- 618 - PR SR DA 201946 H 20 HEE 194555 6 ] Journal of Neuroscience and Mental Health, June 20, 2019, Vol.19, No.6

NLRP3 2 /M 72 55 W iR T B2 i A O afF SR

e R

637000 & 7., N b E 5 2 B B Be Ay 22 90
@A BB-F, Email: Txping1971@163.com
DOI: 10.3969/j.issn.1009-6574.2019.06.017

(FEE ] R IRBET Bt I (SAHD) J2&— o 0P oG I 595255 , 0T 472k R RN B A #E SAH B &
SiE PR A EEEAE 10 NLRP3 St/ IMAAE 9 SOy vh e SCRVE T, (R B FIBLIRI A Rratt—25 B
BUERXF NLRP3 %M/ MATE SAH H (VR B SGRIFFEAE—2538 , B 7620 SAH (I PRBFSE AR Y7 A s S it
MG E,

[ SEsim ] BRI i ;  NLRP3RM/ME; R

BEEWMB : IR & 5 H (CBY17-A-ZD09)

Research progress of NLRP3 inflammasome in subarachnoid hemorrhage Chen Tao, Tang Xiaoping
Department of Neurosurgery , Affiliated Hospital of North Sichuan Medical College , Nanchong 637000, China
Corresponding author: Tang Xiaoping, Email : Txping1971@163.com

[ Abstract ] Subarachnoid hemorrhage (SAH) is an acute cerebrovascular disease. In recent years,
inflammatory responses have been considered to play an important role in SAH and its complications. The
NLRP3 inflammasome plays a key role in the inflammatory response with its mechanism yet to be specified. This
review focuses on the role and related research of NLRP3 inflammasome in SAH, aiming to provide references

- LRIk

for clinical studies and treatment strategies of SAH.
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Ik PO JIs S s HY 1T, (subarachnoid hemorrhage, SAH)
S — Rl ELA VR P T AR R B R 10 M I 1l A
W, 25 A 5%, SAH HLAT 5 2% 1 s B AR B
¢, H B Z2 AL CAn P P sy A L il 2> |
SN ST (T | A B SRR L AR T )
T 4 0] F 2 SAH J5 . 4] i 452 473 (early brain injury,
EBI). it Ifil 525 (cerebrovascular spasm, CVS). il f
7K (hydrocephalus) F13R & P4 iii fi# 1fil (delayed cerebral
ischemia, DCD) 45Ff SRE Y &4 7 4Rk, %otk
BN TE SAH K HIT R il 4 s A, OF:
R 5 O i T 25 DIAR E 0, T NLRP3 %
PE/INMATE 58 2 BOBE Fh B OB T, NLRP3 48 14/
RTE SAH AR BTG 5, /T caspase-1 FIPLTE , IF
RERCIL-1 8 FIIL-18, HH 51K et s 7, Bk
NLRP3 R/ IMAFE SAH H 5T 2 g a7 7 e

—  NLRP3 R/ MAKE A

TRV RIE RGN AR —FhEZ W 3 &
B R 8, AEAMISAA: B P R S R LA

i 3 A 2 1) 32 IR (pattern recognition receptors,
PRR) R 51 9 5 A1 ¢ 43+ B2 2 (pathogen-associated
molecular pattern, PAMP) %, 1 177 4 5¢ 43 + # 5{
(damage associated molecular pattern, DAMP), 1G4t T
WA T, AT | R AL 4 B B8R AR 48 P S
HEMTRETA A AR T RIS 2 R AR,
RVEART] K IT P ATTRES & F R AL S5 15k
(nueleotide binding oligomerization domain, NOD) M5
Ji% A PYHIN(Pyrin and HIN domain-containing) 25
FW; Wi 45 NLRP1 . NLRP3, NLRP6 . NLRP7 %,
Ja B LG B R Bk = K7 -2 (absent in melanoma-2,
AIM2) 21,

