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AT IR &5 & SE B AL 45 ¥ 3R 32 7R 25 1 3 [ Nucleotide-
binding oligomerization domain (NOD)-like receptor family
pyrin domain containing 3, NLRP3 ] 5 /IMA 55 & R AE /]
e, 55 R ARAE N S P OC 2 2 5 i & R Gk
oo R ILPERG A b s 2 BUR B R IR TEROA IR
NLRP3 JAE/IMA B IE I A 1677 SR i PR i 4 r 5 3 4 ) v

Hi A v ( Stroke) & — i 42 BRYU [l N 19 B2 22 2URE . i 5
R . AR 43 R il M (Tschemic stroke) HTH i
4 (Hemorrhagic stroke) WA, H v e iy P g 26 vp 24 5
o 1T 87 60 L B A v S R 2 R O T 1 i
TR, Foi i 0 2 3 Bk T i ol 9 Dk 2 ) 457 ™ o R B R
PG, ™ ] R BUS 3 SO RE AT . H AT I K
IRTT R PE A o A R R S AU TR B
PRI 7 R T i 24 L S ol XU o v g FH 32 B i A< o 5 11
R EIA: B ARG AN VZ L R 5 3R I AR SN A i P
2 o B B A FLE R R DG B AR L NLRP3 S E /MA
AT RE A 3 i A J A0 B 0 R S E SO (14 S SR I3, 41 )
NLRP3 RE/IMATT LLFEAR PISMBR I 5% 14 T B 8 el b 452
RE IR i, % ffe g o ot PR T 245 . ATk NLRP3
RAE/MATEE R 4370 L BOE B S TR 45 AT 2554 IR
NLRP3 S it /IMA ] B2 i i M i 2 P& Y7 3 A

1 NLRP3 RJE/IMEK

1.1 NLRP3 ZRAE/IMA R S5 | 5341 AN Ak

NLRP3 (Nucleotide-binding oligomerization domain-like
pyrin domain containing protein 3) #&5iE/IME R AZ T IR 45 &
RALGE 4 3 RE 52 1K (Nucleotide-binding and oligomerization
domain-like receptor, NLR) % 4 %% NLRP(NOD-like re-
ceptor protein) WEZ MR M5 Z— o i1 = Fh f 3 pl o3 20 1 - A% Ik
75 (NLRP3) . i fit #% ( Apoptosis-associated speck-like protein
containing a caspase recruitment domain, ASC) Fl1 %L [ #%
(Pro-cysteinyl aspartate specific proteinase-1, Pro-caspase-
1), NLRP3 2 —Fh =R M A 45 1 A2 0 I bk (N-
terminal pyrin domain, PYD)ZE#), . 1 4SO R G55 1
B4k (Nucleotide-binding and oligomerization, NACHT) %%
BN 1 MR IEAK I 5 & 2 2 BRAY B & (Leucin-rich repeat,

TEF BT 430060 BIUKEE A B EE BE BREERL/ AE B4R E
BOBKEY EEE AWREGHEEEE]
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LRR) , ASC i PYD F12 Bt K 4 il 55 48 45 44 3k ( Caspase re-
cruitment domain, CARD) 2H Ji%,, i i3 CARD-CARD #H H.{E
5 Pro-caspase-1 454, PYD 45 #3412 #F NLRP3 F1 ASC
Z I R ARUAH EAE FH . NACHT 25 #3358 3, 4 %8 0
P A NLRP3 S e/ MA R0

NLRP3 TE4E h ik B A Fp 5 A, FRAFTE T e an
B o BEAMTERIGAE bty k. fEMEN NLRP3 &1k
VAN ;e 2% il A N il S R T S W o W e
Zeonrh T A I B, i ECRAS TR U NLRP3 & i 2
R FEIR KPR AR LLIOE NLRP3 , {EAE A5 1 P 0 )
BT NLRP3 &M /MATFTE o 2 i R g iR 2 s R
KL iE Ak,

