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[ ABSTRACT]
family.

Absent in melanoma 2 ( AIM2) is a member of the PYHIN ( pyrin and HIN domain-containing protein )
It senses double-stranded DNA ( dsDNA) and assembles the AIM2 inflammasome.

Activation of AIM2 inflam-

masome causes cell pyroptosis as well as the release of interleukin (IL)-1B and IL-18, thereby leading to inflammation.

The AIM2 inflammasome can become activated in atherosclerotic plaque and abdominal aortic aneurysm wall, and its acti-

vation has close links to the progression of atherosclerosis and abdominal aortic aneurysm.

This review will focus on the

structure and function of AIM2 and its role in atherosclerosis and abdominal aortic aneurysm.
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Bk FETE AL (atherosclerosis, As) & —Fh & 4=
TER R Bl K4S BE 1Y AT PR S AE P A, H 32
A B R A 4 PN B2 ) R B A | 9 TR 40 ML 1
RS | 9% i 20 o 1= 0 | I 3 LA B ( vascular
smooth muscle cells, VSMC ) H4 55 45, 0> UL AL | 0>
= M E KR (abdominal aortic aneurysm, AAA ) 55
O I Y5 2 4 BRON 28 2R AL T 110 B B2 A
S IKHSFERE AL A AL O WUREFE |0 38 1Y BBl 5
o2 3 3 Dk 1 fa B PR, EROARA I LIOR IR %%
FERG & H I [& B (low density lipoprotein cholesterol ,
LDLC) Bk g2 el Ui i) AR AR Jit PR, DA Ky FH B g
2511 HMG-CoA 40 J5 B 57 (7T 268 ) AT
M A B R 5 T 2R /kexin-9 ( proprotein convertase
subtilisin/kexin type 9, PCSK9 ) #1Ji il 7] . 2 [#AIK 1 56k
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[BEE£WHE] Wra R4l gk H (S202110555309)

[1E&E &I ]

abdominal aortic aneurysm;
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ORI R HIZFEIR LDLC JF AN RE 58 21 B
ARSI BRF I R A O I A 2 R A B XU
TR B 2 1) UE 4l 2 B 3l bk ok B 1k 2 5 5 3K 30 1Y
BT PERAEMESR . AAA B—Fhm & B , HAs
AESEHE T BIKJR BB K AR 9k, e 3 2 Bk AR O
VSMC FET= 4l g 4 & J5T ( extracellular matrix, ECM )
WEE AP R B 93 8 A L2 00 92 T 114 92 9 240
(PR 2 AR | B R RT T B k40 A ) 7= A —
FRYVAE S L PR 5 | 35 T 4 ) B 1 8 ( matrix metal-
loproteinases, MMP) 48 FH F JE 45 M\ 34 58 3= 3 ik
RAE VSMC T F1 ECM P i | e 20 T 350 AR
MEBKBETI(LD |, 28 LTI, AAA tJ2—Fpig
R

AT I FFE W, A (0 2R Gk = [ 7~ 2 (absent
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in melanoma 2, AIM2) Sk REAELL A AAA B KR
A RV, AIM2 REPUNE A 415 9 8 A1
Z 1 20 4 ) X BE DNA ( double-stranded DNA
dsDNA) ,ZH2%E 3% AIM2 & PE/MA ( AIM2 inflam-
masome ) , AIM2 R PE/NMAJE B AIM2 7 4% 85 H I
T-AH 5& BE 45 K 8 H [ apoptosis-associated speck-like
protein containing a caspase activation and recruitment
domain (CARD) , ASC | FlI bk K 4 i 1 Rij 4 ( pro-
Caspase-1) 20 1% 79 41 it 1Y gEa ., mALE AIM2
RYE/IMEEA Caspase-1 BYHE /K EIG M, 244# Gas-
dermin D( GSDMD ) ﬂ?‘ﬁlﬁﬂﬂﬁ,ﬁt( — PR PR
HHMIBET) , 24 A 2R 18 TR (pro-1L-18) F1I
FAI A FK 18 HifA (pro-1L-18 ) Ay HA A= Wif 4 11
IL-18 AT TL-18" {75 EEF A0 J2: , ATM2 7 5 I 40
Wi Bh kP Kz 40 ( endothelial cells, EC) Fil VSMC 1
Rk JFNERZA S S BB RERE AL B AAA HHOG
M ZAAE SN, an VSMC #5121 VSMC 32/ i %
PEARREPE 7= A R BB AT s kL
AR A, BR, AS SO T AIM2 7E B Bk
FEREAL AN AAA FPIOHERT