NLRP3 4t/ IMA S NOD BE S g iR 1 B
W HATHR SR 2 B2 /MR . B 32 NLRP3
(M FK eryopyrin B{ NALP3), &4 2 ot K 4 [ 55 4L 451
IR IH T AH BT SR R H (apoptosis associated speck-like
protein containing a CARD domain, ASC) F1 2 Bt KX
A R T —1 T A (pro-caspase-1) 4L a2, Horp,
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NLRP3 2y HAZ.O & 4r, EEAAHE =45 C- K i
N & 5t A MR 2 ¥ 51 (leucine-rich-repeat domain,
LRR), Al Z 55 aR A5 5 hE A RS &
5 R 1k 45 15 $8(nucleoside triphosphatase domain,
NACTHE(NOD), il FE SR, IFS 5 R M/
TRBIE L N- A it A5 R L 2548 58 (pyrin domain,
PYD). Bt K 5 H [ 5% 4 45 #4 8 (caspase recruitment
domain, CARD) %, 2 5 R/ MEIEE 514 50
Fi. ASC RN —KELENEEEA, BEPA
FE AR PYD A1 CARD ., 244N sl P 51
FIBCYIGE NLRP3 J5 , NLRP3 385 PYD A S [A] A1 K
HZ [ A A BAE 5 ASC 454, ASCIU3#E 122 CARD
EAy AR R = pro-caspase-1, 5 23 % NLRP3 4 P /)N
&, I B I caspase-1, {2 #EIL-1B . IL-18 [ij fA(H)
pro-1L-1 8 | pro-IL-18) f) i35 B ik, 25 %Pk %
I, FEAR B A T

NLRP3 5 P/ IMATE AR 2 9 MBI 1Y K Az M
Jie b R rhPH Y A A, A0 R L 2 BB R
Bl oRAERE AL | P 22 1R AT P s (AN BT 7% o 1 R
25 BIGPERHR A | R A st R ARk
RZ R NLRP3 R 1/ MA S 5 3 SAH S5 1Y ¢
PRSP, BRE NLRP3 S MEIARTE SAH J5 R AN
M EARHLHIA 2

.. NLRP3 # M/ MRS LB

HATHFFE BT, NLRP3 8P/ MA B30 45 W
MR, 2, HURIE S PRR U AMNE S P R
PERIA il 2 5 M55, 3151 & Toll 32 44 (Toll-
like receptors, TLR)/#% A ¥ k B(nuclear factor k B,
NF-k B) 15 516 3 & 42 19 BT , £ #E NLRP3 &
T i# pro-1L-1 B . pro-IL-18 [ & ik 34 iy 45 — 4,
NLRP3 %P /IMA 1) 41 2 58 1, fitl & pro-caspase-1 [11]
AIEMER caspase-1 Ak BN TL-1 B . IL-
18, Z 5RO,

HHT NLRP3 2 M/ IMA TS AL EAE L, H
AN BOE LR EEA LR 35 818 ToNE
VA A B B AN ZH 4R R R LB PR
(reactive oxygen species, ROS) E@in[ lg]o & Fik =
R EZALEI SN, A H AL AL HIU RS NLRP3 &
Pe/MA, AngoRi A5 403 )5 DNA 00 B HO R
LRI By 3 2 LR A B T30 B A A A
ViR RERERG 45 SR NLRP3 48 P/ MA B 1
PENE ST AL A T — 2

= NLRP3 G/ MA S R I T i

SAH J5 U/ NE 2R A A AR A R P 475 2
T MSAH AN BT 19 2R, 51 SO 7 H A ik

LR EEAEH . —MBIEOLT , R RN AT LA
B SAH JE LA N B FE T 40 M sl HLAh o 5, JF4E
HELH AU 1 Bl A s (R, 2 B AN Az 45
()98 P SN AT S 0 SAH 5 4 45 425 A0 100 Jiki ot o )
WA, AT | sl i i i 7K i T SAHL i 4k 2 44 i
TR

PN AL 5 1 20 ) 95T ATARE 5% AT e R
(R > SAHLJR D68 400 M (L B4 / 5 e 20 i A
w40 ) 38 e A R A i B o e A A B, )
TRSZAR XIS, ST MG %) G B A0 A4 A (/)
R AN A5 5 Bt Js 5 A /N J o 4 = A, R
ZFRE 5 A0 0L PR 7 AR AL PR 7, X ] R ol 22 200 if 2
2 A, I AT AR A0 B B4R B N
L EL/TREN