NLRP3 #AE/IMAE ) 2 MIEf iR 42 0 T 2 A~ BB, 5 1
A B A sh B B, NLRP3 3 axf 17 51150 B4 AH 56 ) 43 15
7 (Pathogen-associated molecular patterns, PAMPs) Fil/8%
WA 1 4 F#5 28 (Danger-associated molecular patterns,
DAMPs) {I2 33 F 3E 4% A F-«B (Nuclear factor-kB, NF-kB) %
3 SEANET AR A S B AR R R NLRP3 A 3 13
A4 (Pro- interleukin-1R3, Pro-IL-1R) Al 441 2% 18 Hij & (Pro-
interleukin-18, Pro-11-18) ; 58 2 By B2 B 0G B B, 376 77 18
R E NLRP3, ASC FIEj{A bt K44 fiff 1(Pro-cysteinyl as-
partate specific proteinase-1,Pro-caspase-1) iS5, RAE/D
PB4 fith K ARBIR Y Pro-caspase-1 2 K il A7 1 TR A9 2
Bt K 4 B 1 (Cysteinyl aspartate specific proteinase-1,
Caspase-1) , J5 &K Pro-1L-18 Fl Pro-1L-18 43 5l 0 T Ay il 284
HAEMER A2 18(Interleukin-10, IL-1R) M AN &
18(Interleukin-18, 1L-18) JG B Al » i e K R M W7 . i
T NLRP3 SRE/IMA 135 £k 7T LIRS B 19 TL-18 i 118,
TSR T RAEIRFE , X — i R A AR T, B AT
W32 1Y NLRP3 B0E B 45 K S Na® Wi, Cl &
G 2L P 5 R T A 47 L 7 P 4 (Reactive oxygen
species, ROS) KA B Lo KL DNA 51455 | 20 i 7 P ik fik o
i 5 R 1388 R(Protein kinase R, PKR) %™ .

NLRP3 #AE/IMA 1 28 8T A vk 72 /2 f /B Caspase-
11 8¢ A 2% Caspase4 Fll Caspase-5 /5 i, 5 B4 1) NLRP3
HRE/IMABLE AN TA]  Caspased/5/11 R UIRIE A2 1T H 2
SHEET . BIEHFFEIESL, 1 Ak ik % D(Gasdermin
D, GSDMD) 24l fE T I EE A i, GSDMD 5 1 M2 2
A2 M AT 45 44 3 (GSDMDNT™ ) |1 A~ rfuty 4 1 2 XA
TASRIEA i A ) 2549 3, Caspase-1 2 GSDMD, %[
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FORBEAR Y, 51 A3 P 30 i b B L ok, GSDMDNT™
5 240 B Y P A N AL P 2 T RO T 22 R 45 6, TR I
1A~ 10~14 nm (7L, A TAT DA P38 28 56 40 J . 4K GSDMD
PIEETZ DS 1 ANRHIE R 23l i AR 40 NLRP3 555 /MATE AL
Ak TL-13 A0 TLA18 R . Gaidt %K 3, Jg 224 (Li-
popolysaccharide, LPS) ®] 7& A P 4% 40 g of 50 4f 5 &
Caspase-1 AT TL-13 BUEFT 77 Az o I 3 0BT 1Y R PE /1N
PRITE 2 A 24 O S P /MR AR . R/ IMA I AR
WO RN 2 M0 22 )Y 32 2 X AL RS RO K Ah i BTG
BT TR R BT MR B (R
F TG B A AN 0 7E /N BRI AR A i ok e B
1.2 P NLRP3 S5 /MR HE A5 5l B
1.2.1  HEMEXT NLRP3 SAE /MA WU 7 7

I R A 200 B L AR D B RIAE TR 1 A BT AR 2
FUARZ AN D TR —Fh S, 5 58 KA R G RIERAT P
RIERGA N, AL RY, BT §i15 9555 NLRP3 4
E /AT O » 30 TR AL AA 1) 28 RE BN CAIL T TT BB 5 AR
ASC. B AL NLRP3 FI5 BRI M A 6 . EAEdE
BEREALN A WE A X NLRP3 4208 /MA (1 76 fb o A 1F [0 98
TR X BT B XS NLRP3 48 RE /M (19 842 3R 30y XU
YEHT. Dupont %0 A & B4 41 it b FHUARAS I [ s vl LA
8 — Fh AR A8 E W AH 5& FE R 5 (Autophagy-related gene 5,
ATGS) BYHE 28 B3R 12 R 3 5 Caspase-1 B G 7, fid iff NL-
RP3 G/ MA RS 3§ TL-18 A1 TL-18 545 MOMBE L
IR B SAEB . SR X — PR AEBER: Th 2 9L, £ T H
Wi 7E N FL 30 P A0 T 5 AFTE0E NLRP3 RAGE/MA i85
ik — LR ER.
1.2.2  NF-«B Fl 22 24 J5 35 4k 85 3 3§ (Mitogen-activated
proteins kinase, MAPK) &2 18 NLRP3 4 AE /M

