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Role of innate immune cells in the immune and inflammatory
mechanisms of abdominal aortic aneurysm: a research progress
review
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Abstract Abdominal aortic aneurysm (AAA) is a life-threatening large-vessel disease closely associated with
immune and inflammation-related mechanisms. During the development of AAA, innate immune cells
play a pivotal role in the immune-mediated inflammatory infiltration and destruction of the aortic wall.
These cells include neutrophils, monocytes, macrophages, dendritic cells, mast cells, natural killer cells,
innate lymphoid cells, and invariant natural killer T cells. Although various immune cells have been
progressively identified in the study of AAA, their activation mechanisms and functions remain to be
further elucidated. This article summarizes the roles of innate immune cells in the progression of AAA

and discusses the regulatory mechanisms of their activation in this disease, providing a theoretical basis
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for research on AAA progression.
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W& 3= 3 k9% (abdominal aortic aneurysm, AAA)
BlorE S F KA B AR APED SRS L 2 — A
DU 3 3 ik 8 12 7 5kl i 3 3l Ik B A 50% AR
B L 0 L P 22 b A 928 A i A 5 A R AE TR T
LA BE SR LT AE N R PR T LR, A S ECEI K
WAL, B ) R AR R R AR H iy, B
S5 AL R i 60%~70%", EiE (>60%) .
[E SN 17 € R Y s B S UL S G R e S
IS 5 9 25 2 5 B AAA TE LY FE I PR P . H R
0T AT AR 32 A T 3 0 W 300 4 i oA 48 52 BT i T
ARARIEP ., A AAA B 3 A AT 5% U T AR KR
IR HE R, {H Ay R S8 AE AL i B9 BIF 5T BB G L AR
AT f A 2 R LT B4 32 BRSO 1. H R
AN, HR T A T RS B R 0 18 1 R
iE & AAA JE L B SR R SR, AR AAA
PRI K T IR YT [ A G AN A Y S AR RS R
SRR E 2GR

] A G 5 A i e O R R G B T A RO
FLAE TP ERLAN A . AR AN . EREA . R SOIR
4 i (dendritic cells, DC) X H 2k & i (natural
killer, NK) ATHISE, 7654 . i M4 LUE
RAEEZH HEENER, W25 e & FE
W R B, BT T AAA AR KR 4 TA) 1Y
Bl bk 5 A T RN I A 5 R B BRI [ AT A
P2 20 ML 3 9 Bl DK BE BA K 2 BT ZE AAA K

JEBRET, X FRBIIX S T RES S 32 ol DR BE
ANILES 7 S

1 BRI gaAe

SARE ALY PPN SR LSS Ve ih = S DR (2N
AN, SRR T B BE40 0, 2 de SE plod 55 2 40
P R SR E F L B S AR M . A Sl Dk R A O
(P L, b A 2 R R 1, 7R
AR AL U rp AT LUK 2T, H R 20 I BE % R 2 b
AN T 6 B A 0 R Oy 1 UKL, AR SR AL )
(myeloperoxidase , MPO) . H 4 k7 41 Jg 5 M 25 (H B8
(neutrophil elastase, NE). BifHiZR . H4UEAMG. N
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HRPHE M . NADPH &L (NADPH oxidase,
NOX) F13E i 4 J8 8 F i (matrix metalloproteinases ,
MMP) , H MMP ££ A A/ B AAA U KA 77
FEN S P b 0 i o A Bl K ok A B Ak b 50 )
L AR T IR € A1 1 A R [ N 7
(extracellular traps, NETs) R R By AR 2h R
NETs & — F th B 50 iy o PR 40 i DNA L ZH A& 1 3
(histones 3, H3) M4 H 4 (histones 4, H4) DA
Ko A0 M AT AR B O oy T A R A AH SE AR 4E L
RAFAA RN . A KT A0 7 R A
e 28 TR EA T, BAREIRIELE,
fie kWA M R AL, JE T IL-18 L TL-18 AF 2 % 4
JieL PRl | R R A AR S L A, NETSs o5 5 14
WL (vascular smooth muscle cells, VSMC)
T, FHALEEZEIFRA SRR, Eig
1 AAA FE A9 I P I A T AT ORI F1) NETS!