HWFFIESE, 7E P A 22 R4, NLRP3 222
BTN BT AR, IV JoT 200 A H %) NLRP3 9 0
J5 , JEHUNLRP3 RPEE 514, pro-caspase-1 8 VI #I L
| 7kﬁ$ﬂ£%(caspase-l p20 i caspase-1 plO), I
pro-IL-1 B . pro-IL-18 ¥% fk Jy WL 3 A IL-1 B | IL-18,
PE—2 7= AR AN R -, 51 & RV E S 1 S R
HFE SR EAMPET > PRI I B NLRP3 4
TRTE SAH J5 2 M SR HH %) 43 F- L 6 T I R AIE 5
FARYY R A 2, 1 H AT AR 25T 2R
FH2 € B PCRZ A 20 M H NLRP3 mRNA &3kl
Western blot K 41 Bfd 7 NLRP3 25 1 &1k .

YN —FZEAE AW, NLRP3 RIE/IMAR TG
FEHLHIFE SAH S I 0 1) & AF & e i v i A
B A AH B UE B, P2XTR A T NLRP3 R 4
JIMAR 3R, H P2XT7R/cryopyrin 28 PERAS S5l v] GE
2 5 SAHJG KM & 212 Chen %528 75— 01 1fi 4
N 28 LR B SAH B AU S 56 4 57 R FH Western blot
A8 D0 40 eryopyrin(B NLRP3), P2X7R Al IL-
1B, 45 1 P2X7R/NLRP3 R LIRSl 7E SAH J B
R S VNN NTTh 7 i 1 PSR R R 2 i 2
SEEBI; I HAFFE A R & BLE it /N T3k
RNA (siRNA) JJLER ) eryopyrin 8% P2X7R 1 P2X 7R/
NLRP3 RMEARAE 38 B, AT caspase-1 5 1k &
IL-18 5 IL-18 MRSk, 3% SAH 5 M D Refifig 5
7K. P, P2X7R AT RERLCARYT SAH J5 4k & 1
AL R A SERT AT BFSEHGE , ATP 5 P2XTR 1Y
54 TR UEER TSN, S BINLRP3 PR A 41
e SR T SR SCRR IR A BT B TR M