A Jay kb P B ifi 4 i 25 H2 (Transient middle cerebral ar-
tery occlusion, tMcAO) /)N AR Y Fp ] Bi 4 25 B (Intermittent
fasting, TF) A] 3@ 13 70 1) NF-wB A1 MAPK 38 B (9 805 » A1
NLRP1 FI NLRP3 % P /MA L K TL-18 il TL-18 A A i) 3=
19 A L2 S B AL 406 NF-i. NL-
RP3 ZE/MAIE AL, 98170 Caspase-1 FSA TL-1B FRIK . 2k
I A A v oK B2 D RE IR 38 B9 2 B BAY-
11-7082(NF-«B #1171 . SB 203580 (P38-MAPK #ij1 i 7)) 7]
LI NEF-«B il MAPK 2R Bk NLRP3 2 1/ Ay
FER KT X et o A S i 2 5 O B R E D
1.2.3  AMPK 423151 NLRP3 8/ MA

AMP #0519 25 1 il ( AMP-activated protein kinase,
AMPK) & —Fh 22 52 / 93 Z BRI - 76815 S e 240 M A A
Uie AR ETZ R IEe. A W98 K 0 00 AT 38 i
il AMPK 4101 NLRP3 4 /M i 38517 S s 328 i 5 1, 7578
FEBRGES s 2R AMPK F 3 15 06 1R B 4 14 5 i BfF 5%
T BRI AMPK w38 i BT [ e 38 ki i ROS /9
FEAE KA NLRP3 e/ MAREIE s A8 R A &
il i AMPK /B )5 & B i B8 33 (Glycogen synthase ki-
nase 383, GSK3@) {55l B M il NLRP3 /- i M da 1,
L X Bk i VR A A 0 R B AP PR

083.

1.2.4  HAt®ARIEE: NLRP3 485 /MA

ALK £ AT R 8 T 30 2 A G 1 1 (Dynamin-relat-
ed protein 1, Drp1) 2R {57 A ] P J5 X 7384, DA i
PRSE R, T A NLRP3 58 i /NS 1 350005 o 78 e 1 1
A e R HE AR 2 A A R Y S Ak R R B S
JCHE i S DUERAE B 25 A 1(Silent information regulator
protein 1,SIRT1){E 5 M NLRP3 4 5iE /IMAE LIS, i
YOI A6 26 SRE X e i A i A v RS B AR 4 U L 7R A1
Seagr Kyl 3 38 18 BH Wy vl 38 1 3 88 ML [a] M2 A9 /)8 e 5 4
LY B2, 00 Ak S RS 40 B P9 NLRP3 4% o /N 1 1 3%
W A B T3 i %Y 32 & 7 (Purinergic ligand-gated ion
channel 7 receptor, P2X7R) 192 KT ER BT #)4] NLRP3 4 %E
MV B R R B 2 AR DA Il T M 7 e AR o 22
IREEARY . AL, A W9 & BA DR R A e 1] BTk B AL
7 3 (NADPH oxidase 2, NOX2) it = f i i #1 i NLRP3 %
I /AR TR SR B I IR A RS TS 4878 NLRP3 58
I /AT BB AR B NOX2 A5 (14 460 £k 7 93 -5 dfe i 44 g 2= v
e i AR R R A ) L S S i 45 LB 3 3
Jok s 7 /N B4 a0 PR AR, R R R T TR ER AT AR
CD21 B i35 30 ] & 1T 4% %45 4 1 B1 (High-mobility group
box 1, HMGB1) 45/ Toll #£:5% A& 4 (Toll-like receptor 4,
TLR4) /NF-«B {5 538 # f1 41 U8 A i B A~ 519 NLRP3/
ASC/Caspase-1 {553 [ (9 #iG . 53 4h, Li %27 5@ i/
HREB AL AT T B R )5 R Z TR TR T A RRE
R Hvl S Ge b 40 5 B30 00 5 /N B 48 i ROS i 4=
A A AN S Bt — A IR AE HV1 Bz a4l shgoc s
J& NLRP3 4 /IMA B G . Laura 2250 76 jif A 5% 16 &
4 C(Activated protein C, APC) 45 NLRP3 7&/) R 77 & ¥
PR A i o7 Fehth b & 3 APC 78 A B4 41 i o L fiE
P NLRP3 48 5 /IMA ) 305 VE T, 982 Caspase-1 3 4 &
WD TLA13 B

