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O OREEE CEON T TSR N I E R A S A M, KA RO I R I e DR R A Ay, e O AT
BiE BTG . REOMEREARRSE 7D, H5 0BT HSMIET R0 E 5. NLRP3 5E/ME
AN N Z R E AR R E &Y, R EE EEEM . HABi 5, NLRP3 38R /MARE ™ 4
REAME T E4H AR (IL)-1 A IL-18, HASFEIIEMEMMPALT (AMAET ). BIRE R SO RN
AR TR HAS S, Hi R NLRP3 5GE/IMEEGE 27 AR m . NLRP3 48R /NMARLE K &8O & %R
J7i (cardiovascular diseases, CVDs) H1 R EIHE(EF o O IE TR AR 75 5 S I FR ey 45149 (VR #5349 ) ] LAIE Rk
BN 50 B GE NLRP3 28 5E/MAC. $01H] NLRP3 28 JiE /MACE P ] DA e O IR 3R 45 R0 &= 5% i s L P9y 454
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Progress on NLRP3 inflammasome in myocardial ischemia-reperfusion

injury after cardiac arrest and resuscitation
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Endemic Diseases, Xinjiang Medical University, Urumuqi 830000, China; 2 Institute of Cardiovascular Diseases,
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Abstract: Cardiac arrest is becoming a major public health threat around the globe. Effective and timely
cardiopulmonary resuscitation (CPR) can significantly improve the prognosis for patients with cardiac arrest.
Despite the recent advances in CPR techniques, the cardiac arrest-associated mortality rate still remains high. The
NLRP3 inflammasome is a multiprotein complex composed of various cellular proteins with an important role in
the governance of innate immunity. Following tissue injury, activation of NLRP3 inflammasome produces various
cytokines, including interleukin (IL)-1f3 and IL-18, ultimately leading to inflammatory cell death (pyroptosis).
Although the moderate inflammatory response may be beneficial for tissue healing following injury, excessive
activation of NLRP3 inflammasomes can be detrimental. The NLRP3 inflammasome plays a crucial role in
numerous cardiovascular diseases (CVDs). Ischemia and reperfusion injury (I/R injury) during cardiac arrest and

resuscitation is known to turn on the NLRP3 inflammasomes through discrete cell signaling pathways. Inhibition of
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NLRP3 inflammasome activity improves I/R injury following cardiac arrest in animal models. This minireview

discusses the role of the NLRP3 inflammasome in cell damage during cardiac arrest and resuscitation. In addition,

the potential application of suppression for NLRP3 activation to improve I/R injury following cardiac arrest and

resuscitation is also discussed.

Key words: cardiac arrest and resuscitation; NLRP3 inflammasome; ischemia and reperfusion injury (I/R injury)

Lo JIEJR 15 (cardiac arrest, CA) J2& $i5 /0 JIE Lk
AfF ik, FHUMBIEFME R K H 0 IME S9E. BE
ErRTT R E, (O OO T E A
(10 B R S T AR i U, RV I RO U R 1 11
oK FRERE, HORRFEETE, SEEH
T MR UL RE R AS T 3 BUILR B 1 AR E
I I s B PR RS , 2% B K TR HE 5 OF
BRI FFEE S, RASBEERT G HEER
U5 R4S B S iE SN 7 A AiE B BRI T R LA
BHRE & 55 RA 244 3 (nucleotide-binding
and oligomerization domain-like receptor 3, NLRP3)
RIENETT A F IL-1B R IL-18 B, X 51 & #
A= A W S N S N TIPA PN 27 3
K52 5.0 R R ZIF R, [HXO IR
15 J5 52 75 5 NLRP3 R ML/ 2 18] 5% &R AT 783 78
A B, R EAT 1A B % 8 00 12 0o JIE
BRI 205 56 7 shil FE R E B T ROR B SR
Mo ARSI NLRP3 48 Ji /MASE CVDs H1 1) R 9
B, JEXT NLRP 3 Z8RE/IMaAE O IE 3845 B 755 51
A PRI A543 B4 FIATL AR BA 2% NLRP3 28 4iE /)y
PRIEYT B ML PR REVE A 24T RGBT

