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[ Abstract] Acute myocardial infarction is one of the diseases with the highest morbidity and mortality rates worldwide. After percutane-
ous coronary intervention (PCI) , most patients develop the symptom of severe myocardial injury called myocardial ischemia—
reperfusion injury (MIRI). How to reduce myocardial cell death and myocardial tissue damage in MIRI is a major problem that needs to
be solved for the treatment of MIRI in current clinical practice. Pyroptosis is a novel pro—inflammatory form of programmed cell death,
and its classical pathway is mainly mediated by the NOD-like receptor family pyrin domain containing 3 (NLRP3)/cysteinyl aspartate—

specific proteinase 1(Caspase—1) signaling pathway. The latest studies have shown that pyroptosis is closely associated with MIRI and

N plays a key role in its pathological process. Traditional Chinese
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the monomers and compound prescriptions of Chinese herbs may

prevent and control MIRI by regulating pyroptosis. Therefore, from

(2026-01-20) Caspase—1 signaling pathway and discusses the mechanism of ac-
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tion of the monomers and compound prescriptions of Chinese herbs in the treatment of MIRI by regulating pyroptosis mediated by the

NLRP3/Caspase—1 signaling pathway, in order to provide new therapeutic ideas and methods for the clinical research on MIRI.

[Key words]iraditional Chinese medicine ; myocardial ischemia—reperfusion injury ; NLRP3/Caspase—1 signaling pathway ; pyroptosis;

research advances

LML B (cardiovascular disease, CVD) J2& tH 53 Fl 4
NZRFET Y F R, HH RO R ML T A AR BT, 7
U E AR A A @R Z A . 2O IUEE (acute myo-
cardial infarction , AMD/E}y CVD & W% A1 22 & 9% , H A O
FAPBAETRpLE BT BB, TR IR S e RAE T R BRI
Z B RN A SRR 3 K i it A K s /b O ITURE B ThG AR 2
RS AMIAY B PR IR T S AMI R IR YT R
W, I B 48 HOR AR B kA AR YT (percutaneous coronary
intervention , PCD) FAE AT T O )2 HUBG B9l IR
TRI7 T B SR AR I R W56 & B, PCI A P i 2ol e
AIRES | A0 WU B 2 — AP e T S U , 2T S BUR &
O IEDIRE AL, ™ H R AT RCRY, X A R R R B AR
AL LR PE 1 451495 (myocardial ischemia reperfusion injury,
MIRI) o Cr JUL R UL 745 8 3 S 48 00 JURE BE A6 2% 7 o e i A A
BELZE , (o8 PR T A D7 12 , (7 L 28 14 0 A2 RO A2 LA , {HL
—id P AT RE 2 S B WL M2 BB B4 o X R
T H KA TE PCUARS , MLRGE 5 YR ALY O LI, 2378 7l 4 1
FERL 7, B IR SERY T DL 22, T BRI S CoRE R RE IR
SR EE ORI R EUT I B IR RAE , ST R
T I PR # B 2 3697 MIRTAA ST B, RAE N AE MIRI
49375 K AR 0 ER o R b RS R AR, PR TR S, RAE A
O B 5 A 8 R AR AR5 TR AL L O 2 R R A S L
AR AR R A PRI, 40 ST SN IR ST MIRT Y HE
BPE.

AR T e — MR R A AE A I SE T, 322 th NOD
FEAZ AR F 5 pyrin &5 #9326 11 3 (NOD-like receptor family
pyrin domain containing 3, NLRP3) 48 JiE /MA 75 5 1) — Fh 241
TR SE TR, 76 MIRT BE R TPl Ses Ve .
B E A, 70 A A b 25 Fiofig BE PR R RCT  NLRP3 $50
i SE 4 I KA Tl — 1 (pro—Caspase—1) LU HEOR |
BTG B P b 2 R IR A SR 2R 11 1 (ceysteinyl aspartate—
specific proteinase 1, Caspase—1) 55 [ 4 L /- % - 18 i {4
(pro—interleukin—18, pro—I1L-18) FI F1 4l fd £~ & -18 A #&
(pro—interleukin—18, pro—1L—18) /K fift Jli 24 , H- VI EI W K2 % D
(gasdermin—D , GSDMD ) B i H N oK i 435 44y Jak (gasdermin D
N-terminal domain, GSDMD-N) , £ il i i _EJ¥ sl L™,
TN ANE 35 Htl AT , 240 RS 2 b ik A 24 A2 46
PRl A i A 250 DA R 38 200 L A MR35, 751 K AR IR
BN, ik 8 A 240 O A T2 5 DR AT R 7 KU S B IE 412U
15, LA NLRP3/Caspase—1 £ #L{5 S8 B F IO A B A= 17

MIRI B #H R L. W98, 7 H] NLRP3/Caspase—1 17
5 A T AN AR T T AR R MIRT IR O I 2T, 3
A AiE B R B TR MIRL B4 580 56 B FB 80 5. BRIk, AR ST
NLRP3/Caspase—1 {5 5 I tH & , #83F NLRP3/Caspase—1 {5
5 PR A G0 40 B B T AE MIRT R VR FEBLRD , 4 & b
2RI RILIEATERIR , LIRS I PR B 76 MIRT £ A5 (9 J it
5k,

1 HRET

1.1 fmfe it

2 A TR T AR SR B & IR —F BT Gasdermin (GSDM)
S P9 S (U S e 1007 A 9 7= WS BT .5 T 1 6
Jib ik, e B IRERE 24 . 2 B F2 8 H SRE /MR T ik
K, 38 3 R E B A5 8 7T A0 B I o AL AN S R 4y
Who AN PN A R HORE I R SIS MR, T | R R ZN Y S
WK o AN AT 1992 4F H Zychlinsky A 25" ¥k &
B, Y2 RN A S — Tl A RSB T S Y
AN IR T, AR A SR Gt (5 5 46 A1 E A% IR ( deoxyribo-
nucleic acid, DNA) FrBefb , 76 S B I3 R A B8 T Ak
E 2001 4F, AR AE T4 B IR B 44 , 8 S Caspase—1 4K
AR SRR T PR M AE T, BRI A PEIRBE . 2015 4F,
Shi JJ AEF5E K B GSDMD & 2 5 40 i 5 1 & i AL 11 5C
X E 0 RIS T A A T A TR, R
TG o LN A S R AT T SRR L . BE S A
WF5E BT, 40 i £ 1A BT bR D 2 e K 4 W2 4 11 g
(Caspases) Z 5 5 GSDM ZIGIL I T 1 —Fh 5 PR 7 41
ST (programmed cell death, PCD)"!, 2018 4, 4l FE.1=
T4 722 5 o A AR T R SO — R A2 R 4R AT T
T, HAZ DAL T GSDM 2K 1 501 i 5 7E T LI

