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(HE] BRI S E MR A% 41 i NLRP3 R /MR A 5 0 BI5 )5 8 & BUS WM., HiE R
2014 4F 6 H-—2021 4F 6 A BLOA IR T RG22 BHGR IF IR H EIEI B 120 5835 O G4 , M40 & 35 2 &
FEI6 B 40 R AF G 41 (35 9D R AET-41 (85 Bi]) ., [ml st g 48 [) 400 7 158 1A Gz 1 80 491] fkt B i JEL 2% Sy o R 4, Wi 42
ZIRFHENAEGEE OB SE AN AAT SRR B B/ 12 h w50 i 80 4% 400 NLRP3 mRNA | IL-
18 mRNA . IL-18 mRNA,ASC mRNA K Caspase-1 mRNA F£ik/KF, 6 4~ A J5 4 1715 41 58 & 3847 B U7, 374 2L
MBRG R OMERBHGEO . RMZIRE TR ML 57 NLRP3 %08 /MK 26 15 16 58 3 WU ¥EA45 & o4
fl, 555X A AH LG 9 190 2H b & 1 25 4% 40 g NLRP3 mRNA.IL-18 mRNA.IL-18 mRNA,ASC mRNA K
Caspase-1 mRNA Fik 7K i 3 F 55 (P <0. 05) . 571G 41 A0 Lt , 46 1T 41 51 8] il 50 4% 40 fE NLRP3 mRNA | IL-1B8
mRNA,IL-18 mRNA,ASC mRNA J Caspase-1 mRNA 35K 5 3 7H & (P <0, 05), 165 J5 1 » 40 & 1 8
K4 i NLRP3 mRNA,IL-18 mRNA,IL-18 mRNA.ASC mRNA,Caspase-] mRNA FXTF R S ARME RS K
DA RAE WG H 2 (P<0.05), ROC fi £k 7R, 40 & I 508 40 fg NLRP3 . IL-1B8.1L-18 . ASC Fl Caspase-1 Bt &
TEAG O B 52 8 2 BUR 19 ROC #h £ T 1 ALH 0..890(95 % CI:0. 835~0. 945) , My i R 2 80. 0% , 4% 7 JiF 2y
86. 7% . ZEILTE LIRS B E A0 A I B 4 i NLRP3 48 5 /ME A KW B I &, BREAKETE 5.0
IR R BENFET MG, NLRP3 RIE/MERK S OHBEEHEEERBONERERIMEREBEMHX, A
X B R0 M RS TUR B — WA .
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Abstract Objective: To investigate the correlation between the expression of NLRP3 inflammatory bodies in
peripheral blood monocytes and the prognosis of patients with cardiac arrest. Methods: One hundred and twenty
patients with cardiac arrest admitted to our hospital from June, 2014 to June, 2021 were selected as patient group.
During the same period 80 healthy participants were selected as control group. The demographic information, co-
morbidity, cardiac arrest information, cardiopulmonary resuscitation information and laboratory findings (NLRP3
mRNAIL-18 mRNA.IL-18 mRNA ASC mRNA and Caspase-1 mRNA) were collected. Patient group was divid-
ed into survival group(n =35) and death group(n =85) according to whether the patients survived to discharge.
Follow up the patients in the survival group 6 months later to assess the neurological and cardiovascular outcomes.
Receiver operating characteristic curve(ROC) was applied to analyze the effect of NLRP3 inflammatory body on
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the prognosis of patient with cardiac arrest. Results: Compared with the control group. the expression of NLRP3
mRNA,IL-18 mRNA.,IL-18 mRNA,ASC mRNA and Caspase-1 mRNA were statistically significantly evaluated
in the patient group(P<C0. 05). Moreover, compared with the survival group. the expression of NLRP3 mRNA
IL-18 mRNA.IL-18 mRNA,ASC mRNA and Caspase-l mRNA were statistically significantly evaluated in the
death group(P <C0. 05). Correlation existed between the increase of NLRP3 mRNA . IL-18 mRNA.IL-18 mRNA
ASC mRNA and Caspase-1 mRNA and the neurological and cardiovascular prognosis(P<C0. 05). The ROC curve
showed that the AUC of combination diagnosis in prediction of the prognosis of cardiac arrest was 0. 890(95%CI :

0.835—0.945). The sensitivity and specificity was 80. 0% and 86. 7% respectively. Conclusion: In patients with

cardiac arrest, the expression of NLRP3 inflammasome in peripheral blood monocytes was significantly increased,

and increased expression level was associated with nosocomial death in patients with cardiac arrest. NLRP3 in-

flammasome expression is associated with long-term neurological and cardiovascular prognosis in cardiac arrest

survivors, and has predictive value for long-term cardiovascular prognosis.

