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SMEREEEMR R AIM2, IL-1pFIIL-18HIRIERENX
IR, A4, RE, AL, RS, HAW
(1. FPa R [ 2 B BB i O R B 2 N R, 761 5702085 2. fhiLmiis— AR EREMZNEL, il 528000)

(HE] BE: RIERNILHIE RAE /M K S RE AN P B ik, &g S ERG RISt & A . & R i B2 i
HWZ—, ISRl . SAEERA R R . AT BRI BL= [H - 2(absent in melanoma 2,
AIM2). H4IHIAZE-1B(interleukin-1B, TL-1B)HIH 4HI /2 -18(interleukin-18, TL-18)7F S MERGHESE B4 1ML Hh ik 2235
KEX ., Aik: PARNENEEIEEE 85 BN NFEACAL , HRYE DSl ™ ERERE . IR I R & J5 57 90 KA
4 [ Rankin £ #(Modified Rankin Scale, mRS)IF4-ar A, hEEEH, /. HEKIERA, #isRHLBER
R 9 A [ HAMa R AR 2 85 9 R X REZH o SR FHBAHIK £ 92 W% i (enzyme-linked immunosorbnent assay, ELISA)7A 46
AIM2, IL-1B FIIL-18 ZEX W AR I P i eIk K o SR BiAIFEAL I K AIM2 . TL-18 F1IL-18 7K X B i 5 F
XA, 2ZRPEAGIFE X E P<0.001), WAL R : BF MK AIM2, IL-1B FIIL-18 7K P 5 fif 48
UIRe skt ERRE > B> A, E R UG AL > i A >/ NE AR AL, FEBUG A RA>TUG BRI, 25
Y EA ST 08 (3 P<0.05); 12K AIM2 /K5 32 [ [ 57 T3 AR R 5% ¢ 2 5 & 2% (National Institute of Health Stroke
Scale, NIHSS)PF4r. HlifEAETH FL & mRS P73 5 IEAH G (4341 =0.791 . r=0.710. r=0.763, 3] P<0.001), IL-1B/KF-5
NIHSS PE43 . IR AE 17 AR K mRS PE43 5 1EAH (43591 7=0.716 . 1=0.690. =0.688, 3] P<0.001), IL-18 /KF-5 NIHSS
PR . AL A A mRS PR/ IEARSE(43 31 7=0.714 . 1=0.638 ., r=0.653, #4JP<0.001); 3% AIM2 5IL-1p, IL-187K
L TEAHIE (0] =0.828 . r=0.751, #JP<0.001), Z5it: AIM2. IL-1p Fl1L-18 7E 2 P kiASi 50 /B 25 i 3% vh 2635 FiA,
1M L5 2 I PE 2B PR D RE S ™ SRR . AR I B U B UIAHG, $278 AIM2., IL-1B MTIL-18 " RETE 2
PERGRESERY & . R EZAEH .

[RER] RERBHZHT2; AHENR-18; FIAMANE-18; 2PEMMER; M
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ABSTRACT

KEY WORDS

Objective: Inflammation especially the overexpression of inflammasome and
inflammatory cytokines, is one of the important reasons that affect the occurrence and
development of acute cerebral infarction, including the initiation of cerebral infarction, the
progress and recovery of post-infarction injury. This study aims to explore expressions of
absent in melanoma 2 (AIM2), interleukin-1p (IL-1p), and interleukin-18 (IL-18) in plasma
of patients with acute cerebral infarction and its significance.

Methods: A total of 85 patients with acute cerebral infarction were enrolled in the cerebral
infarction group. They were assigned into mild, moderate, and severe groups according to
the severity of neurological deficits. They were assigned into small, middle, and large
cerebral infarction groups according to the area of cerebral infarction. They were assigned
into a good prognosis group and a poor prognosis group according to the Modified Rankin
Scale (mRS) score on the 90th day after the onset. A total of 85 healthy controls were
selected as a control group. The levels of AIM2, IL-1p, and IL-18 in plasma of the cerebral
group and the control group were detected by enzyme-linked immunosorbent assay
(ELISA).