FEARH T GSDM 8 15K . IR AEZ, RAET R4
R O) RGN QR Yl e u e e . T RAS AN
Z TR G (BIEET/MA) o RS, T S 4 M i T2 2k
FLIR 2549 I Fe 2 5 3040 M e ol 24, 0 oy 9 o A1 ok 4
it IR R O N PR S ANMAN RS . AT &
B4y FHILHI R 4 i /IMA I TE i LA B2 Caspases Fll GSDM R j#
I e O oA N i e 8 e L N o1 = S o
AR L AT I 1 S A PR R Ol L R AR AR R SR
A 25 75 3 TR A 1% 915 A T B, T PR T S Bl 4



— 898 — BERERKFZR 2026 £5 51 &5 6 #3 (Journal of Chongging Medical University 2026.Vol.51 No.6 )
i F AR, Caspase—8 il H 8 I\ N J2& Caspase—3 1 Il

1.2 mpkT&iz

AT F R A LI LR (D), L iER
Hh RS N R AE R TSR R RICR AR 2 B
JEARAH I 43 F#5 3K (pathogen—associated molecular patterns,
PAMPs) 5% 51 45 #H 5 43 F 15 20 (damage—associated molecular
patterns , DAMPs ) BT , B0 & 41125 5 41 Y A1)
ZAR( pattern recognition receptors, PRRs) , I NLRP3 . B &
JRi ikt = KT 2 (absent in melanoma 2, AIM2) %5 . H#if EZIA
o NLRP3 J& 3 EU M R T AR S /MA . NLRP3 BT
J&i , NLRP3 B N A ¥ pyrin 257438 (pyrin domain, PYD) 7524 3%
AR SE S Y R A T FE A 25 44 35K (caspase activation and
recruitment domain, CARD) YA T-AHCIKE S AL H apoptosis—
associated speck—like protein containing a card, ASC) , HoA
ASC VE M 15 # 2 K NLRP3 5 pro—Caspase—1 1% 4% I 41 %€
98 HiE /MA™ B J5 , pro—Caspase—1 i i CARD-CARD %5
A4 ORH B A B 5 A 0T St A BT, JE O AT T R Y
Caspase—1""', 1%L AY Caspase—1 i 1 BY Y] pro—1L—18 Fl pro—
IL-18, 7 A 8 1Y H 48 L /- 2% - 1B (interleukin—1B, IL-1B)
A1 F 20 3 4 2 18 (interleukin—18, TL-18) Jf- 4316 £ g #h'7;
[Fil Fif 24 GSDMD B H: GSDMD-N 45 ¥ 48k , 1% 45 ¥4y $ak £ 75
AN 1B B 10~14 nm A ZERALFLIE", BEIRAL 19T 5|
BN AR G F AL 51 508 38 Vb i T Jie ¢ S S5 A B 14 i
PEFET o ik P B P 8 RE A T 0 200 ML P 2 ) B 2
SR AT R MR RRE . TEIR S MURAR v a2 I
PRI, Caspase—4/5 (AR ) B Caspase—11(FUR ) 1] B H7
545 A P AL B I 5 P IE 2 85 (lipopolysaccharide, LPS) .
LPS 455175 % Caspase—4/5/11 & 4= 22 BEALF H 405 L 16 L1
Caspase—4/5/11 [FIFE ] IBY Y] GSDMD, 51 & 4iffa &1, 5
Z MR RN B2, BATHESE R T NI Caspase—4/5
HLA YU pro—1L—18 FH-(H B K 88 7, 1 B [ Caspase—
11 Je i Hb A7 50", H. Caspase—4/5/11 J& 75 BEIR A pro—
TL-10 FF A G v AR T 0 . B BRI, B0 /485 i 7 A
AR IR /IMA YO T A AT AR A R 2
TEAE 28 R AR v TS e A R A AR (Al U NLRP3 &
SE /M, FE T S 2L Caspase—1 FRITLTERY, X 2 W 2 Rl 42 22 4]
T REAEAEAH LR AT, BARAE AL A it — PR ABIESE .
DL 2 it R R R Y 2 A M A Tl AR . ISR,
BE A0 M AE T 1 R SCRARSCHLIR A W 58 38, AL R T2k o5 —
MR R, —EH Lk, Caspase—3 # I\ A2/ 340
JELIA T SRR 1 L AE R AE I I R 5 h R BRAEA YT 254 58
2 ed IR FE I F—a (tumor necrosis factor—a, TNF-o) 4755 5
T, 1WAk Caspase—3/8 BEAE S PE VI HITH % E E(gasdermin E,
GSDME) , 7= — /N1 f2 2% E-N A 3 4 Bt (gasdermin E N-
terminal domain, GSDME-N ) , H: N 3ty 2% 4 355 [5] A 2 7 200 it Jl5%
R ATALRY, XL AR VR AN T AU, S B YR