Key words cardiac arrest; nucleotide binding oligomerization domain like receptor protein 3; interleukin-18;

interleukin-18

DRI =R T O FRRASE MHERS
o A S PR 5 1R Y 0 JUE TR BN 4 k. B R R ket
il L1 T AR BT R RIS A LT O P TR A AR T AR
dEPE TS N 301800, 0 R4 S 4% A AR
(post-cardiac arrest syndrome, PCAS) &5 .0 i I
PR E A ETEIRE )G, T 4 B B il - P
Pt B 0% 9 A A 800 o SR R G M BE UL R 5
S WO BRI A B 1 I RRE M BE T
U2, PCAS ) 22 304 435 4 1 i o) g K 4 K
WOomERE PIKMAERE TR AREFHE R
GiJaamthe . PCAS I & A2 05 K o M 41 i B 7 11
PR v KL A0 M B R Il B TR AR S 5
LA, 22 R 28 P45 12 9 40 1 40 B A 26 (TL-6) ., th
P 200 6/ 96K B 40 B AR /N A/ 96 B 40 B L A S
B T BR AT R AT B IS L B R Y R R
Fes

H RS & 5 RAG A B Z A8 1 3 (nu-
cleotide-binding oligomerization domain-like re-
ceptor protein 3, NLRP3) %4 %if /MA LI NLRP3 fE
ot B . DL B A R R & R R K R T
(Caspase-1) ¥k 85 H A7 40 F 08 T AH S BE 5 A
A CASOE R 28 A . NLRP3 R AE /M
AL LA ER P 58 45 A OC 43 1 5 2 (DAMP) 5 4 I
M3 AR 5C 43 F B (PAMP) 300 L 38 28 F i NF-
wB . b 40 TL-18 T4k B TL-18 Rk 19 %
ik, ] B o 306 Y Caspase-1, % 1L-18 By 7K M
1L-18 Fi M fin Tk A3 16 % /9 TL-18 K& 11-18, NL-
RP3 JRAE /MA I WG 1 22 Fh 58 M s 1 & AE i e
FoRBIEEMERY . HAT. NLRP3 R 4E /MM A]
VIE R L i T — &R 810 148 2 9 1Y 12
VT R I AR 3 L TLfE O Y R iR A A
IL-1B8 fz TL-18 7E ey Il 55 0 1148 9 B 12 W AR
Sy A B R Y AR SEKE 120 .0
DR 585 K 80 1ol ft B 32 i 3 VR A WF 0 X 42, R 5%
O F RS A8 A1 ) I B A 40 B v NLRP3 4 E /)

R B TL-1B.1L-18 Y 3R 35 7K °F- Bl A48 5 FL 1 5 iy %
F, 348 NLRP3 RAE/IMAAE S A b5 25 90 76 0 1
DR H B 12 W S TS T H ) N A
1 BMEAHE
1.1 IR %R

PEHL 2014 4F 6 H-—2021 4E 6 H . ET
K22 Rlos R E A EEHMEE. BEWN
G 2 MR 25 O I P 2 (American heart associa-
tion, AHA) L ili & I3 FLCs 1 4 2 Ko Bt e e
Tvi] — s 300 7 9 g R A A fi B A SR O X R AL, AR
TIF 5% 28 S AR I 2 B 5 — B s B« % Tl i — N
BEBe e 2 bt b (L5 . 1401016)
1.1.1 AARE HEH. OFR>18 2, H.D
IR TR E22RHGH; O B E R E A F16 55
FE0G 12 h B DL b, WFRRAL AR >18 %, Tk B it
77w LA S AR A
1.1.2 HeBrbadE  OFFFENE s H il o5 % il 5 55
B s OQFFFE = R Y R 5 O H B g%
PEGG Y A s D BT R K 7L BB © BT K Rg
TETE 48 h R,
1.2 WETR

e 9 B0k IS BT R S R N 2= E B O
TR I 2 95 1 AH 56 {5 B I 2 BB 4 94 (cerebral
performance catagory,CPC) \SZIG R A 45 R, 52
BERASROUEEE A EHAKES 12 h i
NLRP3.IL-1B8.1L-18,ASC } Caspase-1 /K, ¥
SBE IS BATTG B4y MAFTE AL (35 D) 53814
(85 i)

