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Pathogenesis and intervention strategies of abdominal aortic aneurysm: an update
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[ Abstract | Abdominal aortic aneurysm (AAA) is a degenerative vascular disease occurring in the lower segment of
the aortic diaphragm, mainly manifested by irreversible dilatation of the entire artery, preferably in the elderly population.
The pathogenesis of AAA is complex and involves multiple factors, with genetic variations and immune imbalances playing
important roles. Its pathological changes mainly include inflammatory cell infiltration, degradation of stromal elastin, and
smooth muscle cell death. Rupture of AAA is the most dangerous complication, with a high mortality. Surgery remains the
only effective intervention, but carries certain risks and postoperative complications. Early intervention for small abdominal
aortic aneurysms to slow down aneurysm expansion and achieve long-term survival is currently a focus of drug and
technology research. This article reviews the pathogenesis of AAA and its intervention strategies, and summarizes the research

on existing drugs and the use of new targets and technologies, so as to provide insights for better understanding and treatment

of AAA.
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1 AAA BJFRIEZRM

F k) T o sh ik, Fo A R R A i Sk
TS T WL A MR R AT 4, X 2 TR 4R
UE T 32 30 ik 5 A 3w 0 I 4 A — a2 A e o
JEo AAA B BRUAE 32 BRI A 1457 RE Hh i v 2
AERE AR R BOM AN PE R R b |
LT A 1 RH D A T 1 R SLXURS: , - [] il A5 RE
HAETE R R B R AT A A (PR, B A
M PRI . B RIS ), EOPIE LA R
RS AR MO I R AT 3 g B AR 1Y) i
MEAZH . MEARHER, RAHSIARIFAES) -
TR0 Y 8 i 240 2 R TR & 8 2 i TR S 4 1 K
ffelit, Z 575 0 IR 0 A s R T
PG R 4 JE & ¥ ( matrix metalloproteinase,
MMP ) [ fife 50 2F 4 . 2 fife B IR I it 2F 4 55 )
P MR 2 2T 2 i RE DR I SRR T 22 1 A i 4
LT AL RN, I 1 2 iR B B e Ok i 2B i ok
ot

2 AAA BIERFRHLE

— LIk, AAA B BRRTR R AL R 2 R B
MBS GS . DARTRIAIE SR IR, s Bk VR —F
Jrikt AR IT BE A S koK AR AL ) — R TR X
SRR AL R, IR B BB s [ T IR 3
SEMRCE, I b BEH R S B0 R R b ECR S,
PRI PN 2 200 R 8 A S A e ST AL A
W, BRSNS RE L A TR, SEOTIE T
BeAg . A TR AER, A7 b i) i i A AR
PEVEY K, SRR T R X R AR i B A 2 B
SR, BIF 9 4% OH Bl DK ok R B L G 7™ B R 5 AAA
M EA . KB W ARG, DRI W 3
FWIREA 1SR RE I 2 AAA 3K
T3Ak, NBEH X 2 Fhp e Y R AR K R 22 i AR R
K, THARIZHE AAAE AR AL T A A T

AAA % AT e Z2 IR R S RVE S R A
N HAG Rk, BA A — 5 R AR S 50 2 i R
HOR A R, A T A N R AL S A AR
SERREETTTE AAA B AR R 2 AR .
21 BEEMEF IGKREET A, AAA MK
R —E MR RENE, fE R E i &
RR 15%~19%, 1M 7E TG L 2% R 1 A &k

RALHN 1%~3% " o I RBF5E 3 WA BP0 s
BRI ELAR Y R TR, 8 R 2 e A ) A I B
AN, RAEFREET . —IEER AAA BE Y LRI
Ik (50 % Lk &) AT A AR 45 R R, 29%
(4 5030 K 6% BB IR KA T AAAY, L TT Rt st
RN RIEM R R AR L T S A LU R ) 7R BUIAG &
FH IR 70%, FLIR XA (8 B AR £ RS
HS XU 7145

