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The mechanism research progress of AIM2 in colorectal cancer and immunotherapy

XA EE FERUE FHE (BN KFRE S ZER MWRBERL T TS Lh BB R ET TABRRFRTF
B AP R FEmALE T AR, A F I 213003)

[ =] BOFRME =T 2(absent in melanoma 2, AIM2)E i T4 L 5 v, 7T A5 4 K3 IR 31 32 4% 18 32 8 T 80 i o v ) dsD-
NA, I 5 ASCHSK B A 45 G T A /M, TTIOE Caspase-1 {3 58 P14 4H i DA 1 23 WA R 1ty , i3 0 ] A7 ff 5 I 5 B 4 B A
T-(pyroptosis). AIM2 A& — it #0 1l X] 1, 75 22 Mo vh A S 15 3%, 12 IO ) R 28 R e b A B S SR T e R 42 B
LB AR S ALY SR IS5 B RAE . RAIE/IMRTELEREE A ISR S I Rt R B SRR . AIM2 RE T F 40 i 4 399, 410
1) 230 Hf S B4 5, PIK 3/ Akt 38 2% 7 45 B W% (colorectal cancer, CRO) ALK e il BB ZAE M . AIM2 BB 18 IFN-y Fl IL-18 7
Wo WORTUMIR S SN2 . AIM2 38 RE VA #2117 38 40 9 4 , 5 B B RF . AIM2 8RR 55 CRC A RIS 2 3 A 5%, L3Rk
TECRC R AR R R B B Z TGN E . AT AIM2 S NMATEST MR G5 B 2 vh AR T SR Z A4 CRC e i 7 1L 12

WA I L.

[E88F] HORBHZ T2, RY/ME, 45 Bl £k, s
[(FhEHES] R735.3; R7303  [XEktFRRE] A [XEHS]

8 X J8 B = [X F 2(absent in melanoma 2,
AIM2) & — P Ul 52 4 (pattern recognition recep-
tor, PRR), A 1 DNA J8 52 %% 5 B 75 Bl 41 B B e
8 T30 20 4 D S5 P dsDINA, T il ATM2 48 P /N, I
TR ASE TL- 18 TL-18 55 28 14 4H i [R] —1 F 70 s A s 24
Ja B A e N2 575 S 40 L A5 T2 (pyroptosis)s
BRI, AIM2 1 8 38 7L I 0 20 e
it g2 < 988 A1 25 B W 9% (colorectal cancer, CRC)% %
Tl i Fh 250 S i Ak, FohfE CRC HY AIM2 SRR ik
%, 2 HILEE R R A0 A A CRAR , H AIM2 [ 3R 5E
L B I TS A R, {H ATM2 5220 i 96 (1) AL 1
W R W . CRC AR & D AR ¥ AT S8 b g, 7
Ja 5 B2 WA R, AR SCER BT AIM2 ££ CRC k4=
RIEHHIE R BRSO R — 25k, B RN
BT B E R

1 AIM2BVEHZEThEE

AIM2 SR AHIHE N RO R A0 B vk P o L, B T
U AE BB FOR A R b K HL e R TR R R R
RA, WM 4 AR . ATM2 2 4 5 S A 5%
] HIN-200(hematopoietic IFN-inducible nuclear pro-
tein containing a 200-amino-acid repeat) 85 [ 5 ik H 1
— b, B 2 A MR (R 2R 3 T PR R ) AR 1
#J38, PYD(pyrin domain)N ity 1 2 A 2 AN FH 4K 1) 5 4%
T WR/ 5 BE 25 & 45 K 38, OB(oligonucleotide/oligosac-
charide-binding domain)C %", AIM2 7] DL 5 FHoAh &
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A HU T G5 R 3 B0 T S 45 R 3 D % B R R &
Z HE B e R A& il ) 48 55 45 74 35 (caspase recruit-
ment domain, CARD)H) & FH 5 A BAE A, I i0E %
T 808 H 8 [ A S 28 SOAE 4 i 23 AR T DA
T IR R P e o S AR