WFFENOIIRET, AAA BB Y IS R I 4 A 2H 21
o e PR 20 L R 400 i Ok R 4 TL-8 I NETs 45
RV F T, R W] Mok 20 B s A SR, TR
P v v R 20 M Y e e T S SRR B Ko
RN =SSR R P e SN (10 SR C o A DR TR 2
ol R R v R A Y R S R 3 D 40 MPO . MMP-9
AE RS IR 22 AAA 1Y 2, R IX L A0 [N T 7E AAA
HhE A W EOR AR M B, ok g i 2
AAA 2 5 R PEE R Y RAE R M4, =5
T ESPKEE BN KBS o SR, 7EAAA T,
KL 2 i 2 A 5 A G 0 R LA P B AR
i HE i A 00 b i A B B R B R, BT A
frift— 5T

2 HiZ4pa

LA AN A DA R 1 i 20 i RN AL 40
AR R, TETE 3 B AL ] B A% R M 4 T
PRI kS R R E ECEBEMERD, A
FELT CD14 Fl CD16 (1 F A1 3R I8 HAT = B A 40 i
B, Wia | 2 b ] B R AR, T
/NER P AL FE LyeChe (22 8) F1 LyeC™ (E £ 8i)
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P A 2 MR, Ly6CM Bk 4 AR X T AR &
B BAAZANBE AT LA 8 AE SN I HAT B A AR
W DIRE ; Ly6C™ BAAZ 40 i 15 A 28 3k 28 S B0 % 20 it AH
XFRE, 25 A P RO N S8 S AR T
H 1) 250 BRSO AR B AT R 8 B AT AR Y IR FR
PR RO T R A 2 5 VSMC YIS R T, X
5Pk ek . O WUREZE T AAA AHSCT, TR/
RS 8 AF 5E Boos L F o A B sk R I
(angiotensin 11, Ang I1) AJ [J TF & i R L 3E AAA
9 & J& DU 38 I A7 BR Ly6Chs" B A% 4H Jfl (1% %5 i
1M Ang IUAT DL /41 5 Ly6Cre" 5A% 41 it #4 %0 i O il
55 AAA MR . WEEPR L, CD1b 2 —Fh R4 R
WA, NUAERAZAN FRL, WAE B g -
ik, IR0 0 A0 M SE AR B R AE TR AL, 7R AAA
mEY, SEBEZIXEML, AAA B H G 0
20 M P A9 CDLID KV B o SR, 7R BEER /D
CD11b Jf & A B 35 5 W AAA I & 4R, (HFE(KT
I E SR AR R Y5k . E RN E . MMP-9 Al
IL-6 Y3k, LA vk 2 10 R0 Bt i e A 21 o T LA
i Ik B A0 M Y 5 M A S ) A ) R RE
TG AAA P L4 Kk i — D E 7 1] .

I 2 B A0 ML A g — SR IR, DR R A
40 Mm-S BB Bk AR AL O IUEE ZE AT AAART
AL R VR, T AAA P R R B, B
6 2 it 2k b & 2 1 (triggering receptor expressed
on myeloid cells 1, TREM-1) #] DAt 5 4% 40 ifd A 8
JEE [ 20 2R Ge it AT e ds R oAk, O i i A R sk R TR
% & (angiotensin type I receptor, ATIR) HRXzh, M
T AR S2E B A% 40 i 352 31 1) 32 3 JDkORE i AAA 1Y e
R, TEEZIRVEGE4H AL FKHT 1 (nuclear
receptor subfamily 4 group a member 1, NR4A1) &t [
AN BIF SR e R BT AR 28 0 Ly6C™ A 4 i
T AAA AR AT, X 2B/ B Ly6C™ H A% 240 i 114
W 5 AAA Y HE R G 0 RN SRR AR IR T A
K, R PO A0 M R B A WA R R AR .
AR 3 B8 BIF 5T 2 WA PR SRR A0 M AR AAA R IR R
HEAEAT, PR A0 A o 2 B = TR OC &R
DA S5 ) A% 200 T P 6 AAA 1) & SR BIL TR AT LA
o AAA B A R BIETE T 18]