2 NLRP3 3¢ /M 5 ik i 4 A 25 e

NLRP3 4AE/IMAT] Ji7 3l — FR 5 R AE B AT LN 155 4
2L A5 R AR AT J I o 2 5 e A G A v 9 e o R L
5545 T e B I IS S8 I AR RE RN ) R BN FH 22—
{8 NLRP3 4 5E/IMAHE S 1P A 2w v 5L A 0 o 4 38 % 1%
KREW . BHTATRER 5w LU JLAS 5 -

2.1 NLRP3 RIE/ME5 AW

T SR I P G 4 (8 240 ASE 7R v o 28 4 G v ) ke -
R ZF (Oxygen and glucose deprivation, OGD) #] L) fih %
NLRP3 4AE/IMAAF S 7 £ 58 T 240 M PR o o ) sl a4 P 458
A TTSE A VBT 1 W R AR S T 48 A /S I JBE 4 P NLRP3
RIS Ak mT R ol ot P A B . AR KRR A A ]
DA ks NLRP3 SERE/IMA™ A 1) GSK-3 4 s 4 ik 57 1.
FREGESG " . A WRFT R, 3-F L PR IZENS (3-methylade-
nine, 3-MA) 1] DL W 7 22 7 B 4 NLRP3 S8 Ak /A 1 40 il
YERT, K BRI v 3 ik 4] E (Middle cerebral artery occlu-
sion, MCAO) J& 24 h [ Wg/KF T 5. 3-MA 34 il T NLRP3
HRE/INR B FL T U b o ) L B St it T A 4 T g K
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SR DA RIFSE R L A kR NLRP3 f 7 Az s n
o e i A A 2 e B R 1R T
2.2 NLRP3 efi/MA S fEre

NLRP3 RAE/IMATE 5 Caspase-1 14 I 15 24 41 il (K]
TR B 5 R A AR T A T IR R R A 1
(Bruton's tyrosine kinase, BTK) 1§l 71 7 -5 @ n] 3@ i 5%
Mg BTK X NLRP3 A1 ASC 9315 /= 4] il ] NLRP3 %
IR B 3TE , ] Caspase-1 38076 A1 TL-108 43306 2R vl 20 B3k 1.
PR A oI BRRY A B TR R AR & B . A1 A R E Ot
AMPK/GSK3p {5538 # R 30 il NLRP3 £ 5 (1 40 ff £E 12,
AT A5 A 1. P 3 A L o 2 8 5 A 7K
A ST e BB 050 245 ) TN X R O RE 6% T A 4 R 5 A
Caspase & £ T & 38 19 8 7= $1 #il] Kl F ( Apoptosis repressor
with caspase recruitment domain, ARC) /NLRP3/Caspase-1/
TL-1B/TL-18 B ARSI S A R T 2508 0 B . #4598 32 T 8001 o
ZICIIRERERT . DL RS ERAR A R T 0 25 0 1 FH B
I R 7 Tk A4 B 24 e 8058 7 1]
2.3 NLRP3 SAE/IMATE i 240 M 1 £k