1 SAE/MARIHI R

RAE/NMA (inflammasome) A& —Fh BE S 1 BE R
IRE FIE 1 (Caspase-1) M ZMEHE G, ERel
VAT JORE S SRR T s LIRSS & E RS
)18 (NOD)- #£ 52 4& (NOD like receptors, NLRs) J&
— PRT LLR AR 2290 JEAR AE B AS 5 2 BB 2R
7 52 /K (pattern recognition receptors, PRRs). NLRs
FIRIAS R L R TER T &5 2 50 1 2 AW JE /I
o 8 /NR T EUIE R 1P B IR B (caspase-1)
WA, Tk 2 PR B A TL-1 S5 4 L R
NLRP3 52 H i Fe e 2 i 2 Ve i 78 CE
S NLRP3 R AGE/NMEZ 5 2 Bl XA A1 XG5
JEMEZ . B T NLRP3 485E/IMA 2 4, HAh J LA
RIE/DE, QFEZ 515 F 592 1) XUEE DNA 52 14
AIM?2 (absent in melanoma 2) #& iF /)N A& 55 75 fid B 1
e R AR SR e mEER Y. fE0

PRI AR, 53 (I AR Il U IE 5K 98 0 2 5 3l ik
SEAEREALTE B, [A) I U 1) B NLRP3 48R /IMA7E O
M5 22 48 (A3 At A =l i i k3 DA R 2 A S 1 45
b e AR .

2  NLRP3RGENMRREFFEEIRR

NLRP3 4 iE /M & —Fh G 9% / 4497 B R 32 44
W0IE NLRP3 98 i /)N 1] e 20 it s Ay 77 A6 FDRE T8 56
PEANRER ¥ (n IL-1 505 ) T . NLRP3 %%
NI JE AT ARG T Y gasdermin D (GSDMD)
FLIE, BEACIL-1 KM, S RYEdstT:, /)
p T B,

NLRP3 & —MBEAFAZ &M EH. B C-
K — A 'E & 52 B E & (leucine rich repeats,
LRRs) &4 ¥4 38, /& 9% J7 A ¢ 7+ 8 X (pathogen
associated molecular patterns, PAMPs) F1451 17 #H 5 5
T30 (damage associated molecular patterns, DAMPs)
1“7 Hor. BIRIAZERRYS & MERMLL
Fi8, (NOD, WF A NACHT), 4kt B A%
PE ATP BEA7 &, AU45 Walker A 45 (ATP 4541755 )
Al Walker B 544 ( 45 ATP gyt ', — B EGE,
LRRs 25 #4538 i NACHT 25 #4451 5 NLRP3 %5
1t NLRP3 ] N- A5 4 2508 2E0E Ik 25 #4358, (PY D),
i or FIFIE RAEH, @id PYD-PYD AHEAEH 5
ERC R A ASC 454, ASC & — i T2 A0 BT Ak
W, AE4E 5D ER & E B8 Y 45 44 18 (CARD).
NLRP3 o7 - r e i) 55 R AR 25 K Sl AL ASC TE 4T 4
Ry, Bz, ASC 5IGiEE) Caspase-1 ] CARD
CERIRGE B R AR M IMAE A4

F 78R W NLRP3 R SE/IMEAH =M A [F K5 5
i ERBOE B 4E - 4 M NLRP3 4O5E /MA BOE B 12
4 22 $L NLRP3 48 JiE /N B0 18 48 F — 20 VL BUE
NLRP3 #5E/MAig iz P,

