{57 03T BRI A RIAE/IMA BT, B0
AE 4 %< 28 L R JE VA B PRR 32 #45 NLRPI NI-
RP3 NLRC4, M (5 Z P 5 = [HF-2 (absent in melanoma
2, AIM2)#0 pyrin'™, 1 NLRP3 ASC } Pro—Caspase-
1 200 NLRP3 285E/MASE: B RTBFE e 2 1, HoAr
5 Caspase—1 1G L FIIE 2 4 B B+ H 4 i A &K -
18 (IL=1B)/ 1 40 LA ZE-18 (IL-18) 431 , 111 firk &
A e, YOS 5N NLRP3 RAE/MA
(977 AL FE A W PN I R L B T (KM,
Ca™ 3l A F Natiit A58 ) 2R AT RERE AT 1 1 Y
7 A LR s AR A S

2 HRETE ISHXR

PR SRE SN 1S 1Y K HE KRB VIAROG | 721
T TR A A AL P2 SONE SN T 1S IR
BN, KR 2T AR SERESE T, T 94
IR TR 28 M PR 1 S 2 (g T o 200 i Ak P
TR LA LA A S e A 554 | 51 kS E R i R
iE R SN, e A2 TR A, WS R, RAE
AN MLTE AL I B SR P Ak 2H 2R B SR A% 0 X S
P, TR RS S T DX (e~ 5 ) P, L DXk
18 /N5 B s ) R S ARG, DRt , skt it 2
T 2l IR YT 1S [ SCHER

MMLEET- 25 1S RAEE RPN ZRAE R, 3%
UL R >R 1S KA IS TR SE R AE i 2
R — Tl N IRPESE A5 =, RIS 73 545X
(damage associated molecular pattern, DAMP) &
DAMP 7E i s [ A S fie vh k453 2 0 H B RIAE AT,
[ H 8 20 2% 1 N F Y PRR 8 DAMP 3075
J& AT S/ MATE A BT NIE B, IF75 % Caspases
PG ISR B Caspases 23 BIVERT 1L-18  IL-18f%)
HIARLL K GSDMD 1, fle fff A i 40 H 1~ 1L-1B
I IL-18 2240 i JEEFLRR A, S SO M A T i) R A
MIPET-S 5 1S KAEJG I JRE K ML TE DL
K1,
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1 HRETSE 1S RIERHMEIEER K HLH E

WFSE B, /I By e P i e 1 J /0N J2 J5 240 e v
8 SR AE /A B S, LTS KM ) Caspase—1 \ IL—
18 A1 IL—18 7K XM & 2 &  $n/NRUIS Ji &4
THMIFETS, MiZead NLRC4A KD Rl B3 ml 26 -4 )
Caspase—1 ZLFRJ5 | JAE/IMA BTG 12 5 25 080 20>, /s
JU2 J5 A B A T B S AT DR RS A 42

i ke 1L P-4 V3 451407 (cerebral ischemia reperfu-
sion injury, CIRT)J2 20 MRiAE 0% &2 fili (4t 11 J5 7T g
KA R R IT AT, 23— I H i A 2
I ReREG>, AP LRV, CIRL J5 K42 Pro-
Caspase—1 H5 [ IL-1B & [ RE WG IN,1M Cas-
pase—1 JI 700 AT S0 4 28 00T, YR ol P
B BORAMEET- 25T CIRL SR 4545,

RSB SAEET- S S T IS kA K
Jre AL T L ) 845 200 8 T 1 G B 5 PR T
JET IS B EE AL,

3 ETFHMETTFMISHPEAMR

HEEZGNRYT IS D S BEA FE IR R 2
AR BB BRI, PR 2GRG 1S A
AWy kit ZIRR AR, TR R
R MBS MUK R Al o 2 A AL A T 2
IRARBER AN ZE DI RESFAE TP, AR, v R 2 A
JEART T 1S BB TSHORIE S Bt 2 R A 1

