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Abstract: Inflammasome has been the focus of atherosclerosis (AS) research, and previous studies have been
centered on the role of NLRP3. In recent years, AIM2, a cytoplasmic receptor involved in innate immunity, has come
into view. It can recognize dsDNA and induce pyroptosis. It is widely expressed in smooth muscle cells, endothelial
cells and macrophages, and is involved in the occurrence and development of AS in multiple aspects. The role of
AIM2 inflammasome in AS remains unclear, and its pathophysiological mechanism in AS needs to be further
explored. In this review, the structure, biological characteristics and regulatory factors of AIM2 inflammasome are
summarized, and the research progress of AIM2 inflammasome in the field of AS is discussed, aiming to provide
novel insights for the prevention and treatment of AS by targeting AIM2 inflammasome.
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T RGP e KA e 2 MR PR B R k= R T
(absent in melanoma 2, AIM2) f #) & M A 25 BB £ 2%
T 20 B T oy B R R Y, B M S S — TR A AR A
WOR A, 5 RIERIE L AS M 2PN I K AT 6 .
AIM2 ] £ 45 45 4 WUaE DNA (dsDNA) I )i 3h I 7 A
KB H R 1 (ASC) S 2 e s MR 1Y KA 2 R
IR A il —1 (Caspase—1) [ 55 5 UL 4 % 2 8 H R AE AR
EEW ., 3354/ R -1B (Interleukin 18, 1L~
18) IL-18 [ ARG AL, P A A R T S48 2
FATEEXT AIM2 HEAT T M AT ST, (H ATM2 JEAE/IMA
T2 AS H VR FHALEN I Z L0 o B 4 1 ATM2
(R A W 2 e D R LA AS T B AL, A B iR
AS UL

1 AIM2 B

ATM2 201 40 i 75 Jo DNA 2= G370 40 B 1 75 Ja
Y i) AT E B ALE . ATM2 38 1 TR0 R A M
(4955 JEL AR dsDNA B 21 g 55 7 dsDNA, - [1] 767 2 25 (4
ASC R NIEfE S, IR AR RN . AIM2 J
R A B 2 AR RE . N RE SN R I ik, H
A DA S AIM2 3k, (AT REAR S5 HER Y
LB SUR
1.1 AIM2 I E AR L

AIM2 J2& J& T 38 Il T8 &R (Interferon, IFN) i75 &
) HIN-200 ZZ G L b2, H A T AR P Ak 1q22 |
) ATM2 2 [ (1 485 kb) Zifih. AIM2745 1 032 4~
FEOF B JF R S AE A Y T 344 A S AR R vk 4
W, AT R/NZH 39 487 DA, AIM2 ELA 2 D E
SERS, 1A R Y R AN 22 B A TR N A3 pyrin
Ziksk (PYD), 75 14/ dsDNA 454 1 C oK i
HIN-200 54938, 5 (E L fay, n] S5 1 20 i
HL AR AR ', PYD & 6 45 il 1Y o SR KE I 17 Bk
REEH, JEFICT- S5 OB R 517", AIM2 %
ik /)N 2 255 5 5o [7] 0 PYD-PYD AH H.AF I 19 #4745
fb, 25 RAESKAIFE T AEY)Fd Y, AIM2 1Y
HIN &5 K6 385 2 18] 18 40 F N HE S w8 B2 DR S, HIN 25 44 35k
MALE 2A SR BRISERE S5 5 AT B 0 45 Bk,
JEKE R 70 ~ 150 MR LRI/ T, B2
Vi) 368 3 W - PR - MR E A5 A 0 K AR, B
AW = e S5 . R R/EEES A&
WEFZS5HpETSREMNEART, IFS5%

UM BEAEA, BRKAESE &Y. AIM2 1Y
HIN 45 14 538 of 58 4% 1 R/ SE 45 & 9T & 5 dsDNA
()2 485454, Il PYD 5 ASC AH B/ DL
Caspase—1, FHAIMIAET .
1.2 AIM2 RfE/MER AR S HE