FSE K B, 7E /N BRI A 3l ik 1A 2E (Middle cerebral
artery occlusion, MCAO) L EIUFT HT-22 . BV2 i A5 OGD
AL ey RS 1 53 2k BEL ST NLRP3 48 KE /NS (038035 A58 3t
] TLR4/NF-wB {5538 ok 8 55 5 5T 240 Jd /1 W 4 e 1y
WA (/N e JBT 240 B/ s 200 L ) 2R 78 el ML SR BG5Sy M2
TR, T A S8 A o A e T R B 405 IS ) A
AR Ky, 3 30 38 BT AT 3 0 o 20 M ) M2 /NI
T RIS N 30 /N 5T 4 L P NILRP3 4 /MR 19 38
T i 1 P AR Caspase-1 AN TL-18 B B HOR T 2 5%
B M55 . BIE Du S50 & A A ORI 7 1 2240k
(Colony-stimulating factor 1 receptor, CSFIR) Il #i 5
Ki20227 s fe it P i 2 v /N BREL A i 2 AR AP 7 S JE AL T
RE S AT )/ BT A A ML AR A A NLRP3 S8 AE/IMASE %
P AR S
2.4 ST NLRP3 f NLRP3 48 i /M4 e i 4 g 25
AL

Denes % A#351 T NLRP3 Fil ASC 76/ il MCAO FT L
Sk it M A5 1 RV L R LR A B (WL type, WD ZNER
H1T NLRP3 B/ BRAS fe ifin 14 1o 453 49 4 481, {EL7E. ASCL TR &
JE ik = [N F 2 [ Cytosolic protein absent in melanoma 2
(AIM2) J#1 NOD #EAZR0N 3 [ NOD—like receptor contai-
ning a caspase activating and recruitment domain(CARD) 4,
NLRCA Jw /Iy B e e ifi P i 42 45 BT o o 3K 98 70 i i
ML S RE 32 ASC, ATM2 FI NLRC4 2 /Ay 38 55 {H
NLRP3 -k 25, 25 T NLRP3 & [ 115 NLRP3 #4E /)
PRl it P i 2 i R R T AR
2.5 YRR I NLRP3 JAE/IMAIAYT i il M i 2 o

K MFFE KB, Z R0 254l LLVE AT NLRP3 %/ g
M B Bk B B M i A v, RS S S R 4
(Bromodomain — containing protein 4, BRD4) 3% 34 1] il 57
JQ1 18 3 #1p # NLRP3, ASC, Caspase-1 % ik, W7 I 8 &%
MCAO 7N B 9 HiE /N A 384005 1 40 i A5 722 ;s Deroide 4527
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NEIFLNE 5 Bk R 2 A K W+ 8 & [ (Milk fat globule
EGF factor 8, MFGES) i@ 1 #11 ] NLRP3 4 i /MK 5 /Y
TL-18 (7= R SRR T SE R A , T8/ NI AR FEARFR . A5
ST R B =518 ER A IR K I A L 40V 5T 98 2 00 I o 4
TR I 45 P9 B2 A K R (Vascular endothelial growth fac-
tor, VEGE) 17 i i 5 11 A 16 i s B 15 1 A7 G i i3 Rk
TIPS B 4R L NLRP3 48 P /M B 35 A, 28 710 8 5o
P TR A5 LT I 0 4l e NEF-«B p65 19l i AL i
P8 VEGF By23E5Y . B UE, 14 NLRP3 /-5 59 RAE K
REAEZA AT 2T R TT S T RE AR i 22U
7 1 i ke 1L J 1 e 22 ) RE G AL SRS BY

3 HRIE

UEAE SR X NLRP3 % e /MA I INRA TR K GER.
KT, NLRP3 48 P /M FE S i 1 i 2w 09 & A &
R E AR . N R S 4 A IR S i NL-
RP3 AJDAFEAR R B I g8 4o 465 ) R AR 45 /N i A B AR AL
SR - NLRP3 S AE /M 2 B 3847 F0 R # 9 , NLRP3
GRRE /AT i S 5 {50 1 P o 2 R B 4 e 2 0 A A 455 A 5 AT
KA T, HI, X NLRP3 &M /ME(E S gk T
Uie AR LR R AL R AT RE R T R IR YT N
MFEE AR A R 2 W B AR R A A 28l T Bl e A A
R R AR R O BLA R L B L bk, B NLRP3
Se M /INMAKE [ 3A YT A A AT RIS P AR I PR L 2 SR L.
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