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[ Abstract]

Neuropathic pain is a type of pain caused by damage or dysfunction of the nervous system. Although

the research on neuropathic pain has made some progress, there are still many problems to be further studied. Pyroptosis is

a newly discovered programmed cell death mode accompanied by inflammatory response, and recent studies have shown

that it plays an important role in the occurrence and development of neuropathic pain. This article reviews the role and

mechanism of pyroptosis in neuropathic pain, and provides new strategies and ideas for the treatment of neuropathic pain.
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P29 BRPESEI (neuropathic pain, NP) &2—F il THZA R
GEAR 0 I BE A | S A, I PR LA R 2 B R o
BERER , SRR 0 B S RO L A R R i T
ZAEREAE I IR AR SRS PR AR . B0 R R AL 45 9 B R
P PRI ARG B T E N | B B e MR e B
JEALIT S, NP RGN 3.3% ~8.9% ", M TIHK&RmHLH
S i RYT R8RS TR AT 58 AU AY — OME Rl R
AR A UL 200 8 TR — i P I R P S 7 1) R e 2 4 L A
ToJ7 2, HAEN 20 BRI 19 K A R e b e 5 T AR I
SCEEBE Xl 22 SRR PR T A0 B A T PR T R BRI BEA T 254
SR 5 BRI TR T B A SR R A i
1 ZHBEEE TR
L1 SMOET RS AT RN T ihir, ST
52 A2 T T R W b B R K R . 1986 4F, Friedlander'™ &
PR R T I B A 5 25 1 /0 R I 40 B — T R ok Y BB T AR
A, 1989 FH KA T Caspase-1 ﬂ]?ﬂﬁﬁ%—lﬁ’) (interleukin-
18, 1L-1B) A ATA 15 40 9 iR SE T X)L 1992 4, Zychlin-
sky %51 PR T AR PG AR BB 00 FO M AN e R BT — R Rk
B B BRI TR ESE T, 2000 4, 15 S E H

Neuropathic pain; Pyroptosis; Molecular mechanism

L A0 6 B T 0 BIA T ——T B 3 (gasdermin) P 2001 4F,
Cookson ZE[%) % B3 b 241 5E T TE SXAUAAK 5 T Caspase-1 £
TR, TR HE ORI Caspase-1 FIANIEFET:, 2015 4, [H
N HRIERIFFE AT BA & BRI AP B T-TE 28R T O T Caspase-1 17
P, 38 B] i 40 B 9 B BB £ B (lipopolysaccharide, LPS) i 7
Caspase-4/5/11 P y= 4, Caspase-4/5/11 Wit VI EIH & D
(gasdermin D,GSDMD ) £ 1, B BAT AALIR PERY N 324
B, BN 5 AR AR AT IR K 2 A R 2 ) R
O R AR P, 0 IL-18 1 IL-18, 5 & B SR B A 2R 1 2
R FECAMMAE T RS R B, I & E(gasdermin E,
GSDME) 7] A # Caspase-3 3% S EAET-1% | 2018 4F, 3% i
PR A AN E T T 2w 3 [ AN B T 44 % 51 2% ( Nomencla-
ture Committee on Cell Death, NCCD) iIERE X A 4ufu s

1.2 AR TR TR D) A BE T AE 2 A0 i AR Y AR
KRB MY IR S b A EEAE N, oy U2 5
N RIHEFR 7 MESE TS (accidental cell death, ACD) 12 ¥ 1
BET= (programmed cell death, PCD) ™7 AHHufET= A [ & T
RAENIE Y PCD, — 35 (AR BIELE T#R A7 7E DNA #1455 4
O S, KR T Caspase {5 ME, HIX BITE T & S 5H1E .
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(1)BE77A: DNA R ELI &, FE T MR BEALAY 05 R BE e
AR R S0 5E AN T2 19 DNA R BOR A T 1Y, 40 H A% Y
i Y (2) AR AR T A BB AL, T LA 3 o BRI
Or AT, N 7- EAETR A R (7-AAD) (BUENIE (PL)
AR L BE (EBr) 5 1098 T 400 b T ORFp 1 40 M5 1) 52 B e
DRI JE 125 38 1 1 2K W 2 (3) A 5 4 M AR T R T 0
Caspase AN[A], M AET-H Caspase 1/4/5/11 /- AT F 5
i Caspase 3/6/7/8/9 -5