1 AIM2 B945+9FnThaEE

AIM2 J&—Fh G & 344 DNEFEFRINE 1, FHX 45
T2 39 kDa, i AIM2 JE1A (1 485 kb) g %,
AIM2 BRI T AR QAR 1q22 B T TIRRF
SREEE AIM2 RE AT 40 H 5 | 2R AR R4
MuA%, AIM2 A5 P32 0 45 F 38 H) C 3 HIN-200
ZERY AN N By pyrin 45 #4935 ( pyrin domain, PYD)
TEFaZS 6], PYD F1 HIN-200 45 #3808 5.7 ] DA
For 110 B Fe ], HIN-200 25 44 58 7] 5 dsDNA
MR -TE IR B AR AE A iR bR AIM2 /9 3 FRAH . PYD
A AR R B - P A AR

AIM2 RIAE Ry 52 14 U0 A4S 6 R ik 1) 48 i o
(20 TR AT B DNA DL K 7 20 A% s 4R 2 1 e
T 220 L5 9 1R DNA (self-DNA) . AIM2 % ds-
DNA KA T dsDNA 4 B (dsDNA B9 K B =
/D& 70 bp, AIM2 A BETE /N BUFT A 2 48 il o B 8
WD) WA TR S, BT R, AT
dsDNA, K dsDNA 155 AIM2 41238 B0 [ K
( self-propagation) FlI R iiF ASC RA&HHEARL"

AR 22 B TE H 26 B, ATM2. (%) A BRI B4R
5 AIM2 PR/ IMAR R FIEEE A OC . R RNA
TP T AIM2 355 B WD poly (dA . dT) (4h

JEbE dsDNA, ] #4 7% AIM2) /v § /Y THP-1 40 iy
IL-1B B Al Caspase-1 i 1k, I Hd /> 293T-ASC-
Caspase-1 4 IAET=14, 0T AIM2 & AIM2 & /)
R FTEALI L EE L7, AIM2 5 dsDNA 454
S1& AIM2 R A/IMA I 20258 A& AL B HIL I & 9 7853
IR T S 2 HIN-200 Z5K94845 4 dsDNA ,
e PYD, i AIM2 3£ R4k, i AIM2"P-ASC™
FHE FE FH 22 58 ASC DL 41 3% ATM2-ASC H & ¥,
AIM2 F1 ASC AR BIFTE BN R DH — AR5
R IFH LSRR 2, AIM2-ASC & & ¥ i
ASCM™_Caspl ““™ 1 HAE H 1 5% pro-Caspase-1, fi
ZIE W AIM2 KA/, SR )5, pro-Caspase-1 3 iif
TRARAN AR K S R ELAA K T R
Caspase-1(&| 1),

AIM2 CIED,
5vo % [
Inactive l__/ WA dsDNA
ASC \
pro-Caspase-1 G0 FEUEN —
]