AIM2 A=W . B2 RS AIM2 585 /IMA Y
S R OGO . AIM2 DL F B ik S i 2R
dsDNA,  H DA B R Y 77 AT AIM2 R i 4 7
TG AL S =B I3 22 R/ 1A HIN 7€ dsDNA | 19
SRS 8~9 bp, LLZY 30 nmol i 3£ 1 77 5 20 bp
dsDNA 254, 80 bp 1) dsDNA J& i ik AIM2 4 5 14 ff
TN EE, 200 bp 2 A KEY, RS
T, AIM2 1 PYD 1 HIN 45 ¥ 58 22 [8] /4 43 7 41 &
YER, T 4ERE A B 0 dR A" 40 5T 4% DNA
(A7 16 25 3 B0 AIM2 0 /IMAIG . HL2RE /MR
BEATRE, ARG EEARASE D, 5EEZ
DNA [ BFI Z2 52, BEAAY DNA 8 ATM2 A5 0 5], 5
B AIM2 RAE /MA Y 2H 2 FG 4k

AIM2 EZJE W BT RO R L%, i
T [ 38 55 [6 % PYD-CARD AH B /E F i T i 25 14 #h
R A A%, ARG HLE . AIM2 9 HIN 45 #4) 45k
N i i B DNA 25 & & M, H PYD AN H % 4% it
dsDNA , AIM2 F1 ASC P 85 1 5z /) [ 4 PYD #H B4
FH , S24E ASC, fiE JF ATM2 A9 HIN &5 #4358 55 dsDNA &5
ALl AIM2 RAFE R SE R AL, dsDNA 5 HIN 5 #4935,
4545 L PYD M HIN 25 ¥4 48 # 157 I 7 A ASC, PYD #]
PR A% ASC 41 2%e il 22 IR &5 44, Hovh ASC #1 PYD
TV A0 22 1 < 25709, RE R N ASC /Y CARD Jry #B v
ETRIE A B2 RBEER, E R
T UE ASC 1 2200k 45 0 R B IS Y AIM2 R E (KN E 5
&5 X Be 4N 22T W 22 1 Caspase—1 J0T6 7 15, BTG
3 15 1 Caspase—1 A B AE H R & Wi t% , I &0 1%
AIM2 R AE /A, filh & 4 i A5 T2 Bl 6 AIM2 48
SiE /N 2 2 25 1 R AL A5 BB i TR 1 BIF 5 AS I o
TR, X 9 0 1A 9] 0 5 55 18 B U7 vk B Hh B, AR
H Al He sl g 25 R BT A LD ELARHIL AT T AN
1248
1.3 AIM2 RKIE/NMESHpEET

AIM2 & HIN-200 K J% H ME— 8 5 ASC ¢ 5 7
AR R B o 24 AIM2 48 /MA TS 5, ASCAE
EE W P AR AER, B 80N AR ] Caspase-1
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SRR SOERE G WD TR AR A KR
Ak R B 2 E K i 16 PE Y Caspase—1, VI B FLE
D (Gasdermin D, GSDMD ) ¢ it GSDMD—-Nter A B , H:
TEJEE b 558 A0 M 2 1 L 8 D 200 1% 5
VR ERMMET N A R R R,
AIM2 3l 15 34 1% Caspase—1 $f IL-1B . IL-18 Fij 1A fi 1k
S AR IE R IL-1p FIL-18, R4 i fE T #F
SEAEHT, AIM2 R AE/IMA B A 175 5 Caspase-8 HCH 14
A0 A P8 T B B I BE , LE Caspase—1 Sl [E /N LA, ATM2
RAE/MAT] 8 33 2 i Caspase-8 1l L, T2 Caspase-1
a0 AT, 5 R A M IR T2, AIM2
EAE /N T[] B 5 B0 A T AR B T, P
Vi) £ - 7 P 40 B P DNA (19 8 R, 20 AR T e A e
FE T B IR A 5L Y DNA MR, B W W A ST
TR (R
1.4 AIM2 RIE/NMEREEE SR