15, B Caspase-3/8 51 & B AN M AR -9 PR W AN 8 e g 12
(incomplete pyroptosis )™, Z It LIS 52 4 J2& N Rz i FR A
FETICHEIN F IL- 1B BB, HOmiAQZ (9 2 TL- T B 533
WA, AR R 30 05 240 UK 6 B ( Granzyme B, GZMB)
AE0Z B AR ¥R AN N D)) GSDME , oY) 5007 4 55 Caspase—3
AHTR], TR 3l —FP AR T Caspase 816 (4 £ 773 B2,
X AL R BURET T AR T E S T ET RS
Caspase ZEIH LAY HLIE . 2020 4=, A0 Be 1 A1 BA B B 7~
R O o U O VS R i A A(Granzyme A,
GZMA) 7 Lys229/Lys244 {57 1 Y] H1 31 K2 % B (gasdermin B,
GSDMB) [Al K 7T L7 % 4 i 45 T, R UGIE S AN A T i &
AT LIAEISE T Caspases G IE L. A6 1R JURP&AR R HE
K, Caspases Z I 1] LA {H & GSDM KR AUFTE .
I, GSDM ZIGAFR Ry I A T () e 2 AT 40T, AT FL DI fig
SEANMIAE TR A B

2 NLRP3/Caspase—115 518 B X P T HI IR

2.1 NLRP3/Caspase—11Z % il #5649 & 4 5 45 1%

2.1.1 NLRP3 NLRP3J&—F 0I5 32 14, J& NOD #: 32
& (nod-like receptors, NLRs ) KB I Z B0 %8 R 2
H 3SR A < A F C AR IR Y & B AR 2 PN 454
3 (leucine-rich repeat, LRR) , 1 e 7 (IR 45 & 5 55
RS B (NACHT) F1 N 3 (1) PYD Z5 #5580, C ¥ LRR 45
T3l 322 TR B A RO 55ME S FAHEAER, A%
NLRP3 % FI Y RAE A5 5 1% 5 o I8 NACHT 25 A4 45 3= 22 4
PRI = B3 2 (adenosine triphosphate , ATP ) 285 & 7K fift
ISR aE R, I IR 3 NLRP3 4> T & 2B S B AL, 302 ROE/IMA
AR PR . PYD S5 M50 3 2D Re N5 T Ui 2 11 1)
HEAEH] 25 NLRP3 8 115 HABEE P AR ELAE e i) 2
FEHRE /MR B FNE SA F rh RO . £ NLRP3 5%
WA S ER)E L PYD 25 5E T 5 B 1 ASC Y
PYD 45ty 3k & A 7] 0 25+ SoAE BAE L S 5 ASC 1 2%
AP B JS ASC 3 52 HE CARD %5 4 1 3% 42 pro—Caspase—1.
A BRIV, R/ IMATTFFE R Se R AT 58 i £ 2
HHZ—. NLRP3BRTE FI40Marh 3Rk A0 e A b )
1Z#KY, NLRP3 0] LI IFZ PAMPs I DAMPs #0 , JF 5
AR ES A IS (558 #%, NLRP3 M/ MARY
TE A A5 GBS, F2 2 pl 3 /> B A0 402 A« s
I8 BC 2% AN 2%, 43 91~ NLRP3 . ASC Fll pro—Caspase—1%,
MY 37 B SN AR NLRP3 240300 , iF 1fi 5542 ASC, B
JE 55 pro—Caspase—1 LUZH %& 98 PE/IMARY . S 0E /M RYIE 1,
fEfi pro—Caspase—1 % 4= B BT VI, #8016 B h B A 16 1 /)
Caspase—1, TG 1LY Caspase—1 0] LU — 2541 E] JC 76 P A9 Al
PR 1 TL-18 FIIL-18 , A £k Y TL-18 AT IL-18 Jf:
BB AR AN 5| &R SERE R
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Z Mgt E[ZZ3: 57X Caspase-3/8 KRR Bk EH K BU& 1R
a5 . ' (B2
ARRARARARARRARARARARRARARARARRARARARARRARARARARAARARARARAARARARARAARARARRARARARAR:, | AARARARARAAR
R N A Y S %g%gyUUUUUUUU
" ————— ¥ O ¢ b

1
ASC ] ! LPS
1

___________________ | s

NLRP3 pro-Caspase-4/5/11
RAEME

pro-Caspase-1

Caspase-4/5/11

pro-Caspase-3

Caspase-3

Death-receptors

é o
pro-Caspase-8

<

Caspase-8

J

GZMB

‘/OHSQ \‘—l l l l GSDMB(417]) GSDME(#517])
.;Cl) O_Ig GSDGM;EEWJJ SEBNMBGHZ GSDME(#51]]) GSDMD(B17])
Ay ! [ o VD
I} o) ) . GS]IMB-N GSDIIE-N
G I IL-18 ' GSDMDN GSDMD-N GSDME-N GSDMD-N  [L-la
T I_n}lammato ; -f;ctor N ‘ * *
ARARRAAAARARARRRAAAAAS ARAAA ARAAAAAAT AR RAAAAAAA ARAA iAAAAA
I B P N P T N R YUY Y BRI YYYYY
GSDMD-pore(10~14 mm)  GSDMD-pore GSDME-pore GSDMD-pore GSDMB-pore GSDME-pore

1 @RECHARIERER

2.1.2 Caspase—1 Caspase—1J& Caspases FJ% [ 2 h 51,
WLFR R TL~18 e 48 il , o RAE 2 LA O PA T, 25—
AN R B T L Bl A T TR A i, 2 S LLTG T 1 1 i
(pro—Caspase— 1) ZAFLER, Pro—Caspase—1 J& 4 /IMA )
WD 43 F, FA8 N It CARD S5 438k 11 C i AL 5 A4 1
CARD S5 3 /v S 5 R/ IMA I AH HLAE FT A 25 il £ 5%
TR FERAE/IMESE G W, JEIE MY pro—Caspase—1
e IF [ B A O B A S B A T M Y R
Caspase—1, HA (I8 X DL S5 VU ARG A2, 1B R
S /IR 8 Y 50N 2 I , Caspase—1 B 35 24 RO S BE & 1) #)
IF VT 2 b 56 Hl A 2 20 1 5T T4 pro—TL—18 il pro—IL-
184, feff K fiff i . A TL—1 1 IL—18 2 58 K 11 4 4
I 5T, AT G R SR ZU A SR R T X o [RII, 4 A I 3l 200 ff 45
T2 AZ O BN 43 T, A 1Y Caspase—1 BE 8 457 S+ 14 U) )
GSDMD., I P)E| Rk BRI GSDMD i1 N 2K s 1 Be L 12 h B
HLg LR E . B S , GSDMD-N 76 i | % 7 S B 4k,
G T L, i ¢ U A 200 D JE 0 58 e, UK S 2 AR T Y
BH .