AIM2 5 #EE  F 45, FA 45 5 % R
JEE 5 R RE , £ )5 3h [ A e B 2 1 78 b 473 38 5%
B, AIM2 5 533k 5 F ASC(apoptosis-asso-
ciated speck like protein containing a caspase recruit-
ment domain)%% &, 55 ASC {41k, i 5 Pro-Cas-
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pase-1 1E ¥ i AIM2-ASC-Pro-Caspase-1 £ 1 & &
A, B AIM2 28 /N, 41 35 1 2F Bk K 48§ 1(Cas-
pase-1), 24 fi# pro-1L-1p il pro-IL- 18, F £ 4 %iE K 1
IL- 1B Rl IL-18 [ Js 24 A 53 W J5 20 [ A G 938 I 25 o
Caspase-1 [F] I} 24 fif JIK #) Gasdermine D, 1fij J5 # 1 N
Uity T 5 A M A T R A R R ) TL-1B A TL-
18 BB EN A A,

MR/ 1) T OO 7 1 R PSR e ek
FERE AR, 2R E A A, a2 NOD
24K 5 (NLR) ) NLRP1.NLRP3.NLRC4.NLRP6.
NLRP12 fil AIM2 ¥ 52 4 ZX Jti (ALR) ¥] AIM2. IF116.
pyrin #$ PE/NARZEN, ATM2 52 HIN-200 5% e —
DL 71 DNA F R 28 P /N AT 380 Caspase-1 1 %,
1o AIM2 % DNA (R BIE B A — 2 1 5 BRYE , AR
FLAR AR 5 11 DNA FF BT, B % DNA 541
FIK R — 2 B3R, 124 DNA 7 51175 % 80 bp LA 7
REA AIM2 PR3 T 3 2 [ A e e 2™

2 AIM2 E2MREE B RASAE K AR KB & & R L)

CRC & — i Il (1) 8 AL T8 ST 1 g™, ok AR S
18 M JRE B VIAH G Il PRBIF TR I, 98 1 i
(inflammatory bowel disease, IBD) i 3 Ji5 Hf & 3 (1) X
I bEoxT HELZH B ey, ATMI2 7 285 B 1) 98 0E S FoAH ¢ i
PIRAR A BERER.
2.1 AIM2 E4 BB K sxid A2 6915 A

AIM2 BE 42 SOt H B AR S AT 5l R 45 H
JV 9 REU, M I FU RS AR S T AR N 2R &
8 4 O B T R S P A R T, AT
WHE 5| M E 1) B B FE 1, 51 R A R ARORE ROV, A

SN L PUIIRE ROR . 40 52 B S S A

A DNA $i 45 I8, AIM2 7] LAFEAZ A TE Jl 48 P /N {2
il b R A AR T2, JE s BH B AIM2 15 5 (AR A,
WA 1 0 ) 2 (thalidomide) B % 78 AIM2 2k /N B,
A F AL ST 254 B 52 BE(CPT-11), JU AT £E AN 52 1
CPT- 11 0 Ji 83 2% SR 1 A 48 T B 2 BRI 25 W Bl
FEUT T DL TR ST X ATM2 7 %80 K AR H AR
FH A = 2R 5

RAE/IMALEYEFF T8 N PR BT RS I b i
B EZAER , 2 MM I B 2 AT /N BROR 25
[V 9 () 5 I e o A EFETR I, AIM2 28 14 /IMA AT
i I IL- 18/IL-22/STAT3 {5 5 i % 1 15 iz 18 ~F 17 .
AIM2 R 3 IL-18 40 WA 52 BH , i b B 4 o 1L-22 &5
4 8 H (IL-22BP) ek /b , 4k 1 i i STAT3 4 i 14 it 1A
JIK(AMPs)Reg3 Fl Reg3-y #i 2% , 51 i 18 P A7 2K 1M
MiE RGN % . 15 IBD /N B -] SR IR (dex-
tran sulfate sodium, DSS) 75 & 45 .11 98 (1) /)> FRAR AL 0