Results: The levels of plasma AIM2, IL-1f, and IL-18 in the cerebral infarction group were
significantly higher than those in the control group (all P<0.001). In the cerebral infarction
group, the expression levels of plasma AIM2, IL-1B, and IL-18 were as follows: The severe
neurological deficitc group>the moderate group>the mild group, the large area of cerebral
infarction group>the middle area group>the small area group, and the poor prognosis group>
the good prognosis group (all P<0.05). The levels of plasma AIM2 were positively
correlated with National Institute of Health Stroke Scale (NIHSS) score, the cerebral
infarction area, and the mRS score (=0.791, =0.710, =0.763, respectively, all P<0.001).
The levels of plasma IL-1p were positively correlated with the NIHSS score, the cerebral
infarction area, and the mRS score (»=0.716, r=0.690, r=0.688, respectively, all P<0.001).
The levels of plasma IL-18 were positively correlated with the NIHSS score, the cerebral
infarction area, and the mRS score (=0.714, r=0.638, r=0.653, respectively, all P<0.001).
The level of plasma AIM2 was positively correlated with that of IL-1p and IL-18 (7=0.828,
r=0.751, both P<0.001).

Conclusion: Expressions of AIM2, IL-1f, and IL-18 are up-regulated in the plasma of
patients with acute cerebral infarction, and they are closely related to the severity of
neurological deficit, cerebral infarction area, and prognosis in patients with acute cerebral
infarction, suggesting that AIM2, IL-1pB, and IL-18 may play an important role in the

occurrence and development of acute cerebral infarction.

absent in melanoma 2; interleukin-1f; interleukin-18; acute cerebral infarction; plasma

b 2 e 2 3R S R R A R R AL R EG 2 melanoma 2, AIM2) A AE/IMAE — i LR ) 22 4K
— 020 T B AT R e L A SR 2 AErEZ RIS S , PRI IMER A,
SRR A T0%E . 2 B BE 14 g B A2 2% HE I 76 A6 2 e K A& 2 R 4 5 M AR I -1 (cysteine
TFFROIFR I SNE 0 2 5 R, o R/ aspartate specific proteinase-1, Caspase-1), ¥ 1k A%
TR G AE AN IR F A ol B ek R e b g A L KR Caspase-1 1] 4 fif 5 4 14 41 fd 4 2% -1B(interleukin-1p,
(9 F B2 B, BB A R Bk = [ 2(absent in  IL-1B) I 4 i/ % -18(interleukin-18, IL-18), Mifi
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SECIL-1B R IL-18 By AR, S 4R T Y
RAETH AIM2 5 2 PR Bl Ak AR DI AR OGN, H
AIM2 5 2 PE XA AL 8 Y O 2R R WL SCHRAE . A
W 5% @ of B BC A 2 W B (enzyme-linked
immunosorbnent assay, ELISA) ¥: K AIM2 . IL-1B
ANL-18 7S E IR FE B K b 3Rk, IR e
A [F 22 D RE s A0 ™ AR BE | A AL 1H AR A T
Jo Y 2HE AR BT R R T Rk 22 5,
AIM2. IL-1B FIIL-18 fE 2V AE AL & A= . KR Y
YEHL.