Zi b, 4 AR T BAK T Caspase—1 19 30 IE , 1
Caspases Z % A2 R 7 PE 20 O FE T~ 1 S SR 1 1 7240
AR T I AR 22 e R A BTG I R S A A5 55 =
T 24 3% b 1) 21 e R 4 i 24 i GSDMD B, 5t 25 51 & 41 i £
T-o Caspase—1 TEANNIAE T JAE S I A G2 B5 ) b 4 4 4%
OAERT o B R AR 4 A R 14 BRIV, LA B35
PMRRIFIESET , 25 2R B B A

2.2 NLRP3/Caspase—1 13 5 i #4304 40 i, f& = 22 $ AU
R

TEANM AR T LR i 72, NLRP3/Caspase—1 {5 %5
T RN RO 2 RO AR o S AR A
R TR A0 45 AR &S, M P9 NLRP3 2 #6554 85 ASC
J pro—Caspase—1, 4125 ¥ i £ 85 1 R A /A——NLRP3 R 4iE
IMEE S, (EIZE G YN, pro—Caspase—1 £ 1 H AL
PR | A B B 1 04 A Caspase—1"°1, B
1% 1k 19 Caspase—1 %t GSDMD 3 47 Y1 #1 , 7= A& B A 36 Pk 1)
GSDMD-N. iX %6 GSDMD-N F B {7 T 40 g 15 i, 3k 3et 5%
RACZH R N B ALIE o AL AT I B0 10 e A, J b
K53 R AR AL L 51t 2 1 A K 5 ¢ S5l B g
ZAUST D B AR LS (Y VA, ML PN 0 R ZE L A ER A 1 1T
IR SBREL I RAEGIR SN, 5| R AT

3 NLRP3/Caspase—1 T SHHME T 5 MIRI

AR B BFIE AR A, R WF 58 A R At £ 7
YE R — i R P AR AE T 2, SR 20 AR 1 R
A R SRR VAR OCE, ke il FRE VA 0, S RERE AL, 7k
RLC U, 2O IVERE , 04 . BTRTAFSE R U], NLRP3/
Caspase—1 {55538 4 1l DL 5 4H M £ T, Il 8 MIRI, 75 5 4
AREIET, 7E MIRLE BEERR b | K4t 14 4 (reactive oxygen
species, ROS) J7 A J& B NLRP3 4 5E /IMAE 1 CHEHEF 5 o
ROS /K ¥+ 55 A LA ik i NLRP3 375 5 240 i £ 7, 1 BEL by
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ROS i 7= A= AT il NLRP3 AR £5 T, ROSAE N NLRP3 4
PE/IMAROE B9 _E 35S, AT 38 NLRP3 Fl pro—Caspase—1 45
M FE SR Ry 98 RE /IR I 0 2 48 4 T 3 Y
NLRP3 R AE/IMEYE T 5, 16 1L 1Y Caspase—1 Y1 #] GSDMD
PRI N BEZ5 44 45 , GSDMD-N 76 41 B 54T 5L , BTl R &= 1
IL-18 Ml IL-18 I T2 AN M i 24 o 1L-1p J& 58 2 Y 42 % [
F, AT I N AR LR EE I RO RE ISR L
FRE T T AR A e P AT AR O LA 98T B 2 R A &
AT R R ARAE R, B0 WU 5 3 PR DA SR 1 A%
DX RGP . MO WAL A T, A2 R
T WU AR D BE , D200 LAR B A A7 35 B, i EL 2 AE 40
JIf P 5 40 B L I BT DAMIPs , 5| 2 IR 28 S5 S o 3
PR AE B S AT T O LB E R A it — 0 150 D RE

A0 LR TR % 4 MIRL S S0 M 98 0 S 7 1Y) DGR 22
1 33 NLRP3-Caspase—1-GSDMD 1554l , 45477 4 116 ety it 4
545 T A R R P 1Y) A K o e ™ O I T 8 B A
Liu SLAFURESY & B E3 72 R 15 B OCHE RING-CH & 1 2
(membrane—associated RING-CH protein 2, MARCH?2 )8 i £t
PEJE Y PGAMS/MAVS/NLRP3 %l 5 i 410 ] NLRP3 48 ¥ /MA
O L LA P 4 T 2R A MIRT, 55 A BF 98 & 80, Al A 1
55 MIRT i) H b B ) CAn 460 F o7 33 465 8 0 IR BB R T 1
M TS) —E S5 MIRLAY & B, 38 1 9845 520 MIRT Y
ANl 2Z B RS LU HR I . R T B 41 i A T 7F MIRT
FP ARG A R R 2% DL R S A A S SE T TR SR A AR
X ¥ 4 T B MIRT A0 B8 A BRML 6B, 8 1, DL
NLRP3.GSDMD , Caspase—1,IL~1p DA F IL-18 ZE 41 i fE 141
KA YA R AR HEAE MIRT (4R FH AL, IF 4%
B 258 S B A MIRT B KR .