1.3 AR TR T4

1.3.1 Gasdermin FKJ% . H Ay AU 5238 7/8 Gasdermin & F K%
AT BRI HAT T, 51 2 MR 0 A R R
PIM K, Gasdermin FE H R E P A& 6 R IR E A, 20N
GSDMA , GSDMB , GSDMC , GSDMD , GSDME #1 DFNB59 ( pejva-
kin,PJVK) , B& DFNB59 A, HA4y 5 FhG 5 6 2 3 B B AT 4 i 35
PERY N-A o A AR A C-oR S M AR 73 JE M i, 1B
LT N-ARS C-ARGES &, 10152 ) R/ IMA RS , $Oss
f) Caspase ] 2 N-A Ui 15 C-A i Z ) Y 2 4, AR N-AR S
SRS, A MBS T RS L | SRR A WS v TR L IL-
18 DA R HAWZN L N 25400, AT fik & A0 ML A T, 254 Gasder-
min R 5 5024 8 A1 A A £ T Y T SR, R
FIH AN R P P S 108 AT DX 40 ) o SR GE b o, H AT
ZAE TR G T ) GSDMB  GSDMD , GSDME 1 4 ffd £ 1=
56 R RFFIgE )

1.3.2 RPY/ME BT LS BT ERE MM S S5, &
P/ MATEAN BT A Z BB WPIRESAETE, A5 SR e AL
JERAR R T AR VAN R R (5 SR R AL IR
BAFEMREE & PR RS, G 3 (nucleotide binding do-
main, NBD) %% % fR T & /+ 5| ( leucine-rich repeat, LRR) F
NOD-like receptor, HIN-200 & EF 3§ (' hematopoietic TFN-indu-
cible nuclear antigen with 200 amino acid repeats) , Ll &2 NLR & H
K% (NLRP1 ,NLRC4 \NLRP3 NAIP2/5), EC#EHE T A
Caspase J7% 5= 38 ( caspase activation and recruitment domain,
CARD) B # T=AH &0k 25 [ (apoptosis-associated speck-like pro-
tein containing CARD, ASC ), % W % I J& Caspase & H
G,

1.3.3  Caspase K J% ; Caspase ( cysteinyl aspartate specific protei-
nase ) &A= W) VA I B BERE PR G M6 3H 4o R 200 S TR S S
RAEHFRAZS, 2 & A P DR Y IR R T T & J R & H1 K i
fitg 20 MRAEAE FVE R A [F], Caspase 43 M PAT-PERI R M 2 K
), i 2L sh ¥ Caspase-3/6/7/8/9 A S 1=, M A
Caspase-1/4/5/12 FI/IN, Caspase-1/11/129 A5 P i 2

1.4 AR TOLH AN T kA S o A MR AR
g tE 2 P, GIRTE NFRA Caspase-1 KRR ; Ak
Z MR A Caspase4/5( N) B Caspase-11 (/N BT, 2 Fhig
PR AR AR T AIE A 2 R AR AR B, RS DS TL-18 A1 TL-18 Y ¢
W AHRME Z 0] AFTE B A, g E T gk EE
ZLRM/MEN T, NLRP3 J2 HATHFIT SR A I 2 /IME TR
T NLRs ZEH 5, A2 008 98 35 AL i 5008 11 DG A 22

NLRP3 41k /Mac i 1 34 Caspase-1 B ( procaspase-1) I i 2K
FIE A, % pro-IL-1B 5 pro-1L-18 554k A3 £k i 46 ¥ A F 1L-
1B 1 IL-18 , ZM i BN A0 M 405 e 4 v v ) . NLRP3 4/
G & A R T AR ZFhpeii 5] & A48 1 S )y 4 f T
AN I A SO MR AE > 28 i 4% v A A R ) 22
PRAGE LA 1, 3T Caspase4/5/11 48 5 45 ¥y WU M iR
I (A 220, TV )R TiF RN 2 1 GSDMD, AT 5 354
Mg, {H Caspase4/5/11 AheEBEH pro-IL-1B F pro-IL-
18, i &3 14 NLRP3/ Caspase-1 &S TIL-18 Ml TL-18 A4
FAFIT 0 AL TT RE R GSDMD N-2 3 % 1 14 5 st AL 1 332
S KM, 83H0H Y Caspase-11 4% F4E V) EI FE i Pannex-
in-1, 515 40 A = Bl R IR T A9 R, 1F — 25 BTG 40 M BB I
P2X7 SZARIFF AP RS T AME SR 2B NLRP3 et/ MA, 51
RVER TR W 1,
2 EMETSHAKEMREHNXER