TSR H AN RENSIE B AAA S22 — P A 11435t
T, oA SO oY 2 DA G 5 X 42 1Y,
M ARER BRI AAA B S2BR I
MG, IR IR Fh R R ARV AR AAA KA
SRR ] REAFAE G — S LR A L S5 AR 5 . X st
WAL LS AR ERNBE BAE S EAAA R L, il
MMERGET AAA MGG N ZE (A ) BTt
WAL AR S5 s e (SN - IR EAE ) o 3l
Ut AAA B AR T R B s B AR B0 AR (i
KHIRE 58 . S s 5% . TGF-B i
PR AR AVEN IL-6 /XM ) IF SR ixX sl
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NN =Y DTE A O (1 5ol [ e g NN T e = 2
MAT RS R 9. N 1. IR A, HllFE
HE. #5HEA A-V, BERERGAE 1, el T
g CHRA TR 2 Bk MR AZ R B o3 ) LA F-T L
MK S PT R ), MAE AL 2. %
21 40 ff % AL ¢ 5+ P (E26 transformation-specific,
ETS ) KA ( ETS-related gene, ERG JE[A ) |
IL-6 32 K45 )7 o g . L rs2836411 M i, &
T ERG FE R AR G X g A AT IR AR 5 (R
WA R 22 M FE 7E JE R ALK F bl B R 1Y
S5 DNA P 23854 ) - ERG &S5
WA ARG & VAR AE 5 E P 458 1 G Bl A s [A)
+, BEREI I Zh Ik ok R A 1k L K P9 2 T RAE N,
1s2836411 FLAELET N F kN & 4 DL K 350
K2 ERG B2 BN & F i, 2T P3 3+
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AAA KIRHLHI AR Ze bk, 55—y T DGst A 2544 £
JEE A 96 DR 2 A A L T S

22 KM LSRR EM, RIEFE AAA
SR R E T A EENEN . Shi il Ll &
I R AAA FARBEA B35 K A Sk 19 2% 9k 2
JHLISHE, 3 AR AN A5 ST R e e AL (B4
Mo, RERANM . P EERLif . A SRAIM . FARR
Vi M A5 ) FURAS P e e 4 (2525 Bilk L 4 g
T IRELAR ) o RE A RAE AN [RIAEAE) T2 1Y)
AHELAEFH, B 2R 40 R W 40 1) T 40 e S
JE, T A0MIE AL T 2040 I A 40 IR T g
WOE E AN L R R A 2 A
04 ik % 1 111 5 W 200 e T-6 T TL-1B AR A4 5,
SR B T 4080 (helper T cell, Th17) 431k,
S LR JORE AN | (Sl IkEE TR IR 4
RE R, HE— MBS AR . B
IV £ L R S A A A B I 75 B B ] PR 2 2 1 B
REAHM, WG A0S REAE 53U 2 B R R, o
TNF-o BEA% 175 T M0 1 W LA Jif e B ek A | Bk
MMP-2 £ & LA H T, —SAAAF BT imEY Kk
JTEH, TL W RENS E L AR S0 IR 1045 Fh 2 9 4
WM . TP PR N AEAE 3 Rk . 18
KAWL A5 J0kE DA K W B ks, RERS BRI
BRI ALY . R L K MMP, i
— BRI A RE ST, MRS 4" . HRR
A3 21 L D) 368 = 200 e A PR 0 0 5 UL L 3 2
TR HIET:

CD4 T 4 E o e = B A R AEVE T R 41,
AENS 1k A ZFP Th I AY (Thl, Th2, Th17. 877
PET Y0/, JEAHRIME TS ) | XS 5
3 35 43 DA 200 M PR 1) S AT LA P R ke
WER, SR A ERIRE . R RER A AT
W I, FEE— AR SR I, in ] A EOR i
EREEALRIM I, (R A T A T

(EA R, P PE T 408 e 0% o 2 1
IL-10 LA M TGF-B TS AE AR TE 1 . Hifi] 58 5 A
TR, HEFFI A BESC R E, NITT7E AAA K ad
T BAR TR o X — 5 AE Suh %

ST A BB, A% B AAA B PR P IE 1
T 20 A 8k 5 5 FE A AR LB A 2, T DR S 1A
NEREC T T 4B TR SN 3 I A sh s
RIGRPY, D02 B B B A IR AR sk VE T, 3897
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FEAUOE (angr p2 MEEE A T Bk, frekisdiik
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A58 RRIEMM A EMENER (55 TA4RMmE
W5 20 A 4390 MMIP-9 1 IL-6; 18035 W2 At A1 CD4 "
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AT A AAA HY3ERE

ATLAE R, oIy 1) R A SR s i st
R EESN T, AR RFNHTARALE] AP i st T 3
PELF LA FFLR R i, BRAR T AR M, 5 A AT
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e, Rk, X RAE AR T T HUR— AT AT )
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PR ST AAA BEAUBIESY, K PR AE E A T
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AAA B R A TEIVE

Zr L TIR, mR S5 AR A AORE SN TE AAA
IR R R BB RN, B A A
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55 £ SR A S AE (I BE T, SAE I BE PG S
— I 5t A A5 A AR S R AN AR, (A5
AAA FREEERE I “IE R KR,

3 AAA BIFTRE

AAA e fe B IF KT R R, A EAR
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fER 5.5 cm, 2otk AAA BEBERN 5 eme HETH
WL FAR Ty XA TR AR AE NERE 2 Fh.