1 ARSI

1.1 IEERER

VEEL 2019 4F 1 A 2 5 H WA i K2 Ak = 2=
B e vl 1 R e (LA fRT PR IR B ) #i 28 PA R4 2 Pk B R A
FBE S BN IAESEAL, Jorp B safs], 4314, 4F
1%(67.47£12.04) % . PANRE: DAFGS (i E 26
MPERAE 266 RS 2018) M2 WibrER B s )&
3L MRIKS Y (R0 & DWDIESZ R s BTN BE IR A
Jod HL R[] <48 he  [R] B AR B 8 3 A e ) 5 6] ] 37
T A W 5% B A< i 5% (National Institute of Health
Stroke Scale, NIHSS)PF4)4i #ft 25 T e Sl 461 7™ o i 3
N BRIEH (n=44, NIHSSPE/r<54y). EH (=
26, 5<NIHSS114r<15) M HEE L (n=15, NIHSS 5>
15). 45 Adams 7325 /NEFRIG AR I (n=
30, FHACALEAL<1.5 em?), o ARG A% AE 4 (n=31,
FEFE LT AN 1.5~3.0 em?, 52 K2 1A~ L L i i ) 5467 )
MK AR LA (n=24, A A>3.0 cm?, 2
Ke 2 AL E i 000 ) o A0 2 90 KX A AT
BT, A4 K Rankin # 3¢ (Modified Rankin Scale,
mRS)PEr4r . TG RAFA (n=52, mRSPF43<2)Al
WA R (n=33, mRSIF43>2). BEHFEMITER L]
LT AY 85 ) Xt E4L, Hh Y saf], %«
314, AF1(65.06+7.35)% o HEBRARIE: BEAEA INZE
R . T ELO R R . 2B MR | i
MR R S5 RGEBIR . THHRYT . A= 2R YT B
i e i ) L TR SN S Y R . AR
FKARBACTEZ 0 St L, DFExT R I%E
TR,

1.2 ik
1.2.1 AIM2. IL-1B 7= 1L-18 #4 4|

KA B H A B 23 KL 4 mL T 54 EDTA
PrEt E AR MAE T, BOAEMYK, M E T-80 C
MR VKA N ORAF RO Xt B A s B e ik atn, b

FREALFE . R ELISA 3461 1L %% ATM2, TL-18.,
IL-18 iy IR K, 50 & v A 2R R B A B
NFEIFREE, AR R G B TR
1.2.2 WEF54R

LR i A AE 20 Bkt BRI 3 ATM2 . TL-1B T IL-
18 A RARE O 5 WEEA [F] 1f 22 Ty g e 4t ™ o P
ki A5 B T AR S T () B R A E 28 Il 3% b AIM2 . IL-1B
FIL-18 Hh ) R O 5 XL I A BT 40 1l K AIM2
IL-1B 1 IL-18 7K °F- 5 NIHSS ¥ 43 . figi 45 4F. 1fij £
mRS IR s WEMRAEFEAL I3 AIM2 5 IL-1B.
IL-18 /K- P FR o

1.3 ZritZabiE

>k H1 SPSS 23.0 4t i+ B A 37 B a7 I 43 AR
P o MRMIEZS A5 B 3 R LAY B bR 22 (ks )
N, HRCECR ] i, Z2 DA LR R
5 22570, HA W LA LSD-e K5 s 25 A 53
A BT BEORER P A B — D o B, 35 =)
PEED) MO, Ol , P4 [A] [ %% % H] Mann-
Whitney UK %5, 2 41 4% R H] Kruskal-Wallis H £
5 THECRORER ML KRR, R 2R Al
KGR Spearman AL/ MIT, Ki/kifEe=0.05, P<
0.05 AZESA G E R L

24 B

2.1 MARRITE BRI

(RO AP0 R o EAE AN <3 7 TN & s
R s BT e 2 S g iR R L (3 P>
0.05); Jini ¥ #E 25 1A 7 45 %0 (body mass index, BMI),
o IR A R B I A v SR S 9T Y L g 357 B
R FX IR (3 P<0.05); A AEAH 114 B JE [ B AR
B IR AR T KOE A Bk TR B2 (38 P<0.05), TR
A = K O 22 5 S ¥ R L (P
0.05, % 1),

2.2 FAMFEIT &K IR AIM2, IL-1p #0 IL-18 &KX
7K EL 8

JAH AL 2H 1% AIM2 . TL-1pB FiTL-18 7K -2 B i
TN IR ZH (2 P<0.001, #2).