AIM2 S5 /IMA B8 8005 U5 T R SR 1 i BT dsDNA
dsDNA 7] fig sk B AR HEY AN N8 32
P01 20 B A sl R AR o A E I I S R A 1) g
T4 AIM2 S /IMAS OIS SR S PR 22, AT 0 7% 2 41
(reactive oxygen species, ROS) [} 7= A | 17 2 RL R 77 A
(1) ROS il ¥ AIM2 58 5E /IMA 09 B0, 5 BOEETE
RO R T v | R O AR I R ek 55, BT
AIM2 S5 /A 1T (2 B NG 2R 1 Bt 0k ] AT BELIBTY | A
TERR 3O BB AR R ATM2 S0 AR TG $ A4t
T UAMBEME Y, ATM2 S 0E /NMATE 41 1 R 25
TR 1) s 1 TR A S R R A AR L i A% i ek
TR 6 Tk 42 AT A R <6 €588 7 K TR AT 3 I ATM2 48
JE/NMERFIR . 2RO EE, 4/ BUE 40 M B S
W TR R 16 L BT SN B g T A
PL AIM2 {861 77 30155 T Caspase—1 7% 46 Al IL-1B 43
WP — 2 2 55 40 i S TR A DAY SRR SRR,
TANK 25 5 38 1 A% D w B 390 1) 551 354 il R S 38 g
FHFE R F 3 T L2 MO H F% il i ASC
JE A Caspase—1 1 £k, 8 5 40 i A F1E AL R 7 19
PR A HE A M SR AR O ATM2 R /IMAY 7R
JIE Z B A5 DL R, LncRNA 2% & 4555 54 1 3 1
T2 3E ASC B 4, 8 98 AIM2 48 4 /N 1A 1 20 5 1 7
F629, A, 3 1 SO Toll £ 52 44 2 1 Toll £ 52 14 4
155 30 I PR IR 55 - IR G W - T R R R
A {5 508 i nl b8 AIM2 R SE /N E R R B 5

i ST R

B BIF 98 BT, K 22 52 i) ATM2 384
W R R I, ARl BT dsDNA #B AT g 5 AIM2
S5G IF VTS AIM2 RAE/IMA . AIM2 58 5E /IMA Y 55
PG VTR B SORE BN . EE . A& AR R AL
PEAR AL, UL, 5258 B A I 7 K P ok 4 55
TR AT ) =2 T ) S

2 AIM2 RFE/MEKTEIE AS TR R gt

ATIM2 38 3 385 i 2 RE /I A A 8 14 4 e PR ¥k
TR REB R P A EZAE M . AIM2 R AE/IMA AT 7
ASTE LI TS 52 N8 IZ 8005, WE9E 3 1E A28 AS BE
PR OB IR R B E R IA I AIM2 5, &0 4 JF
T AIM2 AE/NMAETE AS H B EUR DA . AIM2 1Y 5
Fik 5 ASJ5 W dsDNA JURR I A O¢, 78 AS el
IR Y 40 M B Y dsDNA 1T BE 306 ATM2 % 5E /MA
IFRE T2 AS A 41 R 720
2.1 AIM2 RHE/ME 5 i AL 4H AR