Bl TR 6 S H JE XHAF IS 4R E AT R U
BE W PR 4G CPC AL LS R RN R F MR
AMEBL . SR CPC #E 47 B 3 H B 6 A~ i) fiki o) g
PEARYY, CPC 1 B H R T4 T fig R4 i &
HLCPC2 B HE T b B ph & Dy e 22 Bt 1 1R &
CPC3~5 B HIRTEEMAREZHINEH .
R AN R A & A R AT B B 6 4 H B i
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BIREVEAL . DA & RO S 3 il | Stk O WLBE BE | il
e JE S0 LA RGBS A B M AE T K AF TG R
Gy R AR R AL

1.3 hik

1.3.1 Al J e ss Ak O At B 40 25 0 F
BUM BB P 28 W), 3 5 sl R & W H 26 [ Ther-
moFisher 24w, %6 & & il f & W A LT 48
WS A SIS E i PCR (qRT-PCR) LI H
ZE BD /& A (Becton, Dickinson and Company),
1.3.2 fiysd BETAEERRE S RES
JA# K 5 mL. A EDTA 40 %8 48 4 5k 40 71, 1]
AR N s = 2 ol R 3£ == TN ]
2000 r/min $# T .0 20 min, 7> 2 40 & I B8 4%
4 i (PBMCs) . ¥4 Trizol 1A 43 85 19 PBMCs H,
FEH PBMCs H1 i a8 RNA, 2840436 % FE 246 T
PBMCs ' & RNA B K, f H i L-GGTCG-
GAGTCAACGGATTTGGTCG-3"; R4 5°-
CCTCCGACGCCTGCTTCACCAC-3 7; NLRP3:
WS 57-CCATCGGCAAGACCAAGA-3"; T
sl ¥ 5 -ACAGGCTCAGAATGCTCATC-3 " ;
IL-18: B3I % 5-TACGAATCTCCGACCAC-
CACTACAG-3"; T iif 51 ¥ 5 -TGGAGGTG-
GAGAGCTTTCAGTTCATATG-37; 1L-18: I if
51 % 5’-TCTTCATTGACCAAGGAAATCGG-

37 F#F 5% 5°-TCCGGGGTGCATTATCTC-
TAC-37; ASC: L5l % 5 -TGGATGCTCTG-
TACGGGAAG-3"; FiiF514) 57-CCAGGCTGGT-
GTGAAACTGAA-3’; Caspase-1: 5| ¥, X
FH 52 98¢ 6 PCR Y #F 47 NLRP3 mRNA | IL-13
mRNA, IL-18 mRNA,ASC mRNA & Caspase-1
mRNA k7K FA M,
1.4 SGit2fnek

FF AT B4 43 BT % JH SPSS 23. 0 B4k 17, %%
i IE &% #1 % F Kolmogorov Smirnov #5565,
AR R TRCR I KR HEAT IR . Z A iE S AR
BRI AT LR, 4 R AR R R A
yF R HEAT . SR A2 E TR R AE i &
(ROC Wi #ATIZ2WMH 1. DL P<<0. 05 b2
SHESIHE L.
2 #R
2.1 R

PAAHTIY 200 6] 323K, 78 45 0% A Be i T
RERBIT M 22 R A G2 & L (P<<0.05), H
BT 20 A R T X BEAH S A7 16 21, BB T 40 A B ki 1)
RER I PR X A ARG A . At L 12 1
SO PR R O RS OC B i S O
iS5 L SR A R E R G I B L (P>
0.05), WFEI1,

1 200 flZXEELHEEN (%)

FL R} Xif B8 41 (80 ) FETH 4 (35 1) FET-4H (85 i) P
WS/ % 68.845.7 66.545.8 70.846.9 0. 002
531 0.154

5 45(56.3) 18(51. 4) 57(67.1)