3 EZiE

53 5 B T 20 Jok 41 2R FORZ A N e 68 1k — 2 0y

bk I 40 M, BRLA% AN ke VR A L I A R R S
PR O CHAUEET WHE, XA TR AR
5 AAA I K A S 3 ok 3 3 kR 40 B RNA
JF @R, 1E CaCl, i 5 19 AAA B | fIE 58 15 I 41
S Y S Ay, AL ZUE B R TG AR
fb, BN RAEE WEAN A 5 3 S A
3.1 REREIELAE

i 5% L Wik 240 i 7 22 RSB e T 30 O A4S
HR A FRRAE AR R A T IL-18. 1L-6. TNF,
IL-12, 1L-23, MMP. NOS2 DA M #4fk K F CCL2 Al
CXCL1 {23k Tty 1 i o 779 JH fth A 72 4 e i) 55
ARG LA B VSMC 9 T2, 3k 22 R I 1 7F AAA
W3] B ek e R 2 L Ak, iR B Ang TT
it [ TLR4 42 SF H w6 240 M 1% £k, 3%00% TLR4 AT LA
753 VSMC FI1 E W 240 B b MMP-9 1% 3% 35, T 7E
TLR4™/NELHT, 386 AAA 905 HE B AR R W) 1Y 3638
B A . B MMP A~ 5 19 40 g 4F JE i (extracellular
matrix, ECM) &% & AAA B B I — 1 i,
I MMP-12 F+ 585 02 AAA B9 ) TG bR, F3)
ik B A RS L 5 44 f 9 Vi o o AR 3 MMIP-12 43 34 1 in
I IG5k R R SE AR FE i Y 2 K MMP-12
AU GE AAA 1Y R JE™, AR, W A ARk TR Y 48
JitL P TNF 7R 5 AAA B iF e A O¢, H3k IH i B
B 24 BRAM &) TNF BRI T AAA 59 % B, BF sl &
P W 20 B AY netrin 1 (Niml) 7E 4 2R % E A
FIGEH) —Fh i (12 55 5] 5 M4l i E 5 1 g,
Ninl FH Pk B L I 48 B i 6% 3% 35 K & A9 42 48 A2 Il
B bR W, T Ninl 7K F Bt = 7] 0 28 AAA T2
B Ah IR RE S A T A0 M TR AR S TR, B
200 i R0 EC At 2 AU Y 40 M AR, A AR Y i o0
M5 RGP AAA B G, Hop o ik 2 7E
i 200 3R 4R 0 A0 B X3 R O B, R B A
VSMC i AR, 78/ RBTAII - GW4869 Hijl
il 40 W AR TE B AT U 2> AAA BE R, PRERTAEE A58
VI FEALMMP2 K3k . FTLL, AT LGES IS S5 E
I £ iE A G 19 12 2% 4 i PR 7 3k A BF 5T T ok 45 1l
AAA PR Y K o

2 Fh AR R B A0 A ke R A 4 At PR F R AR g
PR F 0AE H © & 78 2 A4 0F 58 b fili 24 2 2 it
250 AT THESE ., SRIMVF Z0F 58 il 7 A [H
B AU 2 (8] 47 76 AH T 7 J& 1% B o #E CaCl, #5574 o |
245 49 BHL 7 B8 i B TL-18 7T R AIG AAA 1 32F BP9 4R
1M, XA W58 3% W A R] A AAA /I BRURE 8Y 3F
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fImEs g th TR 250, ] & 3 IL-18 7 5k
IL-107 /N BT % 7 2% AAA JRHR I & J2 . AAA &
HOE IL-18 K 7T, Fe51E 5 NLRP3 24 L5 47
FEIH 1535829419 Z B VEA G, F L, fEAAA S
Ok I 2] NLRP3 & 1 4R 19 %635 7+ %5, NLRP3 o H
i1 48 PR A4 B 43 T caspase-1 . ASC 45 (%) 3 PR 26 1% &G
THEA Ang TTHY /N BLUAAA & A 500 A 5 26 1 i
TRV R0 vh S PR TL-12 1 TL-23 25 40 it R 776 AAA 11
YER, Buik A = 09 BH W7 1L-12p40 3R 35 78 AAA R
FIE 02 [ A% 3 20 Ik ELAR 37 5K R B i = s 200 6 322 3 T
SR, FRCBR IL-12pd40 S 11 5 350 Ang TIBE 7Y AAA &
JRE B R DT
3.2 HALEEERLAE