2B IR IR RAENMERTE R 2 “JH3h”
A b AR “JEENES” FEZH PRRs A
A 1 2 AR 35 5, AL 4E Toll K 32 44 (TLRs) M1
NOD2 %, &35 NF-xB 1 5 ] NLRP3 % Jiit /)M A&
HAEMARGES 7 SR (B D “ HEE 5
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] sd i I VS B U A DI BT IS S, I
Bk R 2K 1 (AT A _EAR R A2k M, i il
RAGS” J&48 PAMPs ( @195 8 RNA. A H =
N4 B 25 T RY 73 ) A1 DAMPs (W1 PR PR 45 fi . ATP.
BRARE RN B- VE KD IR S ) S {28 NLRP3 4OAE /MA
)41 %%, Caspase-1 #0iF, H B IL-1pB B 44 F1 IL-18
AR R BTE 5 AR, 24/% GSDMD FH7E4
PR b B ALIE , 43 T 1 1 IL-18 A IL-18( &
D). 74, 4N 42 Fhai (55 1 58 0E NLRP3
RAE/MA U, R B TS RS B (A AR
AE TR BETNRMENE TFHR ). A
BlR. LRAADIRERERG L L ROS AR pi%E . 44
NLRP3 4 i /N B0 34 42 4 P g S 52 i 5 9 LPS
[] Caspase 4/5 ( N2 ) 5 Caspase-11 (/MR ) AT 5o
I J5 Caspase 4/5/11 J#i% J5 89 1Y) GSDMD, S £ 4
Bshm g T M. 5 —Fh NLRP3 4% i /MA
BOSAAED R, 25 HRDIGFET NRAE
A XFISEAAK TS AR, A
23 ) ASC BT R4l AR TS, X4k ig Rl il
% TLR4-TRIF-RIPK 1-FADD-CASPS {55 5 i % %5 5

0% NLRP3 J5E /M 1,

3 NLRP3IRIENMFESLBRFOMERE
RYER /A 547

O F R AR WABE T R A . O SR
J&, LB IR (CPR) Fr 5l 1) R G wh i / 759
FERE (UR 45245 ) B8 ) s 30 FR AR O 0 I R4 S
ZEEE (PCAS). (DFFRAT A T5ax 7304 & UR i
i, gl e S L RIERMN, FEHLE. 2
1 BAE T 40 M R o EURTE (B &) B4 A o0
4y F (DAMPs), G & WL BRI 51 52 44 (pattern
recognition receptors, PRRs) JA 2 L K iE. %R
45 F SR TR A R 48 (NLRs) e 595 DU Sl ) A
AT = ) PRRS™ o 5 BF 78 K B0 0 JE SR A2
fiti & 75 (CPR) J& &3 MLy - NLRP3 4% i /Mg K
BER . NLRP3 5E/MAS 5O E R Ol & 5
(CPR) J5 &Gtk ifn / FEEf 5 U
3.1 LBEBMEE A RENLRPIAE MBS

ORI B s R REE S R, 2R
HME 54> T AT s NLRP3 % 5E/MA. IR $5id #2

KoM I3 AIL-18/IL-1B
¢ ATP 1
0
00 | r
alin GSDMD I_
MR
l &

| &M NLRP3 |

ROS?

LRATh
BE# 15

NLRP3%5

IL-18574k / IL-1BRTHE &ASC T—
Caspase-1§i{& %ﬁGSDM‘D
ASC BEIEE R EFLE |
GSDMD Caspase-1

JAENE S I NF-«B A% 51 EENLRP3 & Bl 5t il Zfs S, MK TR, [Ca™ 1 BTk, BRIk msgin,. A
g KPR 8 DL R 2R AR Th BE 4515 55 5 AL 235G NLRP3,  F+48 52 ASCAHICaspase- 11 i # JiE/MA,  Caspase- 154 f#1L-8/1L-1BH]
A, R 20 A T IL-8/IL-1B, JEid /i FGSDMDI i K FLiE B .