O [ PR AN A T A 5 R P O P A o A 22
AT, FEmED 1S J5 g2 i
3.1 FRZGREY

B 5 SCPIRIF ST R B, R BEUHE 1S SR AN AR T
LIRS , PFS TR A BEID I 40 AR T AH O
¥~ NLRP3 ASC ,Caspase—1 IL-1B il IL-18 )3
TR, A I U 2 200 T R o o A BT
RAFMZLEE  ZHU 2% B, 310 N
FH R34 0o B S 25 41 T e i G 4B 78 K BG4 21
4 AL T-AH 6 85 Caspase—1 ASC .GSDMD IL-18
FIL-1B B IR, DA IR P 28 98 E A AL
i, TANG SERF5E SR 8 e FH RN =L e
TR G 1 T34 RE 2 2 BRI CIRT IR BRR ARG Bz Jo i
2T RE BT 43 R AR SRR, JF A S i g
AHOCHY NLRP3 PR H RIB7KF X CIRT B A )
PYER. JoRTRIZEIE R, Rl s
Nrf2 #1417 NLRP3/Caspase—1/GSDMD i B& /1 5 )
AN AR T30S , I8 CIRT®Y, ZHENG 2502 i,
B AT LA 38 2 e e i A R 2E 25 e 48 L £ T A
KEER BRIk, @t AMPK 15518 B4l NLRP3
RAE/MEN AL T, WITsEE CIRT T8
ZIREME .

ZHANG ZEMF5Y 01, RRZR AR % CIRT
BREAY R BRI 20 2453, LA T L] 5 975 IncRNA
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NEATVmiR-22-3p %, FVA4IAIAET A FINLRP3
Caspase—1 FIRAE K F IL-1B IL-18 MY FKEH £,
RAN ZFSUIF58 B, 22 18 3 AT LABGE RN b sk A 2/
FEHETE (middle cerebral artery occlusion/reperfusion,
MCAO/R )AL /N B 1[5 4353 45 -0 i3 SR o i 5l )
REAK AL, X — A 22 4P VR T i H ] NF-B {5
S %A NLRP3 AHE /IMATEE | AT /N Jo 4
MIFET SR SE I, 5 22 A0, B3 R i A NF-
kB 15 5 A AR T A R 7 IL-18 . IL-18 1Y
TR AR T, BT & 4% CIRT LRI VERP,
2V AR R )15 R RE S 0 3 3 CIRL KBS
P T REBHATEAR , B L A FEARFRAR S K sl
/DiE 46 [ F NLRP3 , Caspase—1 . IL-1B ,ASC .GSDMD
(R TR, X B I 2 et o 2 2P0 EL A B AR L B
177 3 26 T T4 FH AT A 55 )11 25 W 0 i /0N g Joit 48 e oy
MM R ARG, hEREY) T I i T
N FHEFIERE 1,

®1 AR THRARECHNSEF

TSR YERIA- S+ SCHRA IR
FBW A NLRP3,ASC,Caspase-1.I1-18 . 11-18 (28]
%008 Caspase—1,ASC GSDMD IL-18 IL-1P [29]
BRI NLRP3 R ¥:2 [ ,Caspase-1,GSDMD [30,31]
=R AT NLRP3 &PEHEA [30]
WA NLRP3 &M A [32]
PN+ NLRP3, Caspase—1.,IL-1B . IL~18 [33]
E NLRP3 R [34]
HiER IL-1B.1L-18 [35]
N5 NLRP3,Caspase—1,IL-1B ,ASC ,GSDMD [36]
32 HHEH