RIS, 7 AAA BRJW & i A0 1 3] HL A7 4]
2L I RN 21 2048 2 D) RE R AL 21 B I 41 g 2 AE
HENEE, X0 REERT 1k AAA #F — 25 ik ol 2
EH S 0 — A AL . BESRDER], B
g0 77 2 By 4 T TL-10 AR AR A K T B
(transforming growth factor B, TGF-) TE AAA k&
of B b S AR BRI . AR SR ApoET /N B
HEA Ang TG HLPE SR (RGBS, TL-10 B9 R R IKF-
T 5 AAA EARW/NEE, 8o AT A L-10 f#
5 1L-10 2of 2 3k 4 i 3 2 DkF 1 LA B 3 78, 384 m
F B k4 4P FoxP3* . Tregs AL, Ui/ AAA fY
RAEME A2, TGF-B 1 AAA th B EH, W
S H A TGE B B HTAAALIE I T AAA By ™ H AR B
JF B B Wi 20 B AE 32 30 kORE i B HLHS 38 T ECM
R fif

TEAAA Y0 R et BB, HEAI . B s
it i e A 40 B 2 1) B AR A R T R S B AT
A BTG A O o H R R 40 R % MPO 7= R R IR
SR AE % H AL TE A K% IR B 1 (low density
lipoprotein, LDL), fi& #F F 15 20 i Y 80 3% i3 UK 41
JiL % Y, s e BT 4n €XCL1 . CCL2. CCLS5 Fl
CXCLS8 45 A % Al JF g vh MR 40 M ) Z2 4, X b
R T Bl e R B A=A, 7 AR AAA /)
B I AR 32 Bl kb e R e R A A
20 B BBE A A AN B Ak, B
J7 A CXCLL, 7] fig i — 20 A o b PR R 48 i 35 4R
5350 3 B kORE B IR i e F 5 3R B =R o 0 4
Ml Z 18 ¢ R 2 Y), Ja W A] A S AR AL A o B s A
8T W o
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4 DC

DC J2 A5 [ A fo 8 A ARAS P %8 O 1) &l
Prla R 400, BRSBTS T 40, JfE oy W
TNF . IL-12, 1L-23 5542 2 4 g 5 5~ DL & s fe e 5,
1 E [ AT g R R, DC T4y R H L DC . AN
FEDC ., W ELRE DC MR T DC W RE, J5 & MR IE 3B
0 55 45 1) PR 20 B 40 AR ok A AAA A ZUHE AR
HOR I ) DG, f# F DTR 3K 3 7 35 #8 /X CD11e+DC
i B Ang THE BB AAA AR /NS, AAA
3% 40 A DC 3016 5 NETs IITE il 2%, Wik,
DC AT LU 1 6k B4 40 it A0 eb ot R 40 i A 32 A S
b, AN P ERNEE, HEMHR 2R, DC
(4 1 #E B AR T 1 24 v B CD44M CD62" &% 1 1Y
CD4* T4 . H A5 CD44"" CD62" %L 1 CDS* T 41 fif
H1B A0 Y A, BRI P R 4 R T R
U 55 SRA KL T 9 5 A, DT T SO M AR 1 R R a2
B, Thm R & &=, SR, DCTE AAA Al g 2
P A S P EALE] R, I DCFE AAA H R
11 B B R A L AT A R e B

5 MBX4H

FE AAA P55 78 11 155 RE ey IR AB R rp ] DL AR R
A, HAE S5 AAA HEEME, B0 680%™
A TR R RN FLBE BB AE , FEShI AL AL, ST
il 32 2 2 1 i AT RAVE IR TT AAA B —Fh 5k
EERERE ( immunoglobulin E, Igk) J& Al il o
O A 3 RN B AR T Apoe T TgET /N ER
fi ¥ Ang 115K CaCl, #E VE W] R 477 AAA i — 2B 975K
UK bR TgE ] U 28 AAA (9 TE BCRN 35 3l ik 4 A /Y E
&, A BE R A0 B Y S5 SR D8 T AAA 2 21
MIP-2a. CXCL5 3K ik B9 [ K g 0% ok 3% 5 9 1 &
J ¥ Jorh —Fh ] G 9 AL 2 4 )8 9K meprin-a
(MeplA) 875 A K 4 M 7™ A= (4 TNF,  JIE 5K 240 Jifd %
P i 98 B FE R 7 T AAA Hh P A MMP-2 AR 3E
VSMC (8T, 1 MeplA 6= W Bk 3% T AAA P05 10
U, X L g 45 PR T BbE R S AAA
K Z 18] T ELE &, n] L a3 AC K 41 i A
S Y 2 PR T ok 5 o AAA 1B 0 9 B A R A ok B
XI5 1] o
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6 NK70EH i B #4858 (innate lymphoid
cells,ILC)