. Oy .
AIM2 inflammasome |
e T =
(l:k-
Active-Caspase-1 - ¢

|
;\Q/_ \4"—» d Gasdermin D
N

o
pro-IL-18 18 (1)\’ —C
N-terminal
S
GSDMD pore 0% .
Pyroptosis

B 1. AIM2 S MEMEBIE R RS FNIE L
Figure 1. Components, assembly and activation of

AIM2 inflammasome

AIM2 Hi N ¥ pyrin 25453k (PYD) Fl C % HIN-
200 ZEFIR AL, ASC N ¥ PYD A1 C % CARD
ZHM., pro-Caspase-1 FI CARD FIfi# fk 45 #4 38, ( p20/
pl0 W 3E) ZH A, AIM2 £ PYD Fl HIN-200 %5 #4) 1
MEAERDAREE T A M, 45T dsDNA 75 5
AIM2 4k, HIN-200 Z5#43045 & dsDNA, [ # il #
B, AIM2 19 PYD 5 ASC 1) PYD 454 . ASC 1Y
CARD 5 pro-Caspase-1 1) CARD %545, JE WL AIM2
R/, pro-Caspase-1 H IR ZLE W HA & HK
TG PER Caspase-1[ Bl (p20:p10), FPURIK], &
14 Caspase-1 247 GSDMD LUBEH N g i B, 28
MR FE TS, TG4 Caspase-1 i ZLf# pro-1L-18 Fl
pro-IL-18 N HA AE=iE Ay TL-18 A1 IL-18""")
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2 AIM2 5@hpkiiRREmE

2.1 BhEKCGREEREILAE K B F 3T AIM2 K HE/NETE
AN R

V2 5 3l Ik s A AL AR OC /Y PR 7~ T3l 1 AIM2
RIE/NMA R A, NET PN I&, dsDNA 5 AIM2
HIN-200 Z5F3 45 &, 5 AIM2 51 /IMAZH 6 FiEg
W dsDNA AL AT L B3R A 3= 3l ik P 3 UL 4
AIM2 R3E5), BFE W], dsDNA KA 21 5)
JRSHARERE AL BE S ™ BT AT RE R E BEER B T
ECSZA A A0, o n] BE TR B B S b Y 20 B AU B
Ott 55 7 50097 S8 5 3 DK oG A7 s A B e v 0 2]
50 ZRANIE A0 PSS FIANE DNA, — 2840 7E 2
WHUE S ] 2 0 2l ke R A Ak 2 J

SRR RS [ H R BTG (reactive ox-
ygen species, ROS) J* A HG I ZRi AR | W5 2 BE [ 4%
SEHTTRANAE S K RS A 1 2 2 % e v E A
FAUS IR AT S i 22 A B E ATM2 46 PR/ AR T
b SCHIR i 18 2 R A4 3% £ %80 ( mtichongdrial ROS,
mtROS) AT 755 AIM2 Sk /IMAIE AL T2k AL i
Fi5EPE ROS ¥ B 7] mitoTEMPO J 2> 41 B ( Fran-
cisella) JEYL 1Y B BE IR B WE 40 M Caspase-1( p20 i
F) KRN IL-18 B, 2B mtROS 76 AIM2 /)
RIEf g EEAEM Y . B E2 MG 2
(nuclear factor E2-related factor-2, Nrf2 ) J&— 177
290 i A A3 L R B0 ik o A S A 1Y) SC B A S IR, T
A5 mROS 7 A S ME/IMAIE AL . AT, miROS
AT LR R DNA (mtDNA) | J5 4 75 4R 1A o B it
T30 (e s 320 A L 5 v, O 5 ATM2 SR /MR R
B2, fE 2 BB R 9% (type 2 diabetes mellitus,
T2DM) [ 3 1L 5 o, 76 25 057 25 59 mtDNA ( cell-free
mtDNA) B TFE IS 118 KR T
H JEFR i 2 A9 miDNA I poly (dA - dT) iE 2 H
WEA ML ASC BE 3B B (R /N TR AL B AR ) |
Caspase-1 {&1b f2 1L-18 Fll IL-18 H& Al , 2% B AE 2R Uif
B miDNA {2 3F ATM2 R /METEILY . Z 8
LR T A A TR i 2 728 2 g 2 15 B 54 5 ( phos-
phoglycerate mutase family member 5, PGAMS) , iX J&
— TP 2RISR I BRI i , TG A 4EHF ROS 774 Al
HEASC A BEIRIE E WA AIM2 S/ IMA TR
1617, PGAMS 3£ 5 BCI2 FE8E M 1 (BCI2 like 1,
BCI2L1) i) BH3 5 #yik4h &1 5 BCI2L1 AHE AR
LI FUN14 2589388 111 1 (FUNDCI ) 2R ik,
AN ZRi A& B W ( mitophagy or mitochondrial au-