&1
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I NLRP3 55 /MA (147 BRI E0E 1 J3 37 A0 fid
K7 AR, AT LE 3 SR K P RIRH 7K ST 3 ¢
SiE /NS (1) 2E S 43 0 S 452 28 PR i DR T IR R IK . FE
fa e /N RGO R B bR JREmE <R3
I FREAN 2 DL A T B SORE /M . BRI, 7 O I B
15275 5 R 45497 110 MK R B 3550 < JE 27 A <
P 1 RS2 il NLRP3 J8E/IMAFT 4 75 . X FE
—3K, THH “BEa7 B iR IR T
B IR B 3AH At

i HAME 5 L FE ATP A MRS 2 T 57 4k X7
(P2X7) Wi B AN T N iR. NS
S RN A (ROS). ZRRiAThAE 77 . W R
BIREEIR PCE ).,

3.1.1  ATPAIAPE 14N

Y f 4 ATP 55 P2X7 32 R 454 4T P i@ iE,
FlEHE TN, FEHNLRP MREEEE ASC
MEAEM. fE0IEBREE 75 G518 VR Hi0i8,
T P2X7 2 UK B0 LA i T B NLRP3 58 i /44 1)
FEFERZ —. WEFINRE, HTHEMZ2ER/
TR RIS NEK7 5 NLRP3 454, 5| NLRP3 %
BRI BOE. Bk, 780N ERIAM NEKT H 3
J A NLRP3 48 i /N 35 o f) 25 24 2 — 17
(B 1.

3.1.2 WEFEEEY)

AR R, a2 i b ATP w] DL 5 40 Jifd 4
PN I S B NI Y, SRR R AR A
F ¥ NLRP3 # i /M U, 52 4k (calcium-
sensing receptor, CaSR) At J& 52 41 iy 75 5 1 & &,
Z 540 20 P98 B DL 2N P A I i
F& R (CAMP) BRI, 5 NLRP3 #ugAH6 1,
3.1.3 EEETE

R N S R R AR BT (BRI AR TR
Yt AR L ] T2 R 56 ) A S8 A A Ik 5| T T A
MK AERE, T EUE B R 2 R RO I 4
Cathepsin B AN %, 1% 68 % & NLRP3 4 P /)
Ao [RIBT, BIF 9 T Tl R 5 o A R I ] 2 & 4 5 5
ik ol R AL B BRI 2 J8 s DA 26 B 1)

3.1.4  HBEEIENLRP3 2 5E /MA

B 2 FAZ A AR A v AR ST 0 48 AR ] L
il 38 I T O B 5 ) 6, T L P 75 S e A 17
M BT R IR A RS RO B WA, B
JG 5B A T BB VRIS R A, FERRAT L A A
YRR BY. R seIS, ME AmE S EA,
W A O B A 1A/IB %28 3B (LC3B). Beclin-1.

H W AH 5 K 1 ATGS . ATG7, S48 R 1 W17 (451
13- FF L RN NA, 3-MIA) 1061 A= B I A0S
NLRP3 #JE/ Mk . M, 7FE43%IiE NLRP3 £
AN GNINE ) S S e B oS IR e i W v
H W AT 0] NLRP3 48R /IMAA T 115 5 4% 14 1 72
A CWUREFE S| FE ) UR S, W0E B W AT R
B0 I DRI AR R (45345 - FE W PRI R B, T
HEES AW NLRP3 48 0E /M2 4 1 ik
K, 5 TR] I 9 o0 TR I P VA O JULARE B8 T
R, EAR AN, R SR AR T UK R C L
Y1 g HOC2 Al i 5 NLRP3 4 /NMARIE, i fE
T3 2 T U5 T 9 5 PR NLRP3 28 5E /MA R A
KF (B 1), TAE Sk = NLRP3 ) A, 1/
FEVET] LR O AW, R RO LR A R R
AIREAE T AR 2,
3.1.5 ROSHIZRLAT) RER1S