SAH J& , ZEhi iR 1 D) RE RS AT 320 5 ROS Y
FEHE S TLRINF- k BAF 515 F:i548, fiE i NRLP3
(8T, M5 5 98 R S BT 19 %2 A2 o Shao %620 1
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— T K B SAH AR ) 52 86 BT 5% 0 2% i Western blot 125
K1 pI k B o (B 2 1k NF- « B/P65 11 ] 25 1), p65.
NLRP3. ASC. caspase-1 fl11L-1 B , & F RT-PCR £
MIL-18 . TNF- o B mRNA 7K S, DL K 38 5 ) 5
ROS [ PN TR 1 1 B 751 68 480 Ak 4 57 Ak il (superoxide
dismutase, SOD) I+ bt H ki & AL P (glutathione
peroxidase, GSH-Px) DA 7 fEROSIK -, FHogh 3k
W, & & A ER K (HS) — 7 T v] LIl i i i NF- « B
p65 I 5 57 8 A A%, I3l R AR 4 R 7
(INTL-18 | IL-18, TNF- o 5%) BB 5 NLRP3 [ 3
ks 5 —J5 1, HS ATy /b ROS i 4 A%, #17 NLRP3
R/ IMERECTE | FEAKIL-1 8 F1IL-18 BRI, AT
V% BB (4 48 VR S 1% AR ML 05, KB ER R
JiB 222 1S LT 5 5 U /L ROS I 4E i, 4107 NLRP3
RME/IMERTEAL, W ATL-1 B S IL-18 77 4,
M8 SAH 5 EBT ) 484 S iy, 3 Ho el 3% 5
FiAh, SR AT E 1 L WEAE R ] NLRP3 58 P
KRBT, Cao %5 Y WFSY L AR B R AEE AN 3 5
kiR A MEVE R A S & [ 26 ik HE, #03 NLRP3
PN/ IMA B , R 98 4 P 197K -, T &
FEHUSAH G EBLE R 2 N BEAR I . Li%s ™ %
PR, FRUPY 7T T A A B R SAH S 20 % 1 WA
H ] NLRP3 4 P 44 Fl caspase-1 19 15 4k, U 55 42 98
G JfL A - B 2R 36, AT 035 SAH J EBL; iZ 0 58 18
T I R S K BAE TS S SAH 1 h i i R S e v
caspase-1 f1 il ] Ac-YVAD-CMK %& B, 1240 il 35 g
FEARIL-1 B FIIL-18 A, RNk I, eestpp ey
fi, ;X FHH caspase-1 7E NLRP3 BRI RS0
rhOR FEE AR, SR BN G FE it —20 B
BB A, SAH 5 NLRP3 48 1 /IMA B B0
IS Al 33 RIP1-RIP3-DRPL I TN S, RIS,
20 AR - DA R B RIPT(RIPK1)-RIP3(RIPK3) & &
PRATEES) J AR 1(Dynamin-related protein 1,
DRP1) 31 , SRk kA= 2 7, 1 LRk g5i 473,
7= K ROS, AT NLRP3 6 M/ IMA L Zhou %)
& BLAE SAH Ji 5199 1 FH Necrostatin-1(— Fp 3R 7€ P4
P T4 7)) BT RIPL 8% RIP3 . B/ 1L DRP1 i
NLRP3 % PE/IMERIR 63k 75 —T5 T, RGRLR S
ZUANHIF (mitochondrial division inhibitor, mdivi-1) A]
FI4| DRP1 28 AR I8 , Bl 4 b AR (1% 45 473 Fl ROS
[ 7= A, A NLRP3 48 P4 /AR i 380005 , 4 1 ik 5%
SAH J& B i /K B AP 2 DhRE S . SERiTA BFoE £
NLRP3 46/ IMA E AR/ M R4 1 323577); Zhou
A0S B I RIPL . RIP3 . DRP1 [ %1k E2 5 /)N
Ji 3T 44 i B 3 AR A O, X i#E — 2P JiE 5 RIP1-RIP3-

DRP1#42 1 2 5 E|SAH 5 NLRP3 R /MRS

B2 A, S oTin & B AR 5 (Prerostilbene) |
F2Z 5 (Resveratrol) A1 FEHEIKE (Dexmedetomidine)
A2 T 3 3 ) NLRP3 48 P/ IMA B80S |, Sk
B2 SAH J5 K It m AT DiRE, (B2 H A
TRAE FIBLEA Rt — B R 5 2212 X BeRF 5
HA] & FR, 7E SAH J5 , NLRP3 B930S 35 S Z R L
SR, H B ARSI B R AL 7 o — 2
T

g /NG

SAH & /™ 5 [ A I8 2 0 , 2o 3 1 9% M I g
Al Jin B SAH S i #5143, 10 NLRP3 48 /IMACHE 98
ALY 5 S (Y N E R I8 S Al A S
3 NLRP3 48 M /IMATE SAH h I VE T, FF 3= W H7E
SAH 5 EBI H i B2 AEF, H NLRP37EAR 2959k 24
A 0 e 5 A (0, BELBT NLRP3 P /IMA Y 1%
A R T80 SAH I ROV, DTS SAH J&
EBI M H ARG . SR NLRP3 2P/ MATE SAH J&
EBIH 9 3= SE0HE HL 5 R B EHVS 2. BREBIAL,
ik 145 e 2R | AR 3R & PR Bk M S50 ARE Y S
SAH JG A KL FUR AH 26, {E: H FT AR A9 R R R
NLRP3 R/ MAZE S 5 350 B3 L AE 19 & I AL LA
K E i ER . B, 76 SAH H, £ X} NLRP3
RMIMEBIBE A TRt — PR R SIRIE, i SAH (1)
TRYT L0 SR mE R EE AR
FUZEIRZE S0 TAT (S AT 303 T R 25 i
EERBAM  VORMICE 55 BRGE SRS S WRK , 36 S B
R T
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