tophagy ) ", kLA [ 1 2 BE B B mtDNA R i
Hghn, 4 T2DM /Iy BUZE C 28 AR S L DX I JUL 4
JE AL AIM2 e 4k /MA T BE TR AL, PTEN
1 S 1 (PTEN-induced kinase 1,PINK-1) &—7#
LMK 22 Z R/ J3 28 R 2 1 W A ZORLAA 13 i 5
. PINK-1 AR 2 AT ik 39 i 4t 7K 2k AR 22 fift
ROS £E J8 A DNA 48 AL 458 £ 389 i, 5 B4 i ATM2
mRNA 7KL ATM2 Sk /MATR A2 I [ e
T T R T O T 4ROk R T BB B A T T
AIM2 RAME/IMAE | FERE Z2 R /N SR B TR
LG 2 L L[] s Ak 3 5 398 fin e A A/ 4 R A4 A 5C
JIEEL ] 22 e B0 miROS 7225 Fl mtDNA B i 3]
T, AT 51 K ATM2 (B4 TL-18 7728 5 T AIM2
B mtDNA AR b 25 ok 55 JIEL 361 Pt 7 5k — AR . JIE
[P Pt 25 -5 Ak e Ao (1 [0 Bt o 5 ok 4 & 2 A
JIEL T £ A AR5 T 0 DIR Z57T BEL A ATM2 4P/
AL RZOR A D BERR AT BRI, AIM2 58 M /IMA
A AL L G Caspase-1 T 24 Parkin ( AT #7574k
KUK F ) A ) R0 AR 13 I, B2 3k R fin Tl ek 14
107, I mtROS 7 A 3, LA 4 Ji Ji 4501k
LRI o 2 W 24 50 53 4h, #E ROS IAEHTR,
AIM2 5V /NP D 200 i T % Ao 28 2 ok IR, i it
mtDNA FIAAAL A ZR C BRI, -5 A 5T IO 17 3505 1Y)
R R, GOk T BE R AT B0 ATM2 4
PE/NATE A6 AL AL BT DA 5 1 S 5t ] i ok fig
B H P OB K D BE B A5 39 0 mtROS 7 4 mtROS
B AIM2 S ME/IMAR T ATM2 S P /M il £ s
I 2 17 5 RT3

KAEAEZRIS RNA % & 5 A 1 (nuclear en-
riched abundant transcript 1, Neatl ) 7] 458 AIM2 4
Ph/AMASH e R HE AIM2. R PE/IMASIRTS . 7E ATM2
1AL poly (dA; dT) FIHIIFL T, Neatl 5 52 5E ( pa-
raspeckles , —F/E7E T 0 3L 3 1 40 i A2 v i W 4544
JMA) S RS L B A0 BT, JF 5 ASC 3E i, i
Hahn ASC 5 pro-Caspase-1 Fl AIM2 WJFHEAEH 42
HEASC B4 S50 ATM2 48 1k /N A 1 41 %% 03
B2, Neatl 385855 B Caspase-1 5 PU SR A A9 1
FE Y AT B AR, 3840 Caspase-1 36 PE72 B4R
(hypoxia ) 7£ 3l Ik ks FERE AL 1 9 7 FH L ZE ApoE ™ /s
BUSFNIESL . Zhang %51 LB, B4 A G AIM2 &
PE/MATE L | 38 m Sk 40175 5 - (hypoxia-inducible
factor, HIF ) -1o HIF-2a F1 IL-1B #ik; 76 AIM2 %
P/AMETEAL SR IR HIF-1a 58 HIF-200 95020 51
A5 F 1Y Caspase-1 {HAL AT IL-18 B, #HE—2 1
ZERRH BAAA T AIM2 RAPE/IMATE AL, 54l
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HIF-2a /1319 Neatl i,