2.3 AN[E NIHSS ¥4 0 48 5E 235 I 3% AIM2, IL-
1B FAIL-18 RiE KT L

P2 D Re G ™ SRR EE R R4 . R AR I
WAIM2, IL-1B FlIL-18 /K V-2 B 8 & T2 B 4l (1
P<0.05); B4R MIE AIM2, IL-1p FIIL-18 /K-
PR  m Trh B4 (P P<0.05, #3).
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F1 MARRNR—MALILE

Table 1 Comparison of general characteristics between the two groups

21 5] n FIH1(%)] TR % BMI/(kg'm™) o LA/ [51(%)] BRI/ [B(%)]
Xt B2 85 54(63.5) 65.06+7.35 22.66+1.98 14(16.5) 3(3.5)
A FE2H 85 54(63.5) 67.47+12.04 23.90+2.66 51(60.0) 18(21.2)
(0w Z 0.000 1.576 3.449 34.100 12.224
P 1.000 0.117 0.001 <0.001 <0.001

. P A G L/ S L [ g/ =t HE R R 1/
205 WA 2 /B %)] I /[ ](%)] LE19%)] (mmol L) (mmol-L") (mmol-L")
Xif AL 19(22.4) 11(12.9) 6(7.1) 4.43(3.85,5.31)  1.09(0.79, 1.37) 2.51+0.78
iyl 25(29.4) 17(20.0) 19(22.4) 5.44(4.68,6.12)  1.14(0.81, 1.50) 2.88+0.86
188 Z 1.104 1.539 7.926 -4.58 -0.937 2.938
P 0.293 0.215 0.005 <0.001 0.349 0.004

BMI: {KFEFEEL,

R2 WAMRITRMIEZ AIM2, IL-1p FATL-18 FKiAKF LI
Table 2 Comparison of plasma AIM2, IL-1f, and IL-18 expression levels between the two groups

20 51 n AIM2/(pg-mL™) IL-1B/(pg-mL™) IL-18/(ng'L™)
Xf HRZH 85 614.7(452.7, 765.0) 32.8(22.1, 42.9) 110.8(82.6, 142.7)
HRiAESELH 85 1.043.9(878.6, 1 550.2) 78.1(65.1, 93.9) 202.4(173.4, 261.0)
z -9.304 -10.592 -9.424

P <0.001 <0.001 <0.001

AIM2: BEFWERZHTF2; IL-18: AYIHNEK-18; IL-18: HMAENE-18.

#*3 A[E NIHSS S RIREIE B& M3 AIM2, IL-1 F0 IL-18 Rk 7K F LR

Table 3 Comparison of plasma AIM2, IL-1f, and IL-18 expression levels in patients with cerebral infarction in different

NIHSS scores

215 n AIM2/(pg-mL™) IL-1B/(pg'mL™) IL-18/(ng'L™)
Al 44 893.2(798.8, 986.9) 66.0(62.1, 75.8) 181.1(154.9, 199.3)
4] 26 1301.2(1 080.1, 1 545.1)* 82.3(76.4, 93.8)* 215.8(204.3, 268.5)*
Eil 15 2 102.4(1 935.0, 2 568.9)*1 110.7(99.2, 195.1y%f 301.5(261.2, 355.1)*
H 57.234 50.928 45.577

P <0.001 <0.001 <0.001

AIM2: BEERERZN12; IL-1p: H4IfIANZE-1p; IL-18: H4I/E-18. SREFEAILE, *P<0.05; SHEHLE,

+P<0.05.

24 AERIEEERAEE ME AIM2, IL-1pF0IL-
18 RiAKFLLE

FAEFEH IR . KIARA B  AIM2 . IL-
1B FlIL-18 K- 37 W] 5 g T/ N AR 20 (34 P<0.05); K
THVRRZH 4 1 ATM2 . TL-1B AT IL-18 /K -2 B vy
Fri ALY P<0.05, #4).