WANG SESMIEE 7, kL0 Uiz ] LA i 2 1%
ik MCAO/R K FL4H A2 £ T2 4 5€ 5 . NLRP3 , Cas-
pase—1 ASC A GSDMD F¥) 23k K, I8 i i /b
NLRP3 2P/ INMA 15 Ak 310 248 B £8 T e pl 48 %
i SR AR ORI . 4 U My 2 9 ARE R
IRIT IS By ALy, Ay AR T AMH IR 397, i
PRIT R D08, VLA A5 A B, SR AL 4 A
Ll A e 7 i A0 Iy Y AT AT 1S K Bk i >
7 4 AR T AH G HE 1 Caspase—1, Caspase—11
GSDMD \IL-18 & IL-18 FyAH Xk &, K ke
ZURAEG th K I AR B W] S sl AR S Rl ot
WA AR R, ZHANG ZER0ffF 58 K 3, N

A AT B 11 A O 5k a, f 4R R 2 R PV T Coy-
gen glucose deprivation and reperfusion, OGD/R)i%
ST R S A TS R DD R R
1L-18 Fl IL~1B B4 I FIRAAET HrEd NIRP3 |
ASC Fl Caspase—1 HJZRIEZKF-, NI OGD/R 7
B

WANG SFUFSY & B, 380 25 06 T Cas-
pase—11/GSDMD & 42 U A5 1 B2 98 Jise Jox 248 e £
T2, MUK T NLRP3 IL-1B BYFIA7KF , i B i
TR 1A DG A A 28 S R 2L, % e i 1 i 28 2 B
PRI ER . AS— S0 RIAYT SR MU i X
B 2 B2 XTI PRI T R0 2 HU SR 58 A 3,
NS A] g 24 i v 3 ik P €K B NLRP3
G /N A O /N G 0T A AR T 0% A I R 1T 5%
0, FeAm 1 5 2 30 NLRP3 4 1 /A 41 1 551
MCCO50 AHY , HeAh FEIARSM g, NS IHR &
TGRS P ] DRPT A S0 4obifA sy 2440
il OGD/R 5 i) NLRP3 % P /MR 8% A1 41 i £5
T, EARZESIR IS £ B (lipopolysaccharide, LPS)if
SN BTG BV2 AAAET IS, BV2 4HMLIS R
FA%, IL-1B . Caspase—1 .TNF-o }2 NLRP3 Fik7/KF
BT WGBTS, FRE I REK
S35 d AR AT, 2 I G 2 BE A S ) LPSIA S
AN AR AR T, HAEFIBLEI S NLRP3/Caspase—138
PREFUIAHOC . R 1B S i F e i 1 X MCAO
BRI BT T35 R 3R, Jedsiz n] DL 5 R4{IKCIRL
KERARZIREBIAT 3 A SEAA B E 43 L DL K fii
LSS R 05 A B, AT RE MO VE FIAL 5 ks T
PN AE T-AHC B Caspase—1 FITL-18 FUZRIAA
Ko WG T T N R T ILER 2,

®2 PHEFTFHARETHNSETF

Ty YERIA A 5 SCHRA R
BRI NLRP3 Caspase-1,ASC ,GSDMD [37]
Eniat 1] Caspase—1 ,Caspase—11 GSDMD [39]

IL-1B IL-18

JRFEREA BB NLRP3 ,ASC Caspase—1 IL-18 IL-1p  [40]

SLilve S Caspase—11,GSDMD \NLRP3.IL-18  [41]
AZ-%1 NLRP3 R M [42]
Jig o NLRP3  Caspase—1.11~18 [43]
JeE Caspase-1 11.-18 [44]
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BFRIBYT 1S MG BHRE YT 280 2 © sl 3t
PR AFSE S B0 1S VR FHAIL I -S540 61 i
AR R IR TR R RN G, H
H O 2 I A A TR DG A PR
IS FOARF5E

