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Research progress in pyroptosis in pathogenesis of cerebral hemorrhage
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[ Abstract)

lation of external factors, the cell begins to expand, cellular fluid flows out through the pores, inflammatory factors are generated to

Pyroptosis is a new type of programmed apoptosis of cells. During pyroptosis, the cell membrane bursts due to the stimu-

trigger inflammation, and the cell collapses in the later stage. Pyroptosis has been studied in the fields of neurosystemic diseases,
infectious diseases, autoimmune diseases, and cardiovascular diseases. This article reviews the latest research findings of pyroptosis

based on its mechanism, its role in cerebral hemorrhage and some key factors, to further explore the pathological mechanism of cerebral

hemorrhage , hoping to provide a new approach to the research and treatment of cerebral hemorrhage.
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[RIREEAG FH M, 1 caspase-1 5 caspase-4/5/11 FfA4
[FIJE, "L H caspase RG-S AT BB,
1.2 HRETSHEEEAT

P I S A A A R M D7 T R A —, B
RTE DNA Hi45FE R % 8 46 K/ B caspase A 44K it
PEEARIRBL, (1) M BAT 45 AR E ) DNA 45
Dkt K iie 0, 4 a1k 42 DNA 7% R 2
BEALAY H A0 ARG 28 o T A T
DNA [} ( caspase activated Dnase, CAD) 28 caspase
1HAEITAE CAD B2 I (inhibitor of caspase-activated
Dnase ,ICAD) #ilifi] CAD RYZL[RIFEHI T 451457 DNA iR
YffA, H caspase-1 B AR T LIZLA# CAD, {HHIf:
ASHMEAETIE R, (2) AIRAE TR RHEPER B
TEJRERE L AR P IR RIS A 3 7 1H, caspase-1/11
WS & D (gasdermin D, GSDMD) i& 1L , 40 ity
RETRGH R B REIR O PR, 7 40 i REE 1 S vk i
TN T . (3) 5T ik A 4 O T F
B AE T IBINL caspase , caspase-3/6/7/8/9/10 K4
TEAAE R T, 0 A2 T R 2 BRI caspase-1/11
KiFEF AT, (4) =BEER IR 17 (adenosine triphos-
phate , ATP ) ZK-F- 0] &4 8 T- 40 e, DNA i1 )5 2 8
—WRRRFT 1A 2R & (poly ADP-ribose polymerase,
PARP) A] LAGEBTE M ITIEAE ATP ., PIIL, T 4EfF
ATP 7K, caspase A ZL#F1T I8 PARP AT 45 94
T-40 My, e —#r &, iR caspase-1 e 24 fi
PARP,fHJE PARP JF A2 52T
1.3 HEETH 2 MyLEEE

AMBAETHY 2 FRHLHR A2 4300 J2 caspase-1 415
25 LI 58 FE IR A2 F caspase-4/5/11 /- F AU AE & L
RURSERAR Y FEB— R AR v 20 b 53405
FHFAR L 43 F- ( deoxyadenosine monophosphate , DAMP )
264k caspase-1, 1% GSDMD Bl H: N K Ui 7= 4y
(GSDMD-N) , 5|k 4l L £E 7=, WX T2 — Mg fe,
RIEKFF caspase-1 FAS 5 | AR GSDMD,
Z4f# GSDMD [ A 55 £ 202t caspase-4/5/11 i 1
4 RG24 (lipopolysaccharide , LPS ) 3% /5 5E .
1.3.1 M fE T FHLH 7R
1, Toll 52 M 5 4% HF IR 45 5 5F SR AL BURE 52 1K
(NOD-like receptors, NLRs) 1R H AH 5 43 F1 %f H:
REHEAT S 5000, 2 R 453405 B s DT AR A =X e
LA AL FE 0 A AE /MA [R]85 B X 1 B
(nuclear factor kappa B,NF-kB) , X #5405 K 45
NOD #5235 1 4544 A 5C 8 1 3 (NOD-like
receptor thermal protein domain associated protein 3,
NLRP3) . TL-18 Fij #& ( pro-TL-18) M TL-1B Hij {4
(pro-IL-1B) %, X —RKARJE/IMAELSE NLRs SR A
R, Hoh i A B2 19 NLR KR, A0 4%