TEM BRI AE T SR E T At T M R MR
N 5, 2B AT PR H WL e B AR 2 — . TR
ZRATHEB AR BT R 2 BRI 4 AR L LS 4 I 2%
PRI | 5 SEWTG | 22 K 1 e Ak | i A e 00 47 e i 45, A 4
AR T (FEAG 48 P /IMA IS AT IL-18 IL-18 THi) AYIENEIR &
A IR, VRN AE NP B S 4 S bl 3 2 6 B Y
VEF . FERh 2305 i 3 B B, 46 M I e 41 0F P2 AN &
TR AN]SR, TS 48 4 B 3R A 2 R R
o R RO EYERIR . AT IE S R/ MABE A S0
RYEAIMIFET-Y . NLRP3 R YE/MEJE S NP B R i B R
PEAME

WFFE 22 NLRP3 ek /IMACHE i 28 20 8 1) 22 Fh % 1k S i v
AR, TEA B 245005 1/ RUBE R th NLRP3 48 P /MAR
O 2 G 08 5 R M/ A DG R I IL-18 IL-18 L ASC,
Caspase-1 il NLRP3 /KT A OC, eAh, X+ NLRP3 JE [ a B
JIN UK 2 Al B 1 28 TH REHE AR, e BEL M S R i/, 32 B T Rk
PR s RIS A 200 R, 41 B ] [ {IK NLRP3 &
PE/MA S U SR R AR A 2 B A e bE R DY L W
SR AN MG A R 7 (CCT) K R R S S A TA
fh) C TR A 2245 AR RT3 5 A1 NLRP3 4 vk /IMAOSR I R 0
S A RIE I  NLRP3 4 /N R 38076 25 41 20 oft 22 R i | 3
FER SR R ANINERRRAT Ry, I 2 BAT 24 PN R FT 3 5k f2 1F Nef2 4%
Gy FBHIBT NF-kB 4% ) 7 K B AL NLRP3 (19 3235 R, AT
U A 2R B S L A RIS IR 2
5K AR T A5 B8R Caspase-1 | ML 1L-18 K 40 i A2 =45
W) LDH FehThi , O HEI0 A e 5140 )5 3 1o 5 - A e T
AR ERVESR . B SRS I R R RS S 4
955 PR AR R R R Y | agomiR-99b-5p 3843 T i NLRP3 ik,
HETHE] IL-1B A1 IL-18 3R IA AR WL Y 98 14 SO, DA T 4
TS AR AT AR T A T BE e Z B, Hua 25 ES, A2
JBFats 1) 5 T 40 B ( Hue-MSCs ) ZMl A3 i miR-146a-5p/ TRAF6
IRARIG R A WP RN A BEES 1 NLRP3 M/ IMA S, i
TN B MM (BV2) A5 T, TR R M 19 1
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L) 09 S YN 2 S R B2y b e

I, WFSE A6 NLRP3 A3 B R T 0H R 1 2 A8 v
AR FBROR R E W, 76 e AR AR B 175 1 PR s i 3 4o 2 7
N AR RV T 6 Ak 38 ) 5 AR A 26 5 p 0T vl B g
| NLRP3 (#4005, I 76 75 #R M 2215 s 7= 2k TL-17' . Cheng
U HE 2 RO RS /)N BRI M e 2 78 K B R A AR e 22
2ot & B S K SE ) NLRP3, 5 AT 55 25 5 — 3, Sun
I BRI AR A ALUP LB 1 FEIB I GSDMD ) B
T, I % B4 Jhkad ] eI NLRP3 | ASC Fil Caspase-1 mRNA FIZE
FIZKF Tt R, Chao 45 76 K B 95 Ji bl 28 Jif 455 704 o 2 B
Caspase-1 NLRP3 | IL-1B F1 IL-18 Ay £ 5 T+ &, £ M E T
HEGR