XU Ak S o HEE < E & ST T CIRT
BEAI KRG e B0, SR A L, H e 4 AT 4 3 A
REPP 2T BEBRAIE 23 | B ATl 20 2 b 40 g £ T AR
X F NLRP3 . Caspase—1 IL-1B M Zik7K -, Bl
SEHE I 237 Ao SR 15 Hz/1 mA /Y%
SEPCRET I CIRIBARURE 5 d 5, REAMIZ T 6E
(GRS RTE U & N Y OB N ASUEN, (VIR AN -2 £ R U
ZARYVE R AT R i R R B TR R R F 116,
IL-18 DL Ko i i fily 2H 24 i A5 T IR & 1 GSDMD
MR, FETIT SR CIRT BT R LA
A = S 12 K TR - A IV i o e O
BRI A CIRT AR UM AT B (AR f 25
b PR ASURE IR A R DB, AR 2 S g 45 A 5y
BT, BB T30 CIRT AR BT RS 21 ) i 4 4 FH ]
FE 55 98D /N e o 40 L 38005 | R I NLRP3/Caspase—1
FIR LB CIRT J5 M2 oo MR T4 O X 5
Bl A IR MR IR RE A A T CIRT BEAY K Bk 1
G RIE F IL-18 IL-18 M AHMfE T A E
NLRP3 ,ASC ,Caspase—1 FZIEAKF i/ DU 21
R A I RIESIRAER . CAL @B R I, FL 5
OFETCBATC =R R =B RE BRI CIRI AL
TR BR A 22 D) RE BT 43, 46 /NG A AT AR B, ol
P2 AP FRE |, T REAMHINLRP3  Caspase—1 1L-
1B #1 GSDMD # 1 3RiE, Vh BSR4 s ml fE
JE3@ 3 U8/ CIRI J5 Caspase—1 45 1Y # 22 TC 20 0
FETRISAE R I R M AP VER ™A S A
WA B, BT <A 237 P AT I FE MCAO/R B AY
KD RES 0 , AN AR T AH G F NLRP3
Caspase—1 IL— 1@ 19 1k , T {f FH 48 28 22 90 1 57
Luzindole J& , FIRZSHR KR AW RN, At
CHZET M S 5 B I PR AP VR AL R AT G RN 45
PR AR B 2400, 3] NLPR3/Caspase—1 4511
MMAET A, HRTHAMET N FHFIEN
%3,

®3 HRTRARECHNSEF

L YERA- 2+ SCHR A
CiRANERE NP NLRP3, Caspase—1,IL-1p [45]
HEES AT GSDMD ,IL-18 [46]

AR R, NLRP3, Caspase—1 (47
=Bz E=R
MRk NLRP3 ,ASC ,Caspase—1 IL-18 (48]
IL-1B
EFEA R, NLRP3  Caspase—1.11~18, [49]
=iz =R GSDMD
HEFE 2 plE NLRP3 Caspase—1.11-1B [50]

4 REERE

YRR AE T A B EH 1S 1Y) & AR R SR AL PR AL T
AR A SC e X B SCRRARER , A& B B IE
I 2 W 200 i A8 T 0 S Y T R EE 2 BTG 1S
(R TETE SR S TCie e P 2GR rh 255207 i 2
BRI BT YRS IE i 0] NLRP3  Caspase—1
GSDMD i, ASC 254 H I IK , 1 4 fE o1 &
FERITAVE R, XA R ZSBIG 1S St TR e iR
it {5 H Fi b B 25 A AR T IR YT 1S BIESE
PSAEAELL TR R (1) vh 2552 75 oy 52 2%, AT Ve
BRAR T2 A B — L /A S A SR ] 22 A
3 fHf SR el 4 A A TR SCBR F ET AR TR
H ET B2 R HER B2 (2) 475170 T B 2474
FEAMIEE TIRYT 1S B2 FHLTIAE T b R 2 A
TE NLRP3 SAE/IMAFN Caspases ZET L, X HoAth g
AL RS BRI IR AR
Z ,WEZBG 1S BA o mE R G AR OK
TERHR S 222 B 28 Rl T, v B2 24 45 40 7
PR 1S BVEIALEE 215 2t — 2L T B A
IS 119 = 2453 245 BOR B I e o K 3RS BT 22 58
X
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