Z 35(43.8) 17(48.6) 28(32.9)
1 P

o IR 31(38.8) 15(42.9) 48(56.5) 0. 359

Wl PR 9 34(42.5) 18(51.4) 55(64.7) 0.305

O I RGP 31(38.8) 18(51. 4) 43(50. 6) 0.172
AL AR S A 0.707

O 21(60.0) 48(56.5)

- WG 5 7(20.0) 24(28.2)

28 TRk 1(2.9 4C4.7)

HoAth” 6(17. 1) 9(10. 6)
AR A G H i 3 31(88.6) 70(82.4) 0.398
55 04 0 il 2 9 19(54.3) 53(62.4) 0.414
S 4R A5 1 0. 683

PLE 22(62.9) 50(58. 8)

HoAt 13(37. 1D 35(41.2)
A B figi T ik 3¢ BW 43 2 <0. 001

1% 21(60.0) 3(3.5)

2 % 10(28.6) 6(7.1)

3~5% 4(11. D 76(89. 4)

TE 0 ML 2R GEHE LA SO O WU S RO A U 5 A O P R 452 DL DR L 0 8 K A DL 3 R T 2
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2.2 3 #HFEA NLRP3 mRNA,IL-18 mRNA,IL-
18 mRNA.ASC mRNA, Caspase-l mRNA 7K 3F
Ho#

55 BRAH AR LG A7 FBE T 20 NLRP3 mR-

NA,IL-18 mRNA, IL-18 mRNA, ASC mRNA,
Caspase-1 mRNA ¥/ B i F+5 (P <<0.05) ., 54F
THALA . JE T2 41 NLRP3 mRNA,IL-18 mRNA |
IL-18 mRNA.,ASC mRNA, Caspase-1 mRNA &
IR (P<<0.05) . L5 2,
2.3 NLRP3 mRNA, IL-18 mRNA, IL-18 mR-
NA.,ASC mRNA, Caspase-1 mRNA 5.0 B {5
A7 21 S8 B 1Y OC &R

MAEEA R E B AR 6 A UREARR

O LA F A A BE BT Ry B DT 2% 53 B A7 05 2 R %
I3 R AR 20 D FEAEF AR (15 6], LS A
At kB bR, AR A A BE 12 h W AF 1Y NLRP3
mRNA | IL-13 mRNA| IL-18 mRNA, ASC mR-
NA .Caspase-1 mRNA & FIEFH A4 (P <<0.05),
WA 3, TEMZTRE TS 5, 5 #l 4 2 kB 4 20
A EE S 5 B o 22 D) R A2 51 4 0 B o 2 T RE A2 i 4l
NLRP3 mRNA.IL-18 mRNA.IL-18 mRNA,ASC
mRNA | Caspase-1 mRNA ¥ H H § I 5 (P <
0.05), SEEEEMATIREZ I AAH L, HEM AT
fit % M 41 NLRP3 mRNA, IL-18 mRNA, IL.-18
mRNA ,ASC mRNA , Caspase-1 mRNA 4 H{ i,
FH(P<<0.05), W% 4,

£ 2 3 4% iX#H NLRP3 mRNA.IL-1p mRNA.IL-18 mRNA,ASC mRNA,Caspase-1 mRNA 7k EEbE X +S

i bw X B2 (80 1)) 7% 41 (35 ) FET41 (85 i) P

NLRP3 mRNA 0.886+0.217 1.23540. 302 1.761£0.492 <20. 001
1L-18 mRNA 0.978+0.199 1.22240. 215 1.7934£0. 402 <C0. 001
1L-18 mRNA 1.0244£0.196 1.4124+0. 321 1.73240.476 <C0. 001
ASC mRNA 0.92440. 215 1.29540. 221 1.507+0.199 <C0. 001
Caspase-1 mRNA 0.990+0.198 1.30540. 158 1.78040. 203 <20. 001

x£3 KHMIHEEHEE5IEEHHE NLRP3 mRNA IL-1p mRNA IL-18 mRNA,ASC mRNA ,Caspase-1 mRNA 7k F bk %

X=+S
fEiR FR4 20 D) e P41 (15 D P
NLRP3 mRNA 1.38440.228 1.03640. 277 <0. 001
IL-13 mRNA 1.32540.199 1.08640. 157 0.001
1L-18 mRNA 1.57540. 261 1.19440. 263 <0. 001
ASC mRNA 1.39140. 142 1.16640. 246 0.002
Caspase-1 mRNA 1.36740. 127 1.22340.162 0. 006