4 W EZEE NLRP3/Caspase-1 E S BB TS W
40 R 45 T F ¥ MIRI

MIRTFE H B B o B < Do B0 R 7 45 s
HIGHLLL A B AR AL o BRI REAZIN N, MIRT & AR
JEARSE ZAUE A8 ki LLSORE R 3B L AR SE LU RS I R AR
T AR RO AR DA R AT Dk RTR, &
SRR R AR S R R LG S IR N, TR S A A
B R PR AE R4 < N AR AR 7 ZEBEL VK 4%, il E S ML IS A 7 A
L7 B S AR N - S SR B L A . R YA
7 LA PR IEAR AR S 49, Z29R 006 , il B M L 25 <006 1 A7
SRS IR IAS SRR MAFTIEW R b a2
SURRORIEAY O MIRTEAE T 2l RR 09 B 3 SIS

AR MPHIE ISR P EdR S BT P EZW
“Z S WA I RIERC LR , [ AR TR T I TR BT MIRL
A Hal R e RAOE . WF9E B, NLRP3/Caspase—1 {7 &
TR T AT 1) 200 M T 8 SRS 5 4% F MIRT 95 BT A o
RAFEIHEAE T 15 22 v 20 Sk e 25 52 3hZ ML 2 T

EM . EEAIEREZ Ny 2 2 SN
K Herh BEHREIS IR AR AL T5 5 B 45 G IR IE =T
FEITEMEAR T BL, ARG MIRL S A7 & 5O 35 19
e, HAT AR AT S, HAT, T 25 ik Kb 2547 34
TSy 252 05 R B i6 MIRT A BIF5E Ok B | K
ZMEM . LU 25 Bk rh 2552 )y SRl K
VERIEARR L JUAE AR GRS HEA T VA 45 , 578 Th o BE 4G
A Bf MIRTHE (AL P 57 4

4.1 P RIRIA R

4.1.1 TEEZE  FHH 2 KB (total flavonoids of dracoceph-
alum moldavica, TFDM) j& M BT BHE 9 & 15 % 19 T4 b I
B3 $R BT B A — S B TS AL 5 W Y BB, T A S A
A BT PR IAE T B R IR A 2 R AR RO
JIE R 3PP o B AL S A o #ES7 HOe2 O LA L ik S/ 52
=) (hypoxia/reoxygenation, H/R) PR P57 TFDM X} MIRI
PE AL o 4528 7%, TEDM b 23 A] 50 43t 49 At 14 3t T 37
NLRP3 ., Caspase—1 & GSDMD & [ #) & ik /K -, 22 31 il
NLRP3 RAE/MERIIEAL . HEAh, TFDM i i 4o #01 f] Toll 52
& 4 (Toll-like receptor 4, TLR4)/#% K F kB (nuclear factor
kappa B, NF-«kB) {5 5 i # , B (B A2 1k p65 (p—p65) Al ASC
AR B S MA R S BB il = —
FPRAR IS G, FEORIET e MAGLL S5y, B
B HURBU A KT AR APk . BFFE & B e T I
U3/ MIRT R B 440 i £5 T2 2800 731 GSDMD K H: L 731
Caspase—1 P8 [ RIBKT, DL S AE /A B AR ASC
IL-1B 1 IL-18 (4 /K S, 30 il 41 i A T 1) k2B, #EA &R
(scutellarin, Scu) J& M JEJEFBHE ) 85 19 T AR 4 g —
TS AL AW, T 3E B N ) NLRP3 SR /MABUE 1A
ISP MU BRI o AL R A A1 52 0 AIF 58 K B Seu 7T 8 25 B AIG
D2 NLRP3 \Caspase—1 2 IL-1p 12K SRSy
T Akt B 7R A6 300 ) 55 25 2R AL #8452 5 ) 1 (mechanistic
target of rapamycin complex 1, mTORC1) {5 5 i@ % (F£ A
Raptor \ HK1 J% p—p70S6K 25 [ 321k T [ ) , 11 9 i NLRP3
JERE/IMA I AL

412 BHEEX HEWHEFER M2 ideay. 2
W TR B2 W RS Z SR 2 — s R T
R BUEAL Y H AR LR A SR £ AL, 7E MIRT
SRR KO PE J1 o Tian WCAFYIFSE & BB FE
IV 9855 A A A A T, W UGRE 2 R IR
(doxorubicin, DOX) #& #& /1N U9 0o Ik Ty B8 9 4800 AL 473
1 FE M Caspase—1,N-GSDMD | Caspase—3 I N-GSDME [1
KT 5 IR 05 DOX 7 - 1/ BT R AR B 0 19 5 77 1
(sirtuin 1, SIRT1) T A1/ B NLRs 0 AR 45 44 5k
WBOE . HBUR TR R R IR PE R, 7RO A R BT
Ak BRI &y B WA . eI A
o LR RS SR Sl DK T e S N MIRTASE R, R 5T 1 35 5
BT IUR LS. BFF AR R, SRR L, 3



BERERKFZR 2026 £5 51 F5 6 #3 (Journal of Chongging Medical University 2026.Vol.51 No.6 )