LRIk e DAMPs [f EZRIE, 46 ROS, £
ERRIZEAAAE T, IR / RFERE A AR FET
T DL AR T . SRRk Th R R fi LA R 28 ki A
W 52451 ( RPZR kAR F I ) rT{E ROS Az pidim,  Bhi
YA N TR KR SZ IR R R, 2Rk DNA (mtDNA)
TR B 4B BT, X s B 2 RE TS NLRP3 480
AR BICE 1) Bt SRR T 2R A K 4 Tt RE SO
NLRP3 #¢iE /M. Horfr, Lfi (Cardiolipin) 7] LA
i LRRs 45 1448 B 4% 45 & F 0% NLRP3 2 0E /)
A B3, gk Ak, — Rl ATP R R AT B 2 B0E 26
i A4 & Bt 25 (1 (MAVS) 7] {2 {# NLRP3 55 % 4k I+ 47
£ ASC, ASC 5 i) Caspase-1 [f) CARD 4514
s A T B M /N B2 W AT B0 NLRP3 48 A
A o ER AR ) RE R AS I0E NLRP3 2RE /MA, 7E
SNk AERELL L O I VR 30 4% Pt 5 B EE . b4t
fi S R A AR ELAE F A (TXNIP) 558408 5 B it
AR EE A (TRX) 456 7040 S AR TR R A4S T 3T ke
I AR O, A v R AR e I AL O LR
Ih ) ROS P2 AR R AR AT & 1 B 2 5 30 TXINP Fl
TRX f# 55, IXAE TXINP nf LS5 & 3% NLRP3 %8
iE/MA B, A siRNA 1] TXINP A] DL B i
P S5 O (0 S5 A R Th B
3.2 NLRP3ZGENMAELIEBEE A BURBA
HI1EF

O FBRAZ O il & 75 (CPR) Jim My b IL-18 B &
RN, X427 NLRP3 %58 /ME S 5.0 iE 5%
fs= Lo fili 2 75 (CPR) Ji& £ ek B i / 33 40455 7
AT R BLET X NLRP3 58 JiE /N 1 3 7] 365 97 7] 96K
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FERR 45 NLRP3JAE/MA O I B 5 55 O Lok oL 5 VB8 2 0 O IT e ik e 1531

b il P E R S ) Co JULBE BB THIAR I 26038 /)N BRUAE ARR
Ao WE - ULZE P A Y NLRP3 48 AE /M 7] B 2 451
L zhgg U

TE /IS BRSO UL BE () I PR 7 AR 5, H
Nlrp3 5 [A] il (5 BT ER 1R/ R AL R B, 5 iy A Y
/NERAR B, Nlrp3 e B 52T BR 19/ BRPE 0 UL /R 45
A FE A Y AR B /NI o I D i DR AF S B o I S8 B
5E R4 ASC F1 Caspase-1 /)N s iR 70 f) SI2 56 45 5
—%. NLRP3 7E S Co UL A f 7E F 2 P 1044
o 75 2O WUBEBE /N BB RS B BT BR
Nlrp3 7E 86 5L iz Al JLAS /N A X /0 B8 0 I 38 AT (3
PR, T 7 BRI i P Y B 45 T R [H) ) NLRP3 4
i /AR 3] 7510 B 2 25 B AEC/ BRSO UUBE B S 1
Mg AR 1

2o O R AR R, 0 I R At 40 B R
NLRP3 58 it /MA L 2 4l 0E Sty 1) &5 SR B A 4t
Rt ZEBR G LA fu DL AN ) 28 M o 0% NLRP3
RAEIMEAS 2 B 1S B0 WU MW 46 45 1 11 32 2%,
{H R IsF TL-1B 1 TL-18 5 5 38 b0 my 389 9 48 5 S M 1M
[ #: FECO I Re RS . e PRI gn e, IL-1B A
IL-18 {2 33t ROS. & Fft g AT 240 it IR 1 Py e, gk —
A ImE UL P RN A, s ROE
ANASE]ER TL-1B A1 TL-18 43 WA 14 10 m] i e I /85 SRR L
Frokszan, PR EARSIK AL E, MmO
et — b2, (EREF AR, JORE/IMA R
TR EE IL-1B R, T 5 SR AR e o, 3 Ak
FEFE G IR K. E S O WLEEFE /N RS 2
SRS TL-1 B3 2 (1R a1 5 v P 4 P D 7% 28 A
X, GlEEE O REE, N5 s
Yo B,

BT S 22, FESR I P 45303 (0 L4 i
WBUE NLRP3 4E/IMAS 31 Caspase-1 15 5 18 i
ROK R RV T, i IL-18 F1 IL-18 B, 5] & 41
ML PEFETS (FETD ). MIAETAIE AR R 7 K&
Hahn, IEH LR 5 RS . Bk, AR
KRS FEAEH T NLRP3., Caspase-1 F1 IL X 141
1) 7] A Ak 3o U SR A2 O I B2 50 S R L / R A A
MR AT e AR AF O IE D) B o