NLRP3 FIZH TR 45 & 58 RACL A SiRE 2 AR 4
( NOD-like receptor family, pyrin domain-containing
protein 4, NLRC4 ) %5, H¢% UL NLRP3'™ | kg
HH T 15 1L caspase-1, NLRs 61 & 5% & R A9
C R, FF 7 A A 25 1 P ) S5 A0 e, b v e A
M2 45 & 5 B 45 ) B ( nucleotide oligomerization
domain,NOD) ., NOD ¥4 NLRP3 5 J& T AH G BE £ b
#EH (apoptosis associated speck like protein containing a
CARD,ASC) %54, ASC 45T caspase ZXIRAT K 554E
5 caspase-1 FjA (pro-caspase-1) Z5&, I’ i 7= 4=
T NLRP3 #AE/MA, ¥ HA TP caspase-1 M
pro-caspase-1 H1 43 &5 H Ok | [6] B 3% 46 1L-18 DA K&
IL-18, 5 Bt [F] i, GSDMD o 4% V1 1 1 1 2 4~
G REERS BT 1 2 LA T MY GSDMD-N,
BRER BT AL T A FE O 10 ~ 15 nm (/)8
FUB, H T X P LB R R ARG 1 400 B 5 PN A 1 25 1
BBEE 7K 53T SR BN i S L B - A, A0
FRI5 375 3 T WIS TN, 20 Y 06 M i, T I e
RIEPIR B R AT

1.3.2 dE&RSdffE T FOLE fEixiEs
B B SE R H B caspase-11 FIT A [ 4 H iY
caspase-4/5 , S| LPS H- 52 R p= 7k SR )5
GSDMD Fi# caspase-4/5/11 47 S , 7= H= 4Hfifd £
T2 [l T AL 19 2 2R S GSDMD-N i NLRP3 &
PRI, TR AEI T it FCAR (4N LPS) 4551446
4 1k 25 1 88 (myeloid differentiation factor 88,
MyD88 ) #7155 FASE4E 3] IL-324A 1 (interleukin-1 type
I receptor, IL-1R1) il IL-18 3Z 1K (interleukin-18R,,
TL-18R ) 41 fi 5 [X 38k P9 19 Toll F¢ 52 (R 45 b 1, 53K
IL-1R 4 3¢ # W (interleukin receptor associated
kinase ,IRAK) (555 B85 A A B AL . 2RJF TRAK
MEZAR-MyD88 =& Wy Hh R Ok, IR 5 B3 2 %
LTI IR SE K - 32 A AH OG- (TNF receptor
associated factor 6, TRAF6) B8k, 5 & H 1z £k
I A 3% 4k A= K P F (transforming growth factor-,
TGF-B) ¥ i% B 1 ( transforming growth factor-B-
activated kinase 1,TAK1)""*" | 5 pb[FlAF TAKI #4715
kB G2 AW, IHAE IkBa A T LR e 2k
NF-kB, HYCHIE NLRP3 RAE/MA, 5 UL AR T, 7E
LA 42, AR N Y caspase-4/5 5 /N BUIR Y Y
caspase-1/11 TJHESSM.,

AR, Jiang 27 % B, caspase-3 Al %X} GSDME
HEATOIR A N A b Be, [ AE BT s 1T AL R,
SIRAMIAET, Zhou S5 "™ B 5T B, 16 M S RE A5
SR AT RN TR AR B O SE R LR Y
B R EL 4 e dfE -2 A ( B-cell lymphoma-2, Bel-2) ,
SPECN I P A IE {2 (cytochrome , Cyte ) 38111
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AL caspase-3, WG PERRE 51 1Y) caspase-3 V) #5142
ikHY GSDME 5| & i fE T, Ak, caspase-8 AI 1]
# GSDMD 5| &A="',