— 901 —

P o0 B AL TR R0 WL 21 H NLRP3 ., Caspase—1
ASC J2 IL-18 148 235 K T3 F i R 4E R 7 1L-6 11—
1B J INF-o 198 i, B T R BLO DI BEFR A% , 380 T .01
FEFE I
4.1.3 i HEETREHTRESN—F =il a, B
AR AR EAL, o522 F 5 AR i Sh
S S B, AV B AR A% 1L 0 i NLRP3 S8 RE /IMA 38005
T4 NLRP3 ., Caspase—1 ., ASC . GSDMD . GSDMD-N . IL-1p #/
1L-18 552 [ 23K , 100 40 At A 7 DA AT 2036 MIRT R B bk
J AR FHOG O MLATMAR A5 o Luan FAFSF 5T 26 W DA R
AT ] NLRP3 48 /AT 46 AT GSDMD 45 1.0 UL 2 it
T2, T NLRP3, pro—Caspase—1 , Caspase—1 Fll ASC %525 [
DI K mRNA 235, LR 9.0 LA 6232 MIRL AR 3 . Z5hK
A 3o MR R B MIRT AR & HOe2 U LA A H/R FE Y, %
PR LU R T T AT 35 A MIRT K B0 ILZH 417 NLRP3
ASC J GSDMD-N (W R Ko A TR R BRI
MR T 425 NLRP3 25 (189 PYD S5 Fy s 45 &, B A vl gl
L NLRP3 2 4 /A 2 2%, DT BEL BT Caspase—1 15 1k J&
GSDMD /- IR TS ., Li HY Z5520JF 5% % 304G 1 AT LA
R #E AMPK % % 6 DL 3 O JJLBE 12 A0 35 I B IR NLRP3 .,
ASC N-GSDMD FlZ4f# (1Y) Caspase—1 . IL—18 IL~18 [Y 3£ K A0l
T IR, HHL ) PT RE 2 i P AR T B SR R LA A
H&EA (thioredoxin—interacting protein, TXNIP) i) 2 ik K,
PEVTHIES T TXNIP AT NLRP3 2 ] A4 A1 B A F S il o UL 4
MUAET o R FIR HE 5T R AAT B T e T
I NLRP3, Caspase—1.IL-18 . ASC & H 35 , i >0 WLAN fifg
FET- M Caspase—1 A7 3 11 5 AE 0I5 R M ] MIRL. Wang FY
SEVRIE Y & R S 2K R S T RO A M, R R A
A4 P |, TRTH 1] NLRP3 4898 /IMA B (R0 BE 21 21
4.14 TS PSR AR —FORET 252 1 JEmR 2
&Y, B W AR B A IR S k. Li DS SE
FWSFSE A5 mg/kg T H WAL 7 d) 0] 08 2 2 FEAIG
MIRT K BRC JULZH 2 1 NLRP3 | Caspase—1 2 [1 3235 /K, [
R 4100 4 0L 355 TL—18  TL—18 &5 &k I 18 45 B AE CD4* T 20 fifd v
Th17/Treg 53 A P , DT ok 4800 I 2 48 i 122 ¥ AFIAE K T
IR DI RERE AR . Ye BZ AR 5T K B0 K o 2558 10 020
ROS (1977 A k4 il TLR4 1 3%34 , I8 1 P IR TLR4 (B A 53
AT G 2 N7 4 11 88 (myeloid differentiation primary response
88, MyD88) . NF- kB Fll NLRP3 4 4 /N {4 () 22 1k 3 [ fi%
GSDMD-N [ ih JF i il 4 Mo 5 1, 3B i 1R S 20 e
TEIE BRI T RO A FE A KN
4.1.5 WS IE R ML G 25 )1 = i R AR
FEMERE M AT, FA T — 7 I R, B ki A ik
HMIEH DAL SR . Wang K 5 BFSEHIE W )1 25 8 a]
T8 A 3 LA A WK SE, R F RS 2 2K F Beclind |
LC3 % 2 [/ 35, F 07 90 ) NLRP3 58 it /s K 41 2 R
Caspase—1 {4k , /> IL-1B \IL—18 25 48 i [K - Al e ik , M T

o3 /N BLMIRT B 455 5 H9e2 oL UL 41 it 42 0 30 <3/ &2
(oxygen—glucose deprivation/recovery, OGD/R) 1 1% J5 i 5| i
FR LIS

4.1.6 KRNI WBRFTRIL, AFER AT LA MIRTK B
LZH 4L NLRP3 %85 /MA L E (NLRP3 . pro—Caspase—1 . Cas-
pase—1 ASC & H & mRNA 235 T ) , I > GSDMD K IL-
1B IL~18 JRARER, AT Co LA B AR T, B O LB il
SERGA507 , 4N WUREBE 18T AR 3 A L 375 0 JDL R 2K F5Y
Wei XH S5 A PR B AT 1 38 25 £ BE AL 3 (sirtuin
3, SIRT3) &2 LR AR T g , B I NLRP3 , ASC . Caspase—1 Fl
GSDMD S5 [ 35, ] AR ORI A AE S, /b O L
REAETEAR , RS WU A5 MIRT. Xiao B % 5 % BA
B — 4~ it BE AT 28 Ik 2> MIRT O JIURE BE 1h1 B, I A 1f 375
HIL-1B A ¥ B2 Dol A S8 AE Sz 7, HEAIL ] PT AE 55 #4 1i) NLRP3/
Caspase—1 {5578 #% SO UAEMIAE T ¢ .

4.1.7 ZHEE Gao Y F RS R AR ZHE T LU T F i
BT E2 #7527 2 (nuclear factor erythroid 2-related factor
2, Nef2)/1fiL 21 Z i 48 i —1 (heme oxygenase—1,HO-1 M55
%, 0 3 200 M B Nef2 £ 1 2 A A A HO-1 28 1 1 1
0t 20 AR T OC HE AR, AR TP H/R 5 Y H9e2 UL
AT,

4.1.8 HAhZ pubescenoside A JET RO RILEY , &
PR PRI — RS A SY o Cheng YY SEIRIFSE & B
pubescenoside A N HEE 55 Nef2 55 38 % , 38 AT LUE i
Keapl [ Cys77 Fll Cys434 5% LUl Nef2 (9927 2246 - 300
PO A AL DA T4 MIRL, 75 AR S 4.0 L A0 4252 OGD/R
BRI, 5 AT & L, pubescenoside A EIE
T A5 KR 522 1 70 (heat shock protein 70, HSP70) 5421
5 11 B(cathepsin B, CTSB) a5+ PES5 G LA NLRP3 4 1
/NS B PO R A D IE R AP o VIR R — R i
KA B B R IR FERR £ 15 T B 3 i 3 ) NLRP3 48 Pk
AMARTC , Dol o AL 0 % a0 10 PR 32 J DR R ) 2 A S 7 A
L ONZIRE, Wk 1.