2.5 AEITERYNIESE B3 M 3% AIM2, IL-1p #11L-
18 RiAKFELEE

UG AN K2 B 2 % ATIM2 . TL-18 FIIL-18 7K
YR TS R (X P<0.05, #£5).
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2.6 BNAEIELH B M3 AIM2, IL-1p #0 IL-18 &K%
KFE S NIHSS 4y, FNAESEEFR K mRS 4> HHH %
S

Spearman FiAH T 45 s - Ml E 4 AR L
M AIM2 7K -5 NIHSS P43 . Jii 451 3% 1 F2 & mRS 31

0.001); TL-1B /K F 5 NIHSS 43 . ik A% 3 ifij £
mRS PE43 5 IEAH (2351 =0.716 . 1=0.690, r=0.688,
Y] P<0.001); IL-18 K V-5 NIHSS ¥4 . i 5t 1 £
K mRS V43 5 1F A & (4390 =0.714, r=0.638, 1=
0.653, #P<0.001).

IR TEA (G 91=0.791, r=0.710. r=0.763, ¥jP<

F4 AERIEFLERAIEIL BE MR AIM2, IL-1BFNIL-18 RikKFLLE

Table 4 Comparison of plasma AIM?2, IL-1f, and IL-18 expression levels in patients with cerebral infarction in different ce-

rebral infarction areas

2H 5 n AIM2/(pg'mL™") IL-1B/(pg'mL™) IL-18/(ng-L™)
/NHITFRAH 30 858.7(793.6, 977.8) 64.3(58.0, 73.4) 172.5(152.7, 202.0)

o AL 31 1 023.4(946.3, 1 337.2)* 79.3(69.5, 89.7)* 201.3(184.2, 251.2)*
PN 24 1 826.4(1 392.9, 2 391.4)*+ 98.8(80.9, 139.8)*+ 289.5(209.1, 321.4) *+
H 43.661 39.541 34.643

P <0.001 <0.001 <0.001

AIM2: BEREHRZ N2, IL-1B: HAIMANR-1p; TL-18: HANMEA£-18. S/NAITALA LA, *P<0.05; SHHRA

Lb#E, +P<0.05

x5 AEVERHMEREEME AIM2, IL-1pF01L-18 Rik/KF LR

Table 5 Comparison of plasma AIM2, IL-1f, and IL-18 expression levels in patients with cerebral infarction in different

prognosis

205 n AIM2/(pg-mL™") IL-1p/(pg-mL™) IL-18/(ng-L™)
e RareH 52 920.5(812.5, 1019.9) 68.0(63.3, 78.7) 184.7(156.2, 204.7)
A A R4H 33 1564.8(1173.4, 2074.1) 94.6(80.4, 112.3) 261.2(208.6, 302.9)
z -6.610 -5.916 -5.726

P <0.001 <0.001 <0.001

AIM2: BAZRERZINF2; IL-1B: HAMAZR-1p; IL-18. H4IMENE-18,

2.7 RRAEIEAEE M E AIM2 5 IL-1p, IL-18 Kix
KT BIHE K S

Spearman B AH G/ 45 AR« A L 4H £8 3 I
K AIM2 HIL-1B. IL-18 /KP4 IEAH G (4351 =0.828
r=0.751, #P<0.001).

31 it

SRR N 3l Bk Bt i SR P R, SRR
Ak e L A e 22 T RE R A A i ML 2 P A
B 3 5 40 ) 5 58 A 240 PR 1) 7 A A T RE AR
TRIT S VEIREESE AR AR AIM2 2 TR 15 2/
HIN-200 £ F 2 i — 51, T30 B g 40 s 2
RO, AIM2 15 B A R B i A S 2R B