2 T Sk

RAE RN AE ICH ML 4H 17 35 822 A £5 ) ICH
B, SARE /MR AL, £2 HE 5 AE Bk, i 2 R AE
JNE L, I GSDMD A P4 £ T, S 2 ICH N,
1E ICH & 9% B ), caspase-1, IL-18 Al IL-18 [
mRNA S AH 5 P o 20 e T 4 e PN ) 38 3 d
Wahm, P AU AE caspase-1 Fr 5] B9 28 HL 34
W, R A AN AT, 118 K IL-1B X S R IE
PR —F DA A7 35 S5 PN B, I e TCH 7= A 4k & 1
iE

Chen %5 % 938 53 BRI ICH J5 #1128 9C NLRP3
R P 240 Jf B TR AR, BT LA Rk 3% ICH J5 M 2 T RE
H AT PR 1) 72 7 AR 2 o 2 3 2 4 il /N s
JAIME NLRP3 3R 35, 7F ICH J5 ZE ML 1E
AR RN AR T K- 5 1CH J5 1R 2 T g 5 1
M, Li % LR H FAF ol L it NF-«B 55
A SO T A A T, DT A AR E , BB i AR 4
R HLA RREL A Ak S 6 1 22 R K EE T
Wb TR T, IR UE O ICH J5 1Y T BE K
2P LR AT S ICH B U AH G, T
FOGT AR T A A DK 0T BE AR R R YT ICH BB T
Z, BTN A TS B AR TR R R T B
caspase-1 ,GSDMD NLRP3 454 F [ £ 7 ICH 1 #Y
YERALE R IR
2.1 NF-xB 5%

NF-kB fE} NF-xB & 55 0 —Fh, — e 20
MR ORTCTE MRS M 5 AN R T RO S
NF-kB 7] DLitE A UM% N, IT285 5 AR 7 510, A
TR RE A DG BE PR ) B SR T 1, A WFSE KB, ICH 4 h
ML S BEORRE TL-17 LIS NF-kB p65 , #% A
T «B RERSAEHE T 20 (%) 745 £k , DA T 80 384 B 2T 4 4
JHL P9 B2 0B 4 3 0k TL-18  TL-16 25 485 A 7, e &
P& BAAE RN 1Y) K A 5 R | DTk — 25 i 5 i 4
A5, ICH J5 5 2% 09 41 i [N 5 I 2% 33076 NF-xB
WA NF-kB A 0 5 55 v BB 45 R 28, ]
S 6 B 201 0 B DRI A 40 i 2 T A2 AR A
Mo T 192535 . I, NF-xB 2% 5 %5 51 3 145 P iz
20 6 AR AR SCAIL R, %o T U8 T R SR B 3R AR HE
FEAE ], Zhao %' WF5E 2 s, ICH If b B &
NF-«kB ik B3, 45 ] NF-xB kA7 F] T4
il ICH 48 i Sz I, /> Fiki 40 it 2 7 B A1 1t 485 4
i, £ Ln]HI NF-kB 25 ICH FH7ERG A FE T &
T REE

2.2 caspase-1 5 ICH

Liang % fifi ] caspase-1 #l1 il 57/ H T 1CH
B, 25 5 22 3 U I ek Jos Bl A TL-18 \IL-18 & i
WD X R caspase-1 AT ANE] ICH )9 5E N, JilJE
A ERAT . caspase ZEIEIL[A] 7 5T 40 AR AR e
e, Hujfh TPATAIEE T A Y S caspase-3/6/
7/8/9/10, & Hl AL AE T caspase-1/4/5/11, 4l
O ) caspase-1 BT 8% 9805/ IMATE AL 22 J5 T B
caspase-1 PORAA caspase-1 Z5qMEfET- 2 )5 EERE
B IL-18 5 TL-18 Hi & U1 %I b A i 1 1L-18 5
IL-18, f28E 1L-1B  11-18 R ; X T H)%] GSDMD,
VI 1) GSDND-N FIZH LA NR 85 (145 6 A A
AL B, TL-18  IL-18 5 HiAth fi % [ 7 28 th FL B
B Z= oGS 5 0 I, T T A AE T, 7E
NLRC4 753 HY K B ICH RAEH, # i caspase-1 1
AL B DB M 4 2200 L 453 0 B 1 o 4 B A T, R AR
KER g E
2.3 GSDMD 5 ICH