hr, AIM27 /N B IL- 18/IL-22BP i % 1y g < 1 , 12 {8
1L-22 i & 77 A2 LA B STAT3 Fl Akt $357 42380 , AT 55
R N B 5 41 i (intestinal crypt stem cell , i T 41 fif)
AW, AIM2 4 B8 I8 1 4% i g B P ok
SO A5 E g 9% (R A . 1E DSS i R I 45 i 46 B Y
H, AIM27 /)N B2 98 RE SRR 38 I b i 52 55 i 3 1
FERIAA M, 78 AIM2 5R B/NR &5 1 N, ATIM2
KM/ IMAYEH Thie 2 [l , Caspase-1 [0 PL & TL-1B
HIIL-18 1 43 WA #8 52 B4, Jizp i xd e P 342 1K
FFTR SR AT 38 00 o 98 1 /AR E /N BRAAR Y i Tl A 4
T 32 5 i b Rz 20 i o L RR 0 B IR B B KPR
W BB AH O, 1 25 AIM2 B3k 2% /)N BRRE T TL-18 AT DAYk
b IR A B AR AT S VR I 26 1 B IR
22 AIM2 724 B W Ik 98 75 i P 69 4F )

T 55203 B, ATM2 f6 18 45 200 it 340, 00 skt &4 i 5
W WA H , PIK3/Akt 38 % 75 45 H W98 00 R A2 R R
PIEEAERA . 1B BOE ) Akt 38 1% 2 T U o #0
R A0 S BB 0 4 AU T AT S5
Jo )RR o Ak [ B A R R A v 0 Ak 1 5 i s
Rk, 5 R AN R TS A 6. XF AN CRC
4 g HCT116 FIRF 50 & B, AIM2 F] Ji ik PI3K/Akt i
S5 TR 47 200 P ) 44T B 40 LN G IE N S BT ) A AR
sl R A G2/M A JE SR BEL T 5 WA T 400 1) 200 it 448 A, {1
AR T, @ B AIM2 B 2R IA AT A gn e
JE W15 1 D3 A p21(Wafl/Cipl) 232 , [ I #1141 cde2
T {2 AIM2 [ B2t B2 520 CRC 48 i 0t £F 4 i
HEANFRIER, 5 — RIZ 2L EE F
AR, (R AN K42 28, 7R I8 I S A AR AU e
(AOM) FI1 ] 58 4 it 82 41 (DS S) 175 & /N B 45 B 4%
S L RH G I b e A R rp R B, BB AR 45 i A 4 i)
B Akt KT AR AL, 1B AIM27 /) B 45 g 20 23 v g g AL,
Akt(pAkt) I & _Eif. AIM2 7] ##] DNA-PK {1351k ,
M T 39041 DNA-PK X Akt (1 B B2 4k R il A
Akt #1155 (API-2) BE 98 2> AIM27 /)N R 45 i 1) JE. PR A
Ji R B, B R AT A, ATM2 REJE I X Akt i B
R 8 5 ) 4T B 3 B RN A K R A AT B AR CRC R A=
R IRV o

AIM2 BEAAS TEN-y AT IL-1P 43 b , 84 2 7t i 983 4
FE N, I 07 I HCT 116 40 Mo dk i 3 K 551, LA
J2 6 TFN-y Kb 35 1 10 AR #) CRC 20 Ppk AT 2
R I AR I 5 R B, AIM2 5 T8 25 ) 3 [A]
(interferon-stimulated genes, ISG) [ 381X & 3 #H K .
AIM2 BEEIE TFN-y 733, AT SR ATLAAR P 47 e 8 e
JERLZ, 5200 CRC (IR AR BAR AIM2 /S 1SGs
DAL AIM2 H 35 1 i S5 J5 A4 1R R0 3805 | K 2 R (]
B d% , (EIZHLH] I AR B S Caspase-1 A1 TL-1B IAE
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F T 2% 3 1 IFN/AIM2/ISG 20056 58 1) 77 =Sk 410 )
ST B 98 A, R R B R A R R . A% G D R 92
E CRC 1 PR 52 56 A 2 7 A PR 97 20, X 22 02
F T R P 8 R G 11 B R 40 B R 7 AR S g 0 A
J, T R 8 G 5 B ER 85, DA T 4 ) 92 1 51 R I A
G SN o B BT f — TOURIE PR B, 1R FLSOIR
IR 5 25 AE MO% NLRP3 A AIM2 2 P /MAK [ 774, i
FIL-1B B9 AR 53 4k , (iR 8 Caspase-1 /5 (I & v
B, T KE Ape™™ i e 45 7 (APC 2[R 548 M 51 &
VT iR B JS PR 11 22 R /S BRSSP /N BRI 7 i A2
K35 X Pjod i Dy s 25 00 A G g 15 BRSO
325 3 F ) iy 1 FiRE 1) S B VR T T AT AR SR IT R
TR S e B AT L