F4 KYPMTHEERTF . BESIR.EETIRA NLRP3 mRNA,IL-1p mRNA.IL-18 mRNA,ASC mRNA Caspase-1
mRNA 7K F Lk & X+S
SRz MATRERIFCLED REMESIREZB0F)  EEMEDIREZ A 6D P
NLRP3 mRNA 1.1264-0. 284 1.40940. 162 1. 6464-0. 104 0.001
IL-18 mRNA 1.1464-0. 195 1.3264-0. 093 1.55340. 213 0.001
IL-18 mRNA 1.31020. 294 1.4934-0. 066 2.01320. 229 <£0. 001
ASC mRNA 1.22340.218 1.41740.128 1.54240.112 0.008
Caspase-1 mRNA 1.2254-0. 114 1.4464-0. 136 1.575420. 075 <<0. 001

2.4 NLRP3 mRNA,IL-18 mRNA,IL-18 mR-
NA,ASC mRNA, Caspase-1 mRNA X (> $# B {5
FETE 21 B8 1S AR 19 ROC i £k 53 #r

ROC £k 27~ , NLRP3  1L-1B8,11.-18 , ASC FlI
Caspase-1 T U 35 B 4554735 S0 3 % A0 1098 S5 1
7 ROC 43 % K 0. 823 (95% CI:0.746 ~ 0. 900) ,
0.830(95% CI:0.760~0.900),0.850(95% CI :
0.785~0.915),0.810(95% CI :0.726 ~0.894),
0.765(95%CI:0.676~0.854), B4 NLRP3,IL-
1B.1L-18 ,ASC 1 Caspase-1 TR O 7 B8 155 77 15 FR
Fok A I FH R ROC i 0.890 (95% CI «
0.835~0.945) , B i i F ik 5 A48 45 54012

B2 Wi A (. It B R BURE D 80. 000, RE R BE R
86.7% . ROC HRZE WA 1,
3 itig

MR A5 A B, BE PN AE T B3 I BR A% 4
NLRP3 mRNA,IL-18 mRNA.IL-18 mRNA,ASC
mRNA | Caspase-1 mRNA Fik¥ & TG LB &
#. H NLRP3 mRNA.,IL-13 mRNA,IL-18 mR-
NA.ASC mRNA ., Caspase-1 mRNA J} 5 5 i #1
D RGEA RS S 2 1 RgZ A0 ¢ . ROC
i1 £k %% . NLRP3,IL-1B.1L-18 , ASC Al Caspase-1
KA TR O FEIR(E B E BUS 1) ROC i kR 1 A2
0.890(95% CI :0.835~0.945), & T- NLRP3,1L-
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18.1L-18 \ASC Hl Caspase-1 [ H b F 0,

1.0
0.8 J/—

0.4

REE

—BKAa
—— NLRP3
— IL-1B
— IL-18
ASC
Caspase-1

SEL

1
0 0.2 0.4 0.6 0.8 1.0
1-455E

1 AEIEFREREGEEEFELMEREHFR ROC
Hh £

O P BR A T BUR ST 2 B MR IR 3R Bl PR 2
H RGN 20 2UF0 & B PR S 0E T 0 2 ni ke 1l -
VETE U . PCAS B 3 Z0 AT, 7 40 g K 7
B O RS UE S B 4 B i - 04N i B4 40 i
IR 3 BRI (ATPYRER (B F R =0k .40
Moy Ca®" BFL A0 R AR K P 460 FEARE &R
GEK L IR B . O BRIE R EWRE A E75
W5, 4504 1L-18. TNF-o 7E P i % 7 40 g [
TRRIKH B I, h2 gE T AE s AR 2R DUk
SiE R