PAN ZEP9{fi ] 5 (B AS (1) APOE ™/ R 55 g W 73
4R, RIBAIM2 5, K BL/NELAS 5 72 T AR Y
K, H AS BB A9 GSDMD 7 7£ F DNA - Be Ak 14
e SEERUERT N [ AKCOF AR AR B R B 1 LA
) 4 #6175 2, T8 i NF- kB 15 5 18 8% 14 i AIM2 3%
ik, AIM2 @ i ASC. Caspase—1 ¥ 242 #f VSMC
GSDMD-N [ ik, Jin 3 VSMC (1) 40 fifg £ 7220,
AIM2 3 3k hnEE AS WAL AT B8 A2 08 i |9 TGF-
B/SMAD i % , A& # I 4 °F ¥ NL 240 e (vascular
smooth muscle cells, VSMC) AYZE4E . T .
AIM2 SEAE /IMA S S B4 M R Zh o+ 1. 34
JER R U 2 (R IA AR i 3gaR, S5 M A E I (A] 1Y
VSMC £ R4, {27ESMC TR . AIM2 JE A Hl sk &
HVSMC W RAE N . BB D, BEAKSMC M4
A R AL AR J1, WU AS R AR R EPY,
TE AIM27 /N B DL Ky ATM2 £ 25 B2 0 ) 2 86 vh
N, A ATM2 Fak Tk b g i A T, BRI AR 5
PP 1 2H 2 B R AE ATV ARG 2 38 Tt 4
WSS TR . LR R R . IRBEAZ O RST /N . SMC
FET-WH A, AE GO R E BE IR RS 3E A 1
AIM2 8 /0 AS 95 728 1 IL-10 Fl IL-18 7K °F, o & 9
T AIM2 ZEA S A M AR T P A E P, 25 1, kst
WFY 2+ AIM2 i % VSMC 20 il g5 7, 9 B 5 i
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ASE AT BEHL . AIM2 R4 A 36 7 0 i (A5 oF
— R, AR E S T AIM2 BT 9 4E
BB, v RE S HIRYT AS BT HE &
2.2 AIM2 ZFE/IME S A R 4 AR

HAKIMI 5% 7€ 51 50 ik A1 3= 20 ik 19 o Bz 48 B
(endothelial cell, EC) Hr il £ AIM2 , 47 51| J& 75 AS i
& kO AR 1 PR AT AZ O A0 3 B0 KGR AR LA P EC
T bR AIM2 (1% 3 35 > e N 480 {5 45, B AIM2
1 1ML R AE P /E . LUSEBRINK 255204 1 #fF 5%
ATM2 30056 76 158 AR W AR R, i S ATM2 it
1A poly (dA = dT) I3 N 3= 3l ket AR P9 5z 20 il , ATM2
mRNA [ 3R 3K i 2 T &, 33X T BB AT AIM2 48 5iE /IMA 3%
GG HECEC A AL T2 ¢, 4245 18 ApoE™
/NER, TS poly (dA = dT ) &2 il 48 1 1 8 451 £ A A,
A 32 2y ik B e v EC /97K P BE ROS 79 B R 1 T i
1L-6 \IL-18 F1 IL-18 7K LA K PN B 5 43 1) s i 90 9
iz 4 M ROk A B0 34 O T, W ATM2 A S
A B JORE N T EL B3 )5 1Y EC 09 TR A R
ASBEHLI & BT, GF EC 5 AIM2 RAE/MAFH
PE A 55 B0 B0, W 22 1) B BIL R i R B
W7 , T B E A2 R I R E LR . ATM2 R
KE/NMATE AS IS 53 16 AS R A & R POl i B
YERT, HE— 25 WF 5% AIM2 5 i /AR 1) 300 1 757 25 25 0T &2
B EL I i 4 A BELBBIE 1), T B X A ) YR YT AS A R
Bt S LS BN E.
2.3 AIM2 RFE/ME S B nE 40 A