AIM2 i R VR 4% 38 T 40 B 14, o 35 7
. TE AOM/DSS 175 3 [ /)N B 45 Wi 15 28 b R B
AIM2/IN BT 40 M SR B BE s 3 B e 7y, B Wi
w1 T TR A S TR DN R TE B AN, AIM2T
INER AR Y Wnt {5 538 5 B B S, i foF i T e 4m
0177 RV I I i A B ey A7 E A
ViKE AIM27/)N ERANIE 3 /)N BRI R 7E — 2R, AIM27/)s
BR 225 TV 10 R A SR i B ] % B B S FARAEG , T
TEH /IS BRI e e A2 R ) 5 28 Tt o T AR S 56
L FEH Caspase-1-1L-18 J2 IL-1B IR IE 7K Fib & I
ST AOM Ji5 , X 28 5 58 PR /MA T BORITE FH i 72 25 1)
FH 2 B A L IR 7 ATM27 /N RRAR N S5 I A1 4 1 =
RAKSERIIEH /N RARLE IR G R 2 7. Hitknl W,
ATM2 7 1 1) 25 i 962 e 988 10 26 K 1R 3 2 A 9 AN A
T g R AMA IR LN 7646 R AE ) AOM/DSS
B ER R AIM2 48 Akt 38 % 52 0 45 B 1R R AE K e
I 75 2 7 AU 451820, 7E AOM/DSS ## 74 i ik
R, AIM27 17N BRAE T S AOM J& 5 H AR a3k 41 g 3
B 5 Z4 1) TR S8 2 IR c-Myc [ 36 34 Bt i 25 14 i,

3 AIM27ECRC HHIRIER BEAREZERITHHE
E1ER

ATM2 S WI7E N 22 60 2008 4N it v g R B, [RD I 7
N BT < /I8 g A0 A6 F I 40 B A B AR D # 41M2
mRNA™. i 5 BB 5T R 3, TFN AT LS 0 248 fig
HAIM2 I 3RIEKF o BTSN N, AIM2 & —Ff
Jiprgeg 40 it R 7, 76 BA € B8 p SRR R, T e IR I 3R
IR DA B B 2R T iR 2R Y, 0 o) 2T o i 4
MM HE . EAR AIM2 IR R BILAE - 5 30 L S TR
i L T flas 8 TR 011 e g VR i i e o e v R0 L {HLLE
CRC"!\ FF" L B R0 /T 21 iR ATM2 3 AR
FIERAE/ECRC. B A7 5 W IE ISR T
ATIM?2 J [R] () #% A R R SCRAZ D, T AE CRC W R L,

AIM2 Rk L5 B e H k.

T Ik 2 208 A s AR 23 B CRC 4 41 %
JE S A G R I, 67.4% ) I8 4120 AIM2 KB K
TR, 9.18% R 42 AIM2 K iE B . 5 AIM2 &
K IE W 1 BB A B, ATM2 R IE B 1 R BB B R
PR 2 AR I R, AIM2 RIA 5E AR 1) B 3
AL R L AIM2 RIS IEH M EF m 3 AL EY, 4
S, AIM2 )3 FERIE T LG SR F T, XY
AIM2 Rk 15 1 e o K s A — 20 ik
b 3 HRAEZE e g 1R A FR R 4R 40 B FE AT
R AN AR 2R o 1 2R IE A B, B RE R I A A
AIM2 .NLRP1.NLRP3 FI NLRC4 7£ P ] % 2 1t /M
£ CRC H38 301K~ W B 5 88 i A R R 0 i ggg 3 34
A, HEE] L, ATM2 [ 5 CRC AN K FilUG &
AT, AIM2 [R5 7E CRC [ R A2 K Ji e 3] 21
T A 1E