NK 1 ILC AR J2 &l 1) 56 % 40 At 55 1 40 L, fg
% 7 A= 20 B PR T Q0 TENy . 40 M9 75 PR 4> 7 40 FasL
(CD9SL) . ZEFLZ FNIBURLRG , & 7100 VE 38 % 7
KZ G . 8 0 B A6 A 40 DY, R % TFNg
FEORVE T NK 40 M, FLAE 2 bk ok B A Ak r 0 5 21
YER T BA EZAEM, L %% 4 204k 2% i
G13Hr SR, AAA A4 NK 40T+ E, BORBG B
AH A 0 B A PEAR R LAY CDOSL & — R 7
11 DR W BT R C R Y N L = B T
B CaCl, BB AAA BYTE A%, 3K 5 1068 400 i 7 952 Vi)
FA AR L Ko MMP-2 il MMP-9 %6 1k PR il #5121

ILC & B = K2 40 ffg B ILC1 . ILC2 A1 1LC3 21
B, e AR R A N B AR R A D) hE L Gl
WOLFFEE R . SR . A TR d1Z LA
KORFME, R4 ILC1 77 A4 TFNg, {H TLC2 2 40 s Al 1
WIL-4, IL-5., IL-9 A1 IL-13 B9 8 2R JEPYT . TLC2 5
PO RS o BB L H R g R P I AR R Y
P A DR A R R B MR Y Bl ik o A A A AR
RN, TEFEKFARPTAN P LI T IL4.
IL-5 A1 IL-13 45 H A 58 M I 2 3K F¢ AF 19 TLC2 41
I TLC3 A& ROR-yt AR 40 JfL , 7 A= IL-17A F0
TL-22 4 L PR, 3 28 20 i 7 0 I 48 R S0 0 TP 1
ER BB O A SR AN, IF A6 Il o7
AT T e, e ATAE AAA R AE i R 15
W5,

7 ATEHRFGT YA (invariant natural
killer T,iNKT)

iNKT % ik TCRb I NK & [ % & 957, 78 14§
PO, NKT 4 5 3 ok ofs A 6 4 9 i Je A G .
WFSEPS R IE , 5N AAA ZHE1, B3R b s Ak g
Va24] o I8NKT M ¥ A9 He A5 35 i o 76 7 A Ang 111
ApoE /NP R T AAA HiNKT 41 i i i
FhEn, R oa-—ER 2B («GC) A RUBEIR
M5 ApoE™ /INE — Bt B M) 5, fEAZ 38 & CD1d P
iNKT 20 i, ZH28UHE2: | fo i o S 4 8 A1 RNAseq
45 3 4R Ang H+aGC 41 48 F 4 Ml 12 g 51 )™ &, 1
S — W R E T MR SR, aGCFTE
iNKT 20 f 38 3 5 T be R B e 40 M b Ak, 0055 7 e

JE/N BT Ang T S0 AAA HEJE . MAYskDE, X18
T NKT 76 AAA B9 & et B il g /E T, 2
AT 8K 5 LS 0 1 — A R B IE

1040k, 4l O 7E AAA & 9 AL b 9 /R
FH AR BB S, — SR AL B 9Tk Ho 28 4 L AE AAA
I BL AR B A TR o SR, fo e AN i
SV A B DT iR A SR N 2 A R R il 4
L 255 TR0 AR S P v I R B 22 9 LR OGS R R A T A Y
I T R AN B R A T Bl A S A 9 i R
ol MR B BE VR . B, O SE G AAA K
Ji& 1 d5c W 20 BR 2 5 ok ol S A B v MR A8 i R B A
A T, BOE T T R A P ER A
Sk B A, X R A B LR
SUF T A AAA TR R TS A 5 A0 I O A AR R B AL
TR S 6 97 T 2 s Ak o A B 4R AR
JT- il 8 B2 AL 1 0 B 5k o
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