Btz A, 5 9 0E F Sl Jik ok A B £k AH G 1 3R
GMP-AMP & -0 2 3 R ) 3% 8 1 ( cyclic GMP-
AMP synthase-stimulator of interferon genes, cGAS-
STING ) 5 538 g WAZ HE AIM2 48 M/ MAR TR AL
cGAS J&—MEH DNA W% 1 IR Fo i, 5 240 Jfd o
) DNA 458 )5 #46 ¢cGAMP (cyclic GMP-AMP) &
W, ¢cGAMP 51 H STING %54, 53k STING
PG B B R R Bk . i R BE 44 STING
L TANK 45 4 3 B 1 ( TANK-binding kinase 1,
TBK1) , fifi ¥ 5% K 7+ 4 Z 8795 K 7 3 (interferon
regulatory factor 3,IRF3) Wl fk ., 1G1Li IRF3 — %
PRI 20 40 A% LA 3l S e R E A B an T A4
FHE (type | interferons, 1 IFN) 55 1 B4k
Z JuHZ IFN-B, J& cGAS-STING i# [ 1 b i 1
HH5 . cGAS Al % STING-IFN-B i i, IFN-B 5
IFNAR( THE o/B ZIHK) 256, 5% AIM2 ik A
MR F AIM2 4 M /AR TG 4R STING R T 42
cGAS TGS 8 H, i i@ ok e HLHIEOE AIM2
GebE/MA, B, STING 3 33 38 0 12 15 R 45 4 2 1
2 F1 3 ( guanylate-binding protein 2 and 3,GBP2 #13)
FIK RN DNA BRI S AIM2 &Pk
IMAREOT AT 1o R B A A [ AN IR R R
(cyclic di-AMP ) ] FIZH L P9 40 TR 42 i 10 30 AIM2
RMMEDT K EIFE R, AIM2 & NMATE S
A cGAS-STING 38 % ] AH B 9817, 40, AIM2
e/ IMAR B ] YT A0 AR 2R 41 M b TFN-B
B = iRt e Caspase-1 MR ME 21 A A2 1= 1T 10
il cGAMP ;=4 STING R £ J2 TBK1 F1 IRF3 B iR
R B IL-1B S AIM2 4 PR/ IMAE AL 1 7
Z— SR, SNIEYE TL-18 £ 1L-1R-NF-kB 15 5 18
%5 T mtDNA B 2 40 i T, 1E =) 95 cGAS-
STING-TRF3 %) , LA 45 B 1] AIM2 4 P/
TRA5 S B%FI cGAS-STING 15538 A2 UfE— N
Z:I (5 B

AL TR R 5 H (oxidized low density lipo-
protein,ox-LDL) I IRSLIN F oy TR Z DK
SR RERE AL IR SR - e AT 1B R 3 S bk B 4
ok VSMC f) AIM2 35779 Ry ATM2 R /IMA
TGS 35 (priming signals) .

B2 ATM2 R /NP AT 78 B30 bk o8 AR 1 Ak 1
PRI O T 8z B . AH R A B Tk ok B
WAL TE e B A 5 AIM2 28 /M I A A BT 3600F
P LRI T Z I — R