VLA SR AR A B 58 UE 52, FEFL 2K R ( Gasder-
mins, GSDMs ) 1 &% A GSDMA . GSDMB . GSDMC ,
GSDMD, GSDME LI & PJVK ( Pejvakin, 78 F%
DFNB59) 3t 6 N A, i X T GSDMD & H I 58
FE A2 IR GSDMD i GSDMD-NT Fi
GSDMD-CT ¢ #H 56 45 4 38 £ 42 9 #4 1, GSDMD-CT
Al GSDMD-NT S 22 J5 HARRT BT, 1F S X ARk
XEERIRAE GSDMD EAT A #6I/EH . X [ il
YEF 4 M caspase-1/4/5/11 35 AL 24 i K g 51 K& £
T, Kayagaki %' #F5% W, i3 £ GSDMD-NT i
b SOR RS = AR 20 B A T, GSDMD 2 41 fify £
TR B AR 1, AT A A [R) 345 44 0 2 400 i S Ay 5 4
AT, 7= A GRE SR, IR AR 3 it 12 A 5 o 2
i, ANMAET RN T, GSDMD A] 4 g e R ok
B 3 A0 ) I
2.4 NLRP3 5 ICH

KA WFsE £ W, 76 ICH 75 5 1y 4k & M #1155
W S RGeS RAE N S5 Hodr 20t P 5 R
BT PR B R4 T OCHEEH , Hoh NLRP3 e B
fRZ2E AT AR NLR R 50— 230 il , IF 7 A=
JHT- M R BE S A LITE b caspase-1, WAL
caspase-1 Zf# > GSDMD . pro-1L-18 Fl pro-1L-18 , Jf:
SRR T & IL-18 A1 IL-18 Bk ICH J5 4k
KRR R R 30055 | K R BN, (AL R IR
FBTHERSON ) B LA 43 (A0 il 21 88 1 FER ) 1 R
DL RN IfiL b f A 4 A B L (AN R E ) B, B
G N A DR e g = 1 D &7 3 s R )
WA, 77 A RAEIR N, NLRP3 R AE/MAT]
LA™ S ML ik ] R 2 e T, U HORAE ICH B4 5T



I:P“ﬁi%ﬁzg%gﬁﬂﬁ 7]‘\‘AL4\ 2023 fﬁ 8 H 28 El %22 %

%5 81Y] Chin J Mult Organ Dis Elderly, Vol.22, No.8, Aug 28, 2023 - 619 -

T PR JEAE S I G 5 B 0 B AT (2 A T, NLRP3
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FET IS, FE GSDM 5 111 5305 10 S g 0 1 Ay 1 A
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J&. WHRIESE ICH J5 NF-kB | caspase-1 , NLRP3 )5
GSDMD 5 [ 1) 3 R e iR 1 &, BRI, X 5 | A 4 i
FET Y AH € 8 W 4 NF-kB | caspase-1, NLRP3 &
GSDMD & [ #F47 4% 236 7 ICH 187 5 % .
WA AET-HE ICH M58 b A BRI 28 G, 7FH
KAF 5 BT BIR AR R, HIRYT ICH 4887
], FRR, BT H AT T 4 M AR T py i 1) 25 ) 9F oK
T2 I AR, DRI 5 R ) I AR 3R 6 ok 56
UE, e, T ARAE A 72 3F MUY 380 8 448 sl H Al 4
WRigAE S 1CH MY OCHRTT 2t — DR AHST
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