TUEN TR, FEN & A ME AL, CimZ
AT TR/ SR ES A 45/ 38, ) DNAJRZ 8% . AIM2 1]
W 1 WG Caspase-1 /i 5 40 M £ 10 1) & A9,
Adamczak S5 % UAFAE T R AN 28040 9 1) ATM2
55 AMNEM: dsDNA2 BTG 5, 38 2T F 5508 T AH G B
MFEEN, TERRIE/NMAZ &Y, #E G Caspase-
1, fREHEIL-1B A BRI RS, A i £ e 40 i &
A FE T Denes SFFIFFE /)N UK G v 8 ik A ZE R AR
22 B0 ATM27 20 /N BRS84S sk >, iR A E
B B4/, M TRETUE . BLah,
12 S WAL 3 Rk > AIM2 JE /IMA J H R Ui
FHICRAEA TRk, 76 /N Rt i i 483 493 vh 2 4%
PRAPEHINT, XA AHER I T AIM2 S80E/IMAME 538
AT T e R . AR SR R . BT
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2 R IR ATM2 7K I 3 i T BE A A A4
H R D RE R Y, A AR T AR, M2
AIM2 7K Ry 5 T AS B4 AR5 I 3K ATM2 7K B
W TS R4 1% AIM2 K5 NIHSS #7453
ki 45 E 17 B K mRS P4 S IE ARG . FUL AT 0L, i3k
ATM2 Rk, AR RESE 3 A 2 T fig
PRk, AR AR, TS 25 . AHFIE 4,
IR R BT ) S gats 14 SR AIM2 75 2Pk i 15 8
R BRI EE R CEZNER.

IL-18 A IL-18 /E M MR T ZE A RAEAN ML R 7, 7
SRR AL J5 2 A S H & EE AR FHUS 1, AR5
SRR . IREAE AL MK TL-18 M IL-18 /K-
A = T IR 2 A A £ 2 1 o 45 ) R B A
P, R AS AT T AR R, ML IL-1B A IL-18 7K
MR TG AN R ALRE MK TIL-1B A TL-18 /K- F
s RAF4L; MAEgE 2 4835 2% IL-1B A1 IL-18 7K
5 NIHSS #7453 . I AE i AR K mRS 4344 2 IEAH G
ARHFFEIEE T SR M A A8 £ 5 S A BRe AR Il 2% 1L-1B
FIL-18 YRR BN, A BLIMIK TL-18 FNIL-18 ik K
5 SRR AE R R A RE B R 2 T R B ™ E
FERE . AR A 1 A U 2 VI G, SRR RE A A F
FEUSNEEe . AN, AHESE e E L HT T IL-1B8. IL-
18 7K -5 2 o A5 A S8 5 AN [) bl 42 ) g it b ™ R
JE MRS T AR R TS AT ARG, ENIESE T IL-
1B FNIL-18 7 A MBS KA . KR TER

AHIFFE I UL ) 2 AR A 5 A 1 AIM2 265K
K5 IL-1B. IL-18 FiA/KF-RIEASE, 471 AIM2
A REIE I 8 1T U 9 0 40 R IL-1B R IL-18 1 4%
R RER . 456 MRAEMaTsT, AIM2, IL-
1B 1 IL-18 45 1 i i /2 4 i A5 5635 15 1 ] REATL ol
S DILAEF I HLANAE Y A9 ATM2 85354005 J5 T8 B AE
INAESE A W) 35 AL Caspase-1, A3 TL-1p F1IL-18 114
AR, A S AT A, BN A
LN . B0 R A, IR S IR A A i R,
PESE LA W LA A BE T, AT 5 B0l bk ok A 1
FCBES T 222305 2) Kz JoT A4 48 T 4 I P 1) ATM2 3
WS G I R AE/IMEE &), E N1 1k Caspase-1,
PRI IL-1B (4 SRR, A B 28 4 i & A 20
FRAET-09; 3)AIM2 TR Ap e i A B4, M2 BT
T 2 A T K SR P A T A 1 02 1 ATMI2 RORE /MR 1) 38
T, NI S | S W 20 i BE i IL-1B . IL-18 554 R A
JE, A 2R i B3 5 G AR AE R 5 4) NS
TR £ 50 PR] 2% TR ol 2 e 9 B 8 3 0 2 P ) ATMI2
o BB, EVRIL-18 FIIL-18 U AKF, mEA
PE B FESE A1