2.2 AIM2 WEBIBK L EF

2014 4F, Hakimi 257 J)R 38 AIM2 2635 T 1IEH Y
N SR S bk BT R, AR FEA
BRI R B AL BE B rp ) ATM2 363K I 25 384 in 337
FIRFEAZC JE R 5 78 /0N GG 301 20 ok ke Ao A B e
i, AIM2 AW L, 5 dsDNA S (7 T g
YA ;i HAR R AN R TNF-o TFN-y 1 dsDNA
S RIS R0 B KN B A0 VSMC ik
AIM2" ) 7% ATM2 1] BE 7 B ik 5k RE 85 1k 1 & 9 HL
HlHEAE R, A, 2018 4F, Pan % MEEHRGE T
AIM2 25 S kAL IE L, P8R RS T AIM2
BRI T SRR 12 J5 ) ApoE” /MR E
Sk 7% 17 AR I RNA T30 70 B ATM2 ] ) 21>
ApoE ™ /NI F Bk A8 T AR, W] AIM2 K3k
AT A 1 3 Jik K AR A Ak S A8 BT B L ST poly
(dA.dT) (8 JAl )t i 3 K ApoE™ /NER 2l Ik 35
Hemi A A E B A R 2R B AIM2 T LA
HES BRI AL T R R ) — IR SRS T
AIM2 RAE/MRIIEIEAE JAK2YT" 2848355 5 1) /N B
SR R AL TP i EE M JAK2YTT SRR —F
DIREIRAF SRR, 5 e B3 1ML ( clonal haematopoie-
sis) MG, AT I8 JAK-STAT 55, L FH I m B #E )
ik FE BF Ak oM #e T2 B AR K S O 9 A KU
JAK2YO'" GARASAN L 18] I 200 L G A8 v ATM2
Ik 3G I owE A QR mtROS K ST S
AIM2 RAE/AME™ . SR T JAK2Y " B8 LD-
LR /NERAH H, FERS A T JAK2Y7 ATIM2 ™~ B 48 11
LDLR ™ /N AT B 86 AIM2 B = 52 46 /N sh Dk ok ke
TEALIG AR AR AEAZ AL R AIM2 i i BE B JE
BAAERRE . Paulin 25 JRAB7E R IR K BRI 4 4>
H 5 ApoE™ /NI AIM2 ™~ ApoE ™ /IR, R T30
Jk BB /NI 200 i e Y Mk 25 5 (HU
AIM2 FE R G BRI M BES 9 SMC & 82 i SR TR A
LRYENE IRy SMC FET Ko 4 /N AEAZ I R, 3F
— I E ] AIM2 fE #F ApoE ™ /NERBEH A FE S, [
FEINH] AIM2 W70 T ApoE ™ /N BUBE B By 5 1k 1 21
SURBLARR RS RPN AIM2 A 28 8 306 5% Bt
HARE MIRIT IR,

ATM2 i 37 2 Jok o8 R 1 B e 2 8 1) 6 D7) L o)
W AN A AT B I 5 S R T LA Bl Kook R A
R fF, fln, ATM2 #1% S Bk k) Fe
SRR Y M 22 S Bh kAR A AR AR, ATM2. 15 1k
) poly (dA ; dT) S 25 i B A= U /)N BR300 3 Ik 1) P
PR AL, SN IR B ok ( 9 B2 3R i b s ) A B
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Jik ROS 7K (AN B 35 ATM2 ™ /)N BRU43 49 1 A5 1)
TR Rz Ak, T E F A, poly (dA: dT) if 34 in
ApoE ™" /INER 3= 3 kBB T FEURIAIG 1 N B R 7K SF-
P B A AT 5K, 2B AIM2 35 46 nT 3 ok
P 0048 PP R AR A HE st bk ok A B AR AR, H
UK, AIM2 755 ApoE ™~ /IN B A 41 it 17 25 B 431 1 (in-
tercellular adhesion molecule-1, ICAM-1) 7K F
ICAM-1 313 454 LFA-1 {2 32F P iz - B A2 400 it 285 B A
FARZ AN L 55 4R B B Tk K, © A ISR IE S5/ B
ICAM-1 BB T sh biomAS A, 6T Bk
KB, T ICAM-1 K-SRI RE S AIM2 75 S s kit i
WAL ML 2 —, 85 = AIM2 fili % VSMC TR Fig:
117 VSMC 7 3l Bk o FE A Ak 19 S [ B BE & #5 %
RIRBVEH , R, TP VSMC 8 2= NI 2R 5
BO5 FREEH 77 e ECM B B TR 40 2 I
BRI T4 Transwell S50 7%, AIM2 3 54
#E VSMC i, Al g 5 i MMP-2 A 5% ; il AIM2
DUER 0 ox-LDL 5 3 ) VSMC T8, & B iF
VSMC IR AT 2 AIM2 215 3 ik ok RERE AL T i 10
N—AHLETT SRPE R T LT 4 59T e B kR
FEREAL MG 09 B RRAE . ZE UL BT IE], VSMC AN H 58
A A IR (EER T AV R ) B 5 47
YRGB, T L g R T AR T O 3R AR R B
B AR R, AIM2 S PR (e 2 B 25 4 4 7
SN ApoE ™ /N BRI 0T 3h bk o) FE A Ak BE B
VSMC #ist FIZFAENE R, $d7R AIM2 78 VSMC %t
Wk FBEH AR E PR AR R R BR
T RIS | S Dk ok R B 1L BB i VSMC %
WEAMAET (AN T A ME RS AETY) BT A
K BT ER , ATM2 5 FIRHE AN ApoE ™ /N L Bh
Jok A B Ak B B tp VSMC FTA 41 15 35 1 MOVAS
VSMC 36T, |8 GSDMD-N 3t 45 4 3k Ak 10, —
28774, GSDMD-N it i B S o B 1, 5 15 B8 A 0 )
N BRI ES G T RIE B E AR 10 ~21 nm 1L,
R 20 A B S RN A A T DL R SR R
AIM2 A i85S VSMC BT e ARG E
S0, ATM2 7E B bk 5K A B £k 25 v fish 2% 20 il 1R 7
JNE . AIM2 e Eg AIM2 S S256 K0 AIM2 51 %
T SR RERE AL AR o IL-18 R IL-18 SR AR T
IL-1B B TL-18 A BRI B IE S B /0 ApoE ™ /NER
SRR RERE AL AR 1 AL R ATM2 A9 53N ik
SR RERE AL A B A M T 5% TL-18 A TL-18 AYRRTIC,