TR, i N DNA % J8GH B 75 P e oo 5 B2
FH PRI FH ot el B 07, g 41 IR BE ) , FE DNA
Bl 15k 240 7 e A L AZR TR 5 AT S0 B i A
PERLEN, Xk R, i N DNA JESZ 28 %7 DNA [
WUNRNGS &R BB IR . R AIM2 41, DNA J#572
2% & A c¢GAS (cyclic GMP- AMP synthase). DAI
(DNA-dependent activator of IFN regulatory factors)-5
RIG-1 (retinoic acid-inducible gene 1)Z£", cGAS g
TETRT H UK PR S % %, cGAS 5 DNA 45 &
J&i » LS A cGMAP 7% #2 3k 2 1 STING, M
B T R IFN [ &M, ZHTF 708 R 1 s ok
V5 ) DNA TE B0 I8 o2 325 I B HH ik N 2 24
L2 , DC 5T Ja & A= DNA B W7 2411 fih 8 21 i
FEMRISS , DC i JBE k5 4% £ 40 ¢ DNA, T JE B
W V7 25 1) DNAM, BRI b, 78 48 FH 38 284 1) o8 g 1)
J7 155 I8 Rk R G 55 4009 il (radiofrequency ablation,
RFA) A e I6 97 IR I, Jioffg I8 1) DNA #15 32
955 240 L W R AR ) () AR 5 0T AR B AN [ . g
TR R A o 10 o e A AR OO R AR R R (1S
Jr 50 b g A gt [ 1M TR R e TR 2 B B2 A R AN 2R
AR T AR e P AR R 5 = 1T DINA TR T 2
AR ASE e 248 L AN S 2 o5 A 4 e Oy 2 i 1P 4 i
B E R O R R ORI R e g% R
AIM2 7E )i B [ A G 9% B 3 2 5 9 dsDNA
[k A2 A2 B R 5] B2 S DNA B 2845 4
AT TR B A M AN R A Y, B AIM2 WA U
HA Ao 9% 7 1 1) DNA P2 H AT 4 i Bt i g 4 928 3%
21 ik B AIM2 75 i 8 G 2 16 7 ik A% 0 RS )
PR o AUR R ZLLE Fi BAT ST AR R B, 75X /N BR XL
75 3 CRC # M I8 2 74T RFA 5 UYA 97 J5 , A 7H
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0] 7 g 2H 2R AIMI2 485 /NS (R 2H B0 1 ATM2
ASC Fl1 Caspase-1¥33%i& i, 11 cGAS.DAI 5 RIG-
1 55 DNA 32 38 77 T3R5 06 2 35 81k , K W] RFA f¢
T S AIM2 A1 516 B P9 DNA A% J80 % 38 5 bt i
JE I N . PR, — D AT AIM2 98 1 /MR AE BT
iR G 2 2 B N IR R AR AL CRC S iR T
T RR )T 7 A A B SRR .

4 45 1B

AIM2 10y — Fift 2 L A TR 1 2 74 A DNA UK
52w » ALBE T SR A /N PAAE TR AR e 752 7 7 v e 21
SSHEAE S, i ELAE R 0 R A R R TR oy T8 B A
. LEX AIM2 520 CRC HIFE ML R R B,
AIM?2 ¢ 38 13 00 1] Akt 388 % R 375 4 30001 P = 4 JE A
o A L 10 57 5 B IR 2 4 A 300 BEL I DA B 45
TE T R E R S S AR OB R /A B 3 A2 T A
TR AR e . AIM2 Ak /INRAE 25 B JOE 1) 77
A A E Je v At AES 1 B LA Y, HE T B2 CRC K
AR S ) ATM2 AR D9 41 il A DNA 32 453 7 1
T SR AT P 51 A FA) W T 9 AE S S 3 e v R 38
B T DLRAE S B0 R I R R R R R
Tk 78 AIM2 ££ CRC HL iR S Be N R KR T ) Joke
SR P F5e B A AR S e 9T T B AT R B

(& £ xx #]
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