42 % % A A

42.1 IGIMARIAZE RS, PHS G TAl B A B R 7
5 40 S MR miR-93-5p ik i 1A, T 5 i H gk
A TXNIP 2 (1 223k , JETHM ] NLRP3 8 AE/MA TG AL | Cas-
pase—1 VI GSDMD 4 1335 , DI i 25 98 4% HOe2 0 L4
JiE /RS TR 5 47 AR B MRS B v 540 AL 240 JO A8 7 1 9 A
SN, O B P o T A A LR B 5 Yang YM
ST S UKL DU 7 38 ok 4 0 AR B, R LC3
S5 A W AR DG R A, 3] NLRP3 55 58 A PR (14 e il ik
RGO e 32 SR AFRETE S 1 0 Cao CAF B I A A5 43 #r
K AR PN B4 S 55 B 3 O AU AT 38 2 0 ] TLR4/NFk B/NLRP3
15 5 1 B 400 ) 4R A 3 TR B AN 9/ 4 AE B 3 R R
MIRL, )43 B9 e B 0] = 2 Jie 4 ] il 25 AR L s o LR
1% itE [F) T Fitf MB (creatine kinase—muscle/brain, CK-MB) \FLF%&
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F1 BPHRAGRERR M ESREABRE T THRMIRIKERNE
LSRR P SEH R FEFIBLE 27 3Lk
T 2 A H H9c2 .0 LT I NLRP3 40 /M, F 8 TLR4/NF-«B {5538 [44]
il Bz AN ALRELT SPF 2 ifErE SD KR 4 NLRP3 46 M/ Mk [45]
AR pigs SD K F/H9e2 L L4 Pl NLRP3 48 55 /M [46]
BV g C57BL/6 /)N, P SIRTUNLRP3, 6O LA £ T [47]
R T8 2 SPF 41 SD K B M1 NLRP3/Caspase—1 {5518 % [58]
FE AT R SD K BR/H9e2 L JILAT L i NLRP3 4 0iE /M [49]
RFERE RFE T SD K BR ) NLRP3 48 P /MATE AL K GSDMD A S 1.4l [50]
M T
1L R 1At H9e2 L L4 Tt e A B Ry R £ T [51]
HE7-H W+ HEtE CSTBL/6T /INE/HC2 UM/ A K 0% AMPK {553 % , ] NLRP3/Caspase-1 {5538 [52]
UL ZE LA (NRVMs) AT
AR ElS] SD 2 FUSARC ULAR 7 LR B £ T Caspase—1 /- S AE ST [53]
HER T SD K B T NLRP3 4 0iE /M [54]
FHE 1A 2 SD K il NLRP3/Caspase—1 {5 il i, M0l Th17 40504k [55]
KEHE PN SD K B/ B A C LA 15 TLR4/MyD88/NF—k B/NLRP3 15538 i , L 41 iy [56]
T
LS Nz C57BL/6 /NE/HIC2 L L4 i TR [ 30 NLRP3 285 /MA T [57]
SEEH PR Tt SD K BR 14 NLRP3/Caspase—1/GSDMD {5 5l % [58]
FHE R B P+ SD K BU/H9e2 U ULAH L T H SIRT3 WK B 2R AR T e , 4] NLRP3 48 5iE /M MA [59]
B4 ik HE SD K B il NLRP3/Caspase—1 {5 538 i , M il 40 i = [60]
LEEZ i it H9c2 .0 LT 9 Nef2/HO- 1 {5 538 3, IO LA M £ [61]
pubescenoside A ELH C57BL/6 /NE/HOC2 Hfiil/ RAW264.7 B i35 Nef2 {5 530 1, M kil NLRP3 58 5E /MATE [62]
240 /I BRI UL B

pubescenoside A EATH CS7BL/6 /NG H9e2 4B/ JEAC L ILAN A 4] NLRP3 40 /MA [63]
IRE 2.1 2. i AR SD KB i NLRP3/Caspase~1 5 %1l i, HrAIMIfE T [64]

i i (lactate dehydrogenase, LDH) \IL-18 Fl IL-1B /K, i
Do UALZLH ROS & &% 0 41 M 45 1%, JF N 98 TXNIP,
NLRP3, Caspase—1 Fll GSDMD Y 7E 15 mRNA 35, 852
H S 5T K B0 25 Ik U AT [ NLRP3 .Caspase-1.1L-1B
GSDMD | TLR4 453 11 9 3k , 9/ R AE ¥ 11 IF 35 0038
JigE I MIRT R BRUALAG Bz C LB D5 80 o 7 B 57 OBIF 5 ¢ R
G PR TOAL FL AT 6 3 REA MIRT K O F TET ST B4 i 2
Kot LAH 2 rf CK AT LDH T 1 , I 4 M9 T- . Western
blot Fl 42 & % A M 4% 20 & W (quantitative polymerase chain
reaction, gPCR) ZE RN, 4 & FFEe s W& T I NLRP3,
Caspase—1 FIl IL-1B I 2 Al mRNA 35 , BHWT 585 F g, #0
O WLAN M T, /% MIRT, Wang YQ 2R 53 & # I L
I AT 2 G O I RE NSRS , T NLRP3 485E /)
T Ak, [R) A sk 20> M1 TR I W58 40 LR £ 155 v P 8 VR i
F W HAE B 7T 38 410 ) NLRP3 S8 5E/MAOE K Sy
20 M 4 R E DR P

422 JRFBIRSE BRI DUREKR M s (H 9E S
WA Ty, BA R AL IR @RS TR, AT
FERBL, WA A BRI PRCR B3 . IR EEAR
7O 25 03 0T 3% B A LPS-ATP 15 3 9.0 L4 i b LDH
FIIL~1@ B, F0 ) 40 e 080 145 # , IR BRI NLRP3 L ASC

Caspase—1 fl GSDMD ) mRNA 5 & 4 # ik , #F 1fij 6 7% LPS-
ATPi%E S/ HOC2 L LA AL T

423 AEEAUMZE  AHHEFSERFR R IR B MIRL 5 2
Ja kAT BN B R AN AR T, 250 RE A E IK NLRP3 .
pro—Caspase—1, GSDMD-FL, GSDMD-N % 41l g £ 7~ A 56 &
P25, R B MIRLJE O WLEF 4 AL B2 AR B0 IR 1
Li M S5 2o 00 £6% 24 3L 2 RS2 500 24 B2 B0 0IE 16 5 2 U AL
ALY W A I 0T PI3K/Akt-mTOR {5 53 #5410 i i
B E WEGE A MIRL, [A)I, 30 NLRP3 48 M /IMA Y S0 Fi2i
e, DT 00 ) 240 L T Dl 1 5 9 i G S 4 AR TR A
FLoMEAL.