W T ELHEAE FH AN, ATM2 I [v] 32 1l 5% i) 5 ik o
BEREALTE B, ATM2 4R 1k /A A 5 200 i B FL T 1 A

K" 4Mji, 55 NLRP3 ( NACHT-, LRR-, and PYD-do-
main-containing protein 3) % £ /N G Ka
FIIEE £ 26 B3 NLRP3 %Mk /INMATE 3l A 1 4k v
EEEMEA . M H, AIM2 4ME/IMAFI NLRP3 %
PR/ T eSO F GSDMD 1] Jik 2 IF ] it 536 s 3
AL S BRI FERE L 340, AIM2 5 T2DM Z
A& EENBR, WATREVIREN, T2DM
HEE A E I B A0 ATM2 3R AT TL-18 7 A A i
XS I S A, ATV B 4T Y 5 e 5 I A
I =l B L B EARSEDY  FE—Fh T2DM
ANEURRERY D3R TL-18 AKSEFH 7 Skl R A AL
ARERE AR X s 25 RROR T AIM2 T fig 5
T2DM Sk FERE AL A OC . SR, fe 3l 1) — LT 5%
KPR, AIM2 f 5 S SORE Jpk A i S5 B R p Y, W
I JR 1 5 ZEHEHT R T2DM RS0 ks e R Ak 1) 1 B
K, W] AIM2 7% T2DM 9 1 TR A2 4 | 5 22
BT, M2, AIM2 W] R a4 S 5 5l
Jik ok R AL Y A R

3 AIM2 5§ EBhRkIE

AIM2 5} F 8 ikJ8 (abdominal aortic aneurysms,
AAA) R A G, JLIIUEE T A A 191 % BEAIE 5
KB AAA BT AIM2 FRIKFT AIM2 S PE/IMA YT
K TR . 5] 40, Wortmann L[5 p 24
I, AAA G E SN I A0 (RS R A A S A
ff B bk L AH AN T bk AR ) b AIM2 23k B 5
T, —WFAE R B, AAA FRE A A I A % 41 e
(‘peripheral blood mononuclear cells, PBMC) 1 AIM2
Fl Caspase-1(pl0) A8 /K-t 12 3 5 THE AAA
BEPY A HAE poly (dA . dT) Hli R, AAA ¥
PBMC %3k AAA 3% PBMC Bl E £ 19 TL-181 |
FRHIH AIM2 R/ INMATE 55 90 . i i, A
PBMC " IL-18 mRNA 7K-F-J& AAA A0 57 6 [
T KRR B AAA A1 21 P, ASC | Caspase-
1. Caspase-5 I AIM2 ik bR ) 5 HLiX SR /)N
TRBLAITE AAA 45 BE SN RN b AN ER 1 I P 5
i ECL 20 e e L 400 A SR B A T A B SRR R
LA T RE 2 AAA A8 rh AIM2 R /MRy
BRI, HIK—BE, RO — TSR AAA
P 5K B CEB LAY A BE A0 My, A T A0 2
Ab EZER AR 88 T A0 R 3 0 AE E AR D5
AL SYI C SAESE CDAT 41 1 CD8' T
MMITE AAA KRB ZAE Y i
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KB, AAA B SN I CD4" T ik I 41 i ATM2
mRNA 7K, AIM2 7] G838 53 /5 CD4™ T ik 2
202 A T 2 5 U E SR T A