AWFFEARTT T AIM2, IL-1p F1IL-18 78 2 M i

HE R A I 3R v 1 R 38 RITEE N [5) i 26 T e il ™ 2
B M ST FR R P AR T A R A 25 5 MR DG PE
FORENTRES SIS S B0, X h 2tk se
MIRYT HRAL TR T TERE A (EAHIESY & Tl R B
5%, HA—ERRBRYE . DIMIB RIS 1 51
BRI, AN RERS A S e b A A0 ] L ) B
Bis 2)2VERAESE S AN R R S MK AIM2 . IL-1B 1
IL-18 8 A 7 2Lt — PR R AR D,
s, S iy KA R . 2
MM LAIESE o

25 Bk, AIM2. IL-1B FlIL-18 75 27k I #f 5t
BE M eIk LA, LS 2 G iR AT AR A
SRR R R SE AR R TS B UIAR G,
LR AIM2 | TL-1B 1 TL-18 ] RETE 2 ki A AT 1) & A=
KIBPERETIEM . HXT AIM2, IL-1B F1IL-18 ¢
LSUERRESE B BARVE IBLEL, U5A R TR AR B
FENMUABEI B .

Pl sAER: EH IR TRIE e

S 3Lk

[1] GBD 2016 Stroke Collaborators. Global, regional, and national
burden of stroke, 1990-2016: a systematic analysis for the
Global Burden of Disease Study 2016[J]. Lancet Neurol, 2019,
18(5): 439-458.

[2] Zhou MG, Wang HD, Zeng XY, et al. Mortality, morbidity, and
risk factors in China and its provinces, 1990—2017: a
systematic analysis for the Global Burden of Disease Study
2017[J]. Lancet, 2019, 394(10204): 1145-1158.

[3] Wang WZ, Jiang B, Sun HX, et al. Prevalence, incidence, and
mortality of stroke in China: results from a nationwide
population-based survey of 480 687 adults[J]. Circulation,
2017, 135(8): 759-771.

[4] Liu XM, JinXL, Chen BX, et al. Effects of Kudiezi injection
on serum inflammatory biomarkers in patients with acute
cerebral infarction[J]. Dis Markers, 2018, 2018: 7936736-
7936738.

[5] Poh L, Kang SW, Baik SH, et al. Evidence that NLRC4
inflammasome mediates apoptotic and pyroptotic microglial
death following ischemic stroke[J]. Brain Behavimmun, 2019,
75:34-47.

[6] Barrington J, Lemarchand E, Allan SM. A brain in flame; do
inflammasomes and pyroptosis influence stroke pathology?[J].
Brain Pathol, 2017, 27(2): 205-212.

[7] Hornung V, Ablasser A, Charrel-Dennis M, et al. AIM2
recognizes cytosolic dsDNA and forms a caspase-1-activating
inflammasome with ASC[J]. Nature, 2009, 458(7237): 514-518.

[8] Lugrin J, Martinon F. The AIM2 inflammasome: Sensor of

pathogens and cellular perturbations[J]. Immunol Rev, 2018,

©Journal of Central South University (Medical Science). All rights reserved.



2P IRAEAE B L T ATM2 | TL-1B FIIL-18 Ak S X

S

k
23

155

9]

[10]

[11]

[12]

[13]

[14]

[15]

[16]

[17]

281(1): 99-114.

Denes A, Coutts G, Lénart N, et al. AIM2 and NLRC4
inflammasomes contribute with ASC to acute brain injury
independently of NLRP3[J]. Proc Natl Acad Sci USA, 2015,
112(13): 4050-4055.

ARG P 2 2 O 23, AR BR P e M 2 A 2 L
AL P E Sk PR AR 2R 1R B 2018[)]. ARRIZE
BH2Ri, 2018, 51(9): 666-682.
Chinese Society of Neurology, Chinese Stroke Society.
Chinese guidelines for diagnosis and treatment of acute
ischemic stroke 2018[J]. Chinese Journal of Neurology, 2018,
51(9): 666-682.

Adams HP, Bendixen BH, Kappelle LJ, et al. Classification of
subtype of acute ischemic stroke. Definitions for use in a
multicenter clinical trial. TOAST. Trial of Org 10172 in Acute
Stroke Treatment[J]. Stroke, 1993, 24(1): 35-41.