424 ERREESR Cul WW EFSE R BLIUED B 2 EENS
RO IELT AL, 19 L.C3 45 1 WA DGR 1 Y R A B0 F
FF ] NLRP3 | Caspase—1 55 41 fid £2 77 AH G 25 (1 19 Rk P
ML S5 522 53 A DR 2 T BRC A D b 55 2 7 7T i
1LY/ ROS (1477 A 40 i) 4604k o7 J8ORI 9 PR e i, a2 ) 4%
fift MIRL, AH L6 F 5 & 5 & 80 T — AN IR 2V 2,
MIRT {14 HEAS S i LT 2 AR RE AR 92, O in 132 77 (i b
RIEFIIRL, ECERE WA T = BN AR 7
k2,
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F2 WHZHE R RE A A T E MIRI R AL
R i SRR YEHIHLH] E= BTN
&% FZ B SD R EVHOC2 LWL 18 miR-93-5p, il TXNIP/NLRP3/ [65]
Caspase—1 551 J#
HeLr i BRA 2046 251 125 AT b JEdE C5TBL/6 /1N HATE [ W, 30 NLRP3 S A/ MA [66]
I RE NS NTHE GEM 246 £ B SD KR 4 TLR4/NFkB/NLRP3 5 53l % , 471 [67]
Tk T WERR KA %
S =S el Rk E ES 1S S BEiE 5 SPRYUEME SD R T8 ROS/TXNIP/NLRP3 {523 % , 1 [68]
H LWL AT
8 RAIURE B LOAE BT R R NS FIR. SDRR M AR T ik [69]
R & HRAE
SEFS TR FAE ML EE 1S SPF 2t SD KB T NLRP3 4 HE/MA [70]
i 038 B AT PS8 NE B 20qE Bl HEPE CSTBL/6 /N il NLRP3 RAE/MA K Emsdnfatk sk [71]
T 2y XY A R SRR e 4
I K g
KEHAH7 R FER AR (H 2 H9e2 L L4 ] NLRP3/Caspase—1 15538 % [72]
250 W E PSS 45K 5T EH A Wistar K | NLRP3/Caspase—1/GSDMD {55 [73]
W i, 30 A AR T
KB DN PR Nt v Tt SPF 42 SD K B kS BE v A0 NLRP3 480 /M, [74]
AT
PULb 554 S XS YA HE MEPE CSTBLI6/NE/HIC2 i AW, 30l NLRP3/Caspase-115*5  [75]
LWL bl
RIS E L A XS YA R S TP SD KB Tk NLRP3 S E/MA e at i 21 [76]
UEAGERE S B B | S B0 28 M DL B 42 T IR OR , k=
5 INEERE SR HARE 7 BEAS R, BRI T B R B e . &5, 78

MIRIAE 0 13580 T 9 S e Rt L R bl 52 4
e RYAIT H 3T IR 15 2Pk . T 84E I 205 ke B B
LI 5 40 MR T i BOR S UIAE G . AR SCR SR 140
A A2 T 24 L340 48 NLRP3/Caspase—1 {55 18 BEAE MIRT # A
FHMLE 4877 T AT o Al 28 B Ak R 38 B 2k
Ty REZHRL IR IR 5 00 43 TR 45, B4h 1 B 2
T A TR At s i B ST R . E AT RORT I T A
] 0 ] NLRP3 4 /MA 2 25 845 Caspase—1 77 £ 55 BH Wt
GSDMD JFL AN , BB 45 AT 0030 ] 40 45 1 s 0 T g .
40, NLRP3 45 S A 61 5] MCCO50 7 h 446 0 rh 2 B i
00 NEORAP RN, A R0 O LR SR T AR5 Caspase—1
) 57 VX=765 BE % 1l i Caspase—1 (9 3% 1 , [R) Ak BH. K7
GSDMD fE) I F IL-1B IL-18 A 2™, 5341, szl spfk &
507 ¥nl A E MIRLA BUS o [l rh S 25 BT 2000
ZIRAR VAT A, T LR A 5 4 i A T AR T A A e R
F 00 SR E B 1) 2, X 3 B o B 2 1 R s A A T 3
T2 A MIRLELAT SRR 3

SR, M AT A7 A B R BR M . — D7 T, A A T
PR 2 B0 B b AN R AR R R S AR R h A
VEASAEREE 22 AN AT 5 55— D T, v 25 1oy 02 2% A PR
FESREA R AR BT B D FALE e R, Ubsh,
H AT BT 22 B AR T 3l W)/ A M SE g i 7Y, ok = 755 I

H A ARG, v 2 A K 25 SO AT R R A 2 | T R
HE TG . BT RIAETR T R R D AL
BRI P A B IR AR R . P 2 RO T AR
A3 R R REFE A R B AR B ARG R B rh 24 e A A e
P, EEXT IR, RRAFET AT A LLR J 1] 3 0 221 - (D45
GAFEATRALE T X B W 2% 2 B2 S R, R G
T F 50 TIE 245 T M B ) A L s, R A 2 ) -
P % R L oy AR W SR T BE SR E , A
TN LA E AL . R B A5 G o BE UE B RR AR 19 Bl A
B FEATIRUESE A 5T, LS 4 1 PR o 15 24 WEIE S 1R BT 1A
MIRT AR 35 . M RTWF 98 £ 46 o F R 24 Sl 43, i
X T I ST AR XS M . 2 Oy B T Y TG (DR A R
WG () 7 AR A 45 ), oA Sk 0 346 Jonn &2 7 4 T 39T MIRL ¥ 48
KHLHIBFFE . DRI B AEIRS TG IK, J5 2Lt oe ] £
I IRIT R, B SE A 5206 5 16 R IF 8 B 45 5, TP e i
I RIS , IR I 2R R M o 4, 1 NLRP3 4 5Pk
k157 (40 MCCO50) 55 HL il A T BH B Y b 24355 P R4y (U 8%
EE ) B, A i 2k A U Rl Ak, 4R AT B e
g bk, 45 FTIR, LA NLRP3/Caspase—1 18 545 40 g £&
T80 A, g MIRT AR VA B4 TR S o v B8 24 AR 1 S0
J B B A 8 AT S, AR 7 3l ek AL R Ak AT R I
G P2 R IR A S 2 07 T M R G2 5% 1, J7 e 5 0 SERAE
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