FEVERE AAA B—ANER 7 A 5
P AAA B PBMC H 1 58 P /INMA 43 & 3, e
CASP1 Fl IL-18 mRNA /K FHMEAE AAA B3,
H AIM2 (ASC ,CASP1 F1 CASP5 1) mRNA /KF5 T
Ltk AAA B Ttk AAA B3 PBMC Hr) ATM2
mRNA I K5 MR AAA B IH &Pk
25 RIE M AAA B PBMC T AIM2 46
IMASTE PRGN, R, AIM2 265k B R R AIM2 4P
AMATEPERE T REARRE T AT A B M AAA 1Y R
R Tk,

AN TE TR — AAA B3, BLAT & 24 R 1
AAA B AIM2 FUECAIE ) Caspase-5(p20)
PRSP RAR A 28 XURSE AR AR 1) w8, 7R AIM2 R/
TR AAA PRSI E SRIN, 75 22T 2 1 SE 56
AE B 3 — B

AIM2 it =2 3h kg T 1 1 3 B2 AR s 5L 56 vh
8 TUESE, FImEERE D (Ang Il ) S D)
g /N ERSE TR ATV 5k 2 /DN B 38 3 Iikog 9 & A 3%
etk HE /N S S ARG (ELMIL AR 4 A BB, 4 BT
W, AIM2 3 ApoE™ " /NERUE 3l ik MMP-2 1) 3%
K7 S IL-18 R IL-18 By AR MMP-2, R
MR A, RS ER PE AR R
B R U PR R AAA MOFR AR, TSR N,
MMP-2 SR AR/ S T CaCl, 5319 AAA,
11 HLAE 2 i 3 3 o g 4, SCkIRaE  TL-18 Bk
AIHEHI VSMC o MMP-2 BYI5 1, SCRTIEE AAA'S
HIL-18 —FE, IL-18 tfit if AAA™™ . 5541, ATM2
WS VSMC AT P VSMC /D AAA K
JEh S, IR IRE M Ang 1A T 1Y
A M R 3 ik A152 )2 (aortic aneurysm and dissec-
tion, AAD) /N BRUBE ATM2 Bk = 38 5 8 20 3= 3 ik
SMC FETM B 1 E sh ik BEiR 1k, 32 B A /N,
AIM2 = /N 3 ik SMC 2 588 3k 21 4k
Z4 0 DL g SRR, ATM2 AT fE S i B
MMP-2 %35 ek TL-18 A IL-18 B&Ji .5 S VSMC
FET-RALTE AAA HIK .

B2, AIM2 7E N AAA SRS 7E L HE T
AIM2 25 AAA TERL, BRI AIM2 76 A28 AAA A
TR VE - R B, BARA D & S W S B 4
B AIM2 A2 HF 3 2 kR 1 & A= AR = FEAIL ] 5 A 48
TR ATM2 R i BRAS AL R I FI7E AAA B0

B RARAMT T I EH 25 (7]

4 4 &

BIKRRERE AL AT AAA J2 Bl RRE (418 P 5 T
P, LAk, AIM2 7 gl Jikos B R Ak v i £ FH A5
BN T RIIWETE, HBOEAE I C A & (HHLHT
KREE, AIM2 76 AAA &R HLE] BB DI/ A
SEATHAE TR 22 B0 57 2 3 T TR A 5 151 %) FiR
e, ik, 72— 20 WF 98 AIM2 7 31X L 95955
FIVE I FIHLED, tndt sy ATM2 Bde s AIM2 3 Feik 52
IR ALKS A B T 4T T A ATM2 753X 85505 A [ B
B R, IR/ B 3RS ) S 36 45 SR e 1k o
H2WEEYT B,
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