24 [ 20 i P NLRP3 % BRI, ATM2 4 S — Fif
A F15 5 B VS0 Caspase—1 AR 514 (1) 41 g
FET, X AIE I 2 B2 2ok 1A I i s 65 B i ATM2
JORE/IMA_E i N B ROS A1 . ROS 38 ] S5
LRI DNA AL XUEE DNA W24, 305 AIM2 %
SiE NV T 9 R RE P S . FIDLER S8
3% % Pl NLRP3 1 AIM2 48 5E /N ¥4 7] 7 Jak2"F i I
Y0 L B TG EL ATM2 8 5RE /N 7E 2 30 4k P 9 A v
A7 A, Jak2Y" I 200 A 38 5 5 B0 DNA & i 1
P, PRTE AIM2 RAE/NMA , INEE AS BEHHE I . WA
JEL ) 38 FECRS T IL- 1 384, O el A0 9 &
FIEE P B A5 55, 1M AIM2 285 /IMAC IS 1T fig
5 IFN-+ 7€ 8 A % & R #  (janus kinase, JAK) -7
SR s Gl S R A e (s N (O N 74 S S S
Jak2"" /N B RSE AR A 43 Caspase—1 | Caspase—11 EliE)

B W T RAER TR TL-18 B98N , S0 g 4n
JROFR IR ek /D IR BEAZ O AR /N £ Y W TR R, 3k
BE B B R B i R T G A AIM2 Y
Jak2VEF /NG, 2ROAE F 20 il Bl 5 GSDMD AR i
R, 38 2ok 100 0 20 R A T, 4 /DS Jak2' /N R R AR AL
KN, FELR ASHRAES . LA B 9T A, BF 9T ATM2 &
i /N A O AT R A A T S L A BT oE S ]
Tl AS 7 58, SR AR UE M R (BT IR TT SR .

3 AIM2 ZAE/IMAHNHI 5

S AIM2 R E /N 1 55 BEAE T i R 58 4
B, R ] ATM2 58 RE /AR (1) FH G A7F 5 A B2 A3t
T AP . AR R W, B R T DL GE i
miR-219a 4 B P AL i T 9.0 UL ZH 21 ATM2 11 36
ik, D AS H A AR R TR AR AS BB, D)
O WU BE T AR B 1 T 2 T Tl T 411 o) ) —— %R
A 2 i AT [ 4 b T8 B . R 4 i
7=, HAHLUH AT AEE 0 ASC B & R s wi ik, Jt
[F] 4 T AIM2 4 E /N AR T NLRP3 48 i /N4 1 330
TECS 2T R 2 AR O Y 7 ) EFLA 945 3 1 B
1 DNA #EA B BEARME, $i] ASC Z£ AL Fl Caspase—
LG Ak, 3800 I RO 9 TL—-18 FT IL-18 A B il ok
T AIM2 5 5 R, BRAR S IE Y G
JU14 3 o3 300 1) 0 400 Jif v ASC BE A I T B, k2>
ASC 5 NLRP3 8¢ AIM2 Z [ () AH EAE DA 4 il
PRE/IMABLIE , (H X NLRP3 1 AIM2 5 84k J — 2k
WS AEEA FE LL 2 W AR B AR R AE SR
MR T . MEE B E R | 57 AS LA — &
() e R T AT 8k o R, E ET B & B A DG
T2, K2 5T 450 0 25 W15 1 5 38 i 0
HHEN MRS, FERAEIG RS BA MEBIE . K
BILLSK 23 A% R O5E /N IR 1 T 5 2 4R b A
NLRP3, T AIM2 4 5E /AR i 5510 64 0F 5
HARIT AS YRR S R @ AT AR v 0, AIM2 43 5
PERD R0 B & 0T R R IR YT AS FFREHT

4 GhiE

i 5 5 AIM2 58 E /AR T b R 20 i b A A
L O AS B2 FHLEI R AL TR i UL, #1581 AS
RITHE AR . AR X AIM2 9547 T R FST,
HHCAE AS BT M R 58 42 11, AIM2 J4E/IMA
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A 35 2 Fr s TR, 2 R0 245 Py 0 o5 0 A & 1T fiE 2
Sk AS 1 I IR T RE— 25T 19 3 %

ZE L RTIR, AIM2 RAE/IMATE AS G AE FIBLI
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