4 NLRP3ZRE/NMIIFIFIERIERETH
Il PR Rz F AT 2=
KB FUR WM NLRP3 JAE /N A 7] 2350

ILEESE UR 45305 (0 % R AS R R,  PRIEAR 22 2% IE
BT W& NLRP3 SAE /R #1157 AT 3697 UR

Bafs, fndmd) NLRP3 §4% Sz R AT A4 2. i
Caspase-1 (1] ol - $ fig £ [ B AL T 52 15 1A e 01
Sl =

4.1 NLRP33P&I5

4.1.1  HOKALHL

FE i NLRP3 SR /N4 HI 55, KK AL B
Mt s e s U REIGARIRIE R, HoKAmEAT
FAAR 218 M e IR B kB 13 R85 R 1t X O JUL 3 s P 453
fio RKARADBER — R = FKAEMWMAEY, o kE
B TR 979 Mo 3 4 R e I AK AR AL Bl A w440 i)
NLRP3 () 55 5 Ak W #00 ) JL sy B (Rl 22 3
AT % B AdE R 7K AL Bk T 98 2> NLRP3 58 i /s 4 1
Y JRE S N HH B A A0 R ) TL-18 T IL-1 )
& O /N A OB A, LR 7 d TRAKK
A (0.1 mg-kg'-d™) AT & 3k 2 NLRP3 28 % /)8 4
Wos R NIRRT R AR, [FIRHED /N B
ONUEAE IR IR AR AR R 2, R Ak e ik 45 4L 4
J& & FRKK LB AT e /N BR A WA Thie, JFiR e
AAEER, AR IR/> NLRP3 455/ MA SN2 7> mRNA
ik B2,

4.1.2  EFIRIR R HATED)

FEBIZR IR A AR TR 77 2 BO0E R 7 R eIk
25, I ORI A R S R A
1| 2 IR A& 58 — P I BA BE TE & R & T A Ak 40
NLRP3 B125%0. %A1, il &k SR IRAE AR N 2=
S . K, WPRENIFTR T M4
N 16673-34-0 [ J0 34 O 2 IR 25k (4] (1) 4 51 A IR 417 A=
V), ABCREE T A& B R BR A0 NLRP3 58 5E /MA 1) 7%
Mo 4T ONUBRINE 24 h BRI/ R 100 mg-kg'
[f) 16673-34-0, 2 T H G400 IF Caspase-1 351,
NEBETH A 45 T O BE RS K B Y 16673-34-0
FRALHE th it B O LB 005 OIS 46 Th RE B
4.1.3 MCC950F10LT1177

MCC950 #&—Fifit 5 NLRP3 7/ MA ] WalkerB
SER X B S Hh 45 A JF BHLIBT NLRP3 %8 i /N A& ATP
BTS00 /N o T B, TR YRR T R e 5 ks
S HbL 0 1) NLRP3 48 i /N R 35 14 . MCC950 %
fiby 8 9 /A, 4 NLRP1. NLRC4 B8 AIM2 75 41 i)
VEFH o 8 R BR o JE BB 452 ADCa i 42 5 A28 1) /R 453455
H, MCC950 ] ek /b 0o WUVLES B 1 TRETEG AT Ok
BRI B 0ThAE. I TE = IR S R R
TFE SR OISR F, &S A MCC950 15
J& (20 mg-kg-d™) AT _E A 5 gAKMo WL
o [ARF, MCC950 mJ o3 A4 HiAS 2 %8 NLRP3
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JRE/IMAIE B O 1

OLT1177 /& —Fh & B- Bt £ 5 (1 F1 IR/ 7 7
Yy, ] S 1 G 4 Walker B 45 44 ) ATP
PG MR A ] NLRP3 5RE /M . 78O UL SR ifiL P 7
AR, OLT1177 W] 551 & 44 14 s Jek b 24 h
K 7d JE O NUEAETAN, R oE o ohag B,
4.1.4 Bay 11-7082