Gattringer T, Posekany A, Niederkorn K, et al. Predicting early
mortality of acute ischemic stroke: score-based approach[J].
Stroke, 2019, 50(2): 349-356.

Lambertsen KL, Finsen B, Clausen BH. Post-stroke
inflammation-target or tool for therapy?[J]. Acta Neuropathol,
2019, 137(5): 693-714.

DeYoung KL, Ray ME, Su YA, et al. Cloning a novel member
of the human interferon-inducible gene family associated with
control of tumorigenicity in a model of human melanoma[J].
Oncogene, 1997, 15(4): 453-457.

Fernandes-Alnemri T, Yu JW, Datta P, et al. AIM2 activates the
inflammasome and cell death in response to cytoplasmic DNA
[J]. Nature, 2009, 458(7237): 509-513.

Adamczak SE, de Rivero Vaccari JP, Dale G, et al. Pyroptotic
neuronal cell death mediated by the AIM2 inflammasome[J]. J
Cereb Blood Flow Metab, 2014, 34(4): 621-629.

BB, B, Sk, 45 HDAC3 JH¥5 ATM2 A8/ IMATE I

ARSI A E5R, P B, B, R, AR . A s
BRI AIM2 | TL-18 F1 IL-18 A 363K M & X [J]. HrpE R
M (= 2% B, 2021, 46(2): 149-155. DOI: 10.11817/j. issn. 1672-
7347.2021.190662

Cite this article as: WANG Qiang, YU Dan, LIANG Ji, CHENG Qihui,
ZHOU Feng, LIN Haili. Significance of expression of AIM2, IL-

1B, and IL-18 in plasma of patients with acute cerebral infarction
[J]. Journal of Central South University. Medical Science, 2021, 46
(2): 149-155. DOI:10.11817/j.issn.1672-7347.2021.190662

©Journal of Central South University (Medical Science). All rights reserved.

(18]

[19]

[20]

[21]

[22]

[23]

[24]

REFE A AE FH S AL [C. A4 — T4 4 =M i
RS WU 2016 4 BT VT AS Bl 200 2 R 28 S0 G
Tk, 2016: 201.

ZHAO Qiuchen, XIA Minghu, ZHANG He, et al. The role and
mechanism of HDAC3 in regulating AIM2 inflammasome in
cerebral infarction[C]. Compilation of papers from the 23rd
Provincial Neurology Conference of Six Provinces and One
City in East China and the 2016 Annual Meeting on Neurology
in Zhejiang Province. Ningbo, 2016: 201.

Yamasaki Y, Matsuura N, Shozuhara H, et al. Interleukin-1 as a
pathogenetic mediator of ischemic brain damage in rats[J].
Stroke, 1995, 26(4): 676-681.

Zarembal, Losy J. Interleukin-18 in acute ischaemic stroke
patients[J]. Neurol Sci, 2003, 24(3): 117-124.

Smith CJ, Emsley HC, Udeh CT, et al. Interleukin-1 receptor
antagonist immune
suppression[J]. Cytokine, 2012, 58(3): 384-389.

Yuen CM, Chiu CA, Chang LT, et al. Level and value of
interleukin-18 after acute ischemic stroke[J]. Circ J, 2007, 71
(11): 1691-1696.

WA RERBEN R T2 X 3 Rk AT AL & Az BT
FSCIERTSE[D]. B LIRS, 2018.

PAN Jinyu. The role and regulatory mechanism of AIM2 in

reverses stroke-associated peripheral

atherosclerosis  plaque  formation[D].  Jinan: Shandong
University, 2018.

Pan JY, Lu L, Wang XY, et al. AIM2 regulates vascular smooth
muscle cell migration in atherosclerosis[J]. Biochem Biophys
Res Commun, 2018, 497(1): 401-409.

Xie M, Yu Y, Kang R, et al. PKM2-dependent glycolysis
promotes NLRP3 and AIM2 inflammasome activation[J]. Nat

Commun, 2016, 7: 13280.

(AL gp# MR L)