OFEBRIE R EEARE R RAER " EHRE S
BE TS AAAEF RN OCHE . AT R Bos B N st
THHE M B A% 40 0 NLRP3 mRNA | TL-18 mR-
NA.IL-18 mRNA ,ASC mRNA ,Caspase-1 mRNA
FIREE TARE B ¥ . H NLRP3 mRNA L IL-
18 mRNA,IL-18 mRNA,ASC mRNA, Caspase-1
mRNA F &5 O M RGEA RS L2
REZ A . X 5 Adrie S (1 I PR BIF 53 45 S —
. Adrie SRS R AH L O 3 BRI ARG
HABE IET AR FH M C 8 H (CRP) ¥k B B
T R RAE 50 PRI S N R UG W] BEAEAE
AHOCHE . X ATRES LR PR AH G . — J7 . SAE 1Y
KRR B T AN H L, SE By R R B
ST LA e 2H 21 8% B A 0 R BE . NLRP3 R4
AN N DRSS o 4 NP A o X N 87 S &SR TR TN
Ty fie b 0 55 i 0 & L Dy — T T B 9% A i
MEMEN T2 58 PCAS N E ., O BEEE. %
FEA ML T NO S REAHOCH NO 78 &7 5Kk A0 A 1t

B NO R BE = A AT AR S B0 A &7 5K MR
1) & Zhang 8800 R /N BUC #3845 F0 &2 9
BT SR FH G G 4 AR BF 9 I o B 1 o8 S ML &
PR Sk 0l P TR DD, ARRE T | RS A 0t i o e 3 0
AESFHE T OMBEREMEREIFRIEN L E,
P NLRP3 &8 /MA L v] DS 25 0 52 Bl 1l - 1534 v
B0, HET. @46 AR s 25 R R AR E Bk
LA, O & WA — RO R T T
2 VX765 & —Fh R R M Caspase-1 4101 571
Xof 2 U UUASE B8 K i Ak iy 380 A% Bk 1t - 7 4 9 6 4%
AP ER A B0 0 T 0 U BE A4 AT B8 74 R K il
BT 2O N Dy eE R AR, [, VX765 i
I BEAR IV TL-1 7K 7, PR 4 ok AR Dy g, 41 6 0o ik
LR 5 S ) R L X O ML AR G K 3 TS A AR T
ey,

NLRP3 ] IME R W bn i 9, x5 O i B3R 5 )5
A6 I BB KA T R AT B0 . 7B AR5 H , ROC
£k W8 . NLRP3,1L-1B.11.-18 . ASC F1 Caspase-1
A PR O FFE IR R TR 19 ROC i 6 F 1 2
0.890(95%CI:0.835~0.945), & F NLRP3,IL-
18.1L-18 , ASC Fil Caspase-1 Fi BA 50 FUMI . 2L AT .
CABFSEIE T, IL-6 Fl 1L-8 5.0 # BB 45 5 R 3 11
PR M 28 Kt IR TS A ST AR A A
AT FE H L O 4 R 455 I AR 3 A0 T bR B A4 B L R
0 i /0N A S5 T 4 A A s R RT LA T T AR
FIFET. . NLRP3 RAE /MY 12 FH T R M 505
JE RTINS BB O R S A AT
B M NLRP3 K4 &, vl fg 5 #f & 8 45 o A
R #i4 R G TE AH G,

AW K, BFHE RS WS AAEHCKER.
SR o 76 O R A5 F 3 v 02 5 A7 76 4R 2 %) NLRP3
RAE /N I8 K Ty B8 1Y 5 m w9 2F — 20 5T
Lara 2250 () Iif PRAF 5% % L. 78 SARS-CoV-2 J& Jx
B BB E D A R T LRARIIEAR 2 ROS 1
Tnsk ki DNA A3 5 30 NLRP3 R AE /Mg
o BSOS BN T AR R B COVID-19 J5 1Y%
A, X245 B4R, % NLRP3 48 5% /A 7E O 48
BAFh i E AT 3 — SR i T

AW FRAEAE—E R R . 25— AR5 s T 5
O ST AR A RN, B T ARG AR A R
RARKR RS EMAN LA, B = AR E
5% NLRP3 & A /N 3= 35 Fifi B (8] A2 {6 1) 8 3
PR, 7 ZEE— 25 19 2 vl L R FEAS I IR AT 5% 2 47
5.

ZE LR O MR BRI A 06 )5 S A
I NLRP3 RAE/IMAZ K & T X B4 B 3%, H 5
WEET A G, RIS, O P R 45 A7 15 AR 3 A1 8] 1 NIL-
RP3 RAE/MAR IR G HM 2 ARG 0 ME REK
WS AR G AT — 2 TR .
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