UEAh PR iE NP al e oo 5 o R 380 SRR RS
BRI ES R AR A B P U 7 A #8 T RESE  P JE Y
IO A5 NLRP3 Rt/ MG A BTSN 9 5 9 1 %
5T P2X7 A SHOAMBET- ) PR AT IE 5 #2008 (PHN) K
B P2X7 Rk L, P 5T ) R 3 Ml &, FE T3 SR, 7E PHN KB
o P2XT SZARAESUF BBG R AR B, B 1k £ TR P T
R AT RE L P2XT 324 A HIE A, T P S5 ) SR, kA
BT

o

KT R, BN FHRESHRS NP A RIELER,
Wang %54 % B8 B Z M) NF-kB/NLRP3 AR5 A5 5 %, 15
HlEET, NSRRI NP I E R, N TR BB R SETZ
[E] A AT REIR R I TR G BRI 2 25 L (SNL) #8588 47 0 S5 56
FH,SNL & R HU™ E KR 58, HALE v 8 SNL i
NLRP3 1 NF-«B 15 5 o 2 b 98 2 M 4 i B 7. 245 4 40 il
NLRP3ELAG R AT A0 At RAVER

3 HEREMEEBERHEETIETRE

H AT 140 7R |, AR T i gl AR 2 ik 12 5 1 £
RMELIR AR R B TIM I . B, B LR 28 P /N A 38
ZH BT RERRAE T — A B 1k A TR ER L 7 A G 40 B T i R AR Y
B, NF-«B 8 ##JE NLRP3 2P /MA S 2h Birao /& A9, Bk
NF-kB 3l [ P3G R I AR TR 1 i, KARTLA R
FRELZE AT LU AL 0 ) NF-w«B i 0 T 0 s 40 i A T 1 BBy
Be'7 . Sun % VSIES 4 WkGE i 1 > NLRP3 48tk /MA R AT
VR P 2 R R AT O R S, X Se K AR 25 L B
UER3E o #00 ) NLRP3 Xt J& [ # 2 0 0m A 2 i . £ T
NLRP37EAET A E T W72 1Y NLRP3 il 512 — MBS
— AR,

Caspase-1 TEME GSDMD IL-1B il IL-18 HIBARh E X E
B, RILE X Caspase-1 A3 - & 8T 6976 97 58 2 —Fh
Hmg, BRI 3 PP Caspase-1 BIHIHIF#E4T T W4T : Emricasan
VX-740 ( Pralnacasan) Fll VX-7651 | Wang %51 W 52 5] 45 ¥
VX-765 T A 3G fF SNL s PR i 2290 B . Western
blot 73 #7 il 7%, VX-765 58 M —HE Ml T SNL #% Al
Caspase-1 \NLRP3 . ASC F1 GSDMD Kt £ ik, #4538 K A
Caspase-1 fHI VAT #2008 B E AR 2 43L TR

GSDMD R4 £ 133 B2 b (AT 40 T, AR A R4/
PRI ZR N TEMERISMERE(S 5 . B8 1, BiLik GSDMD 51 %
B AT, AT 8] 482 100 61 B e A 28 1 SR I S T, DTG 0 A T 452 1k
HHTEF % GSDMD 4 41 il 452 AR 7T 43 S W5 2. (1) 9 A 2 48
Caspase Y] %] GSDMD AU ; (2) FHIKT GSDMD % 2 5 it/ alg Jli
ALY Yang PV HE T GSDMD 45 Caspase-1/4/5/11 #HH.
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VEF M YIHEIALEL SRIS A LT GSDMD i A= M i ) ( Ac-FLTD-
CMK) ,i% 25 ] L) '5 Caspases %% &, B 1L T % GSDMD # Y
F AR AT — L ORI 2 ) R 1] LA

EY SR éxfﬁii‘ﬁﬁr o
P 285 BRI (R T AR VR T S A TL-1B AN TL-18, A E
IHEET PREZEM, RECLIEWE T ME IL-18 1 IL-
G AL SO LB BRI (HRE 2B AR 259

FF i 298 B PR I TR T T SR TE

4 INEERE
o g PRSI AE A T A2 R T s, AR AR T AT e 2

TBIT I ZR BRI A O . BARE X T# T T

Mﬂm ATy B — P TR A TR, A e S

HALIE A0 AL T 19 56 &, & AR X B9 40 i 8 T AT BE Bir [ T

PR, i 2255 BRSO (1 A JR% . 30K 0 2 i 22 BE PR PSR R T

LA NEN IR Z— . K, 8 P& LA R 22 20

JRFET Z [E] W AH DG , I8 5 REAE W] I 98 17 2248 s i) 2 4 43

251 XANO B A T A A [R5 7 5 P B A 2

SC T ELIRN g i 29 B PR 1) 2 9 BIL AR AR T SR AL TR

SEBEFNTT 1), AR, B WF ST BITR A, A B2 il 22 5 BRI

BF R T BB T
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