1k & ) Bay 11-7082 /& £ B ¥ IKKP #71 fil] 5],
i e A NLRP3 %8 SiE /M ATP il i M 1) 1 Dk 2
PR Bk = i) NF-xB 3 55142, DT A S 2 b 400 )
NLRP3 % /N ) 241 285 Al s i 72 B 78 eIk 3h
JBk Sk 1L P E /)N BROE B HT 10 min ] Bay 11-7082 i
ARFE, AT DA B X bR ELAE BRI, AT b O L
AR T AT AR 5 SRRy, ISR g b
MR, LA BE oo I LF A T i 1T 7E B R
ZIN B0 JUL R I P RE VR AR T v, Bay 11-7082 e 4171 il
NLRP3 %8 /MAEFE, kb Caspase-1 A IL-1P 1]
Fik, MEE O AT P SR, BT Bay
11-7082 ] [&] i 471 4] IKKB A1 NLRP3 #i%, A4 IX
Fh A o0t T it L PR 3 SO LA ) AR 4 FH A o
it NF-xB 4%, i H A ISR 4H] NLRP3 4 4/
WS Ry T3 — B T .

4.2 Caspase-1 HFIF
4.2.1 al-HiREEEE(ALAT)

ATAT 72 T AR SC 5 AR INF U & Js A
SFUWIPEEH. ALAT &8O K
BRI, R UIPNH] ATAT A] Gk BR300 5 1) 7F
F o AE/N B ULGR I PR EE N, B VESS ATAT 60
mg kg At 5 E WD FRETE S 7 d A9 WLRE B T AR
I BF A5 F 98 K B0 ATAT g T i Caspase-1 & {H A
SR VLA AR ) B AR X IR0 5 3B I ALAT R f%
AR A 235 FL 7ed Jik A 115 B3 52 /N BR 0o JUL Caspase-1 3
T = E R BT
4.2.2 VX-765

VX-765 j& Caspase-1 e AN, 7E/N
OB S5 PR A AR A o 43 0 B VX765 AL I /M
7 KAG B 9% (cangrelor), —EHATEARNELE A, X
Ff VX765 1] i 5] 4 6 14 b 1 1] Caspase-1 35 P4 5k
IR W RRER F, MR UR #5405 P SR,
VX-765 #ijitil] Caspase-1 [FI/EFR & PTH, BRItk VX765
£ UR #4504 AL 75 i — 0 i 5t .

4.3 TLZ %Rk S HHI5

Kl 1 1 2% (Anakinra) s& #MJE P FE 4N IL-1

SEAARELIT R BT S B9 3R R e T 0 IL-1B 5 52 42

A B TR T KRR SS9 . 78 SO IR 47
Pi/NERAR AN, BT s B IL-1 524k 55 S 25
BRI IR PER A, TGS LR A =
hee s B iR, S RmAm L, b
AR A & T 6 7 3 ST Bt s 2tk i ik & &1k
AR O ZE AT ETE B SRT, BTSRRI O
B I/R 1545 1) 22 A VE AR 0P I8 75 B8 K FEAS 11 IR
TRI6 0 LAIESE

K02, NLRP3 %8 P /MR & O A5 38 AR 55 I
IR #5145 51 /S 98 9 S N 0 55 A R 4, T R ETE
O AN S UR B 45 o A F XTI R A 2%
WIVRIT R ERE B, IX 256 R VA 7 A AL H0
PO E J5 (CPR) JE kil / FREE SR G 52t 18T
Bk,

5 ZHig

NLRP3 5 /M7 56 R f 2 2 G 1) 3 B2
o, IO NEIRIF 0 i 75 (CPR) 5 NLRP3 %
SiE NS B A LR T % UR J5 O LR AR 1
95 BEAE B FE A S5 . NLRP3 #5E /MK HI80E A
HETL-1B Al TL-18 &5 48 hF K - 1 77 A8 . BRIl LA S it
FRATAE 2 PEBE TS (AT ), INEE O LA,
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