YE R AAA JF 8| — & B B i e 299097 F B, mAR
X 2 PR AR LB, (RAT SR T I — 28 n] 4,

WFARRE: . R RAE DA RS B Ta] o X
THRAEE/N, AR AAA B3 1IGYT B 28
SRR K, R, Kk, XF/Nshkg B

AR A A TE O E L, 5 SR BT B4 A AT 1
5 HAT AR 5 Z AR ] 5, GE SR 1A R
DAEZ 50 AAA B 70 E I I A AR T IS0
HEAF RO BHEAE IR T SR . BR T 4035 PR 8 AR 5
CUnFEAm . PRI A ) Ab, SHRFIIF A RN 2y
Y REh 2,

T 1 REMEETHIT AAA B0

T4 i Ry AAAFERD  JPALEFBR/ SLIGEE R SCHik
B 4t A A Bk B A uMT /N R A 6 Bl kR W SN [20]
B 411 5 B CD20 B EL/N P R 2 Bl TS A TR N [21]
Ang 1l HiiE: 4

WA PET QUM ABRE  CD4ATFOXP3™ T 4l Bl fi /1N Ang T 4 SN, (H R [22]
HE R g

W PET UM R B CD25 PrifabHi/NR Ang Il i 4 SR B iR (23]
65 1) B 4

P VET A 1 AL B HRGHEUEY 1 Ang Tl iilE 4 Bl kR A G5/ [24]

WYET 4n ey 4 W PET 4 ik A Ang Il it 4 Sk A S/ [25]

PETPET 414 T PET 4n ik A Ang [ §F 4 kI & A R [26]
FEPEFRAL

HARAOIT AR ABUG  CD1IARHIRY FHARA I ANIEEE /N Ang T 4 Bl kR W Sk /N [27]

3t 41 LK A B vt 4B /N R SR R 2 Bl kR W SN [28]

HEAC A 7K A BRI HE 20 B Ws/Ws KR AR 2 Bl kR W /N [29]

FR P AT e B oA b (A A H N S B 2 BhkIR 2 R A [30]

AAA B EBIKE ; Ang 1T« 45 55K % 1T ; FOXP3 . SCLHEHE 1 P3.

3.1 MRS I o6y TR R

3.1 BRARMH F EINESE AAA HEFE SR
K Z—, B2 IARBH 5 AP0 s 259,
A RAFEERCR, s scs bt Rl R arr
BT IR (AR I I PR AL B
55 i B Az AABEL i 700 o) S5 IR AR 5K 3T 8 B i A
HFEH . —IERAF 25 R, 254 (H25%
IR ) SR R A ISCR 5 R A L 22 = 040
TEE Y, IR Z R E R 255 | ™ E Y
REIE Y, ZEBIE AAA B RFRAERE: (65 %
PLb ) AR DL i X S at e, 1 L
2 P I R 22 AR R K, X R & I AR
—FEI N RTE AAA RIRSBRP A REIFAREE S
SRR E ]

312 4WHEF ZHARRENUREIGIER, A
PO MMP FEPEFER, BB RERE R AAA
()RR, LI % WEFE 45 IR o FLRB S M il AAA
A3 BRI T AR A — TR IR I R X B R e A
BR, BARZVARRIEIEITAAA BE I RAEK
S (CRP KA ), fHJE X TR Y 5k 5 5 A7 3 il

YEH, RlEt 52 R4 X, B 45 MMP K-
FEUCA IR AE 2 . MMP X 3 £ 44 £ 6 e 2
AAA RAEIFET R B ERE I REE R AR gl
U0 ol 05 P % BEL T8 R RO T AN AR, X n]
RE S5 29WTE Jm il s SRR A DG, (Al i e P
AREsE MGG R R

3.1.3 i # ¥ 5K & 4% L B 47 %] 7 (angiotensin
converting enzyme inhibitor, ACEI)  [fil45 %7K %
II (angiotensin 11, Ang Il ) fEWEIHEST AAA ZhY)
TR, FIHAREN LA R A HEMEH. 2/
RIEMM IS Ang 1T 524K, [FIE Ang T KT+
Al g R VERAE N . ACET 28259 BERE I {4 1y
M4 K R S ARG 1, S0 Ang 1T &AL, 12K
25 1E Bl AR rh R B R L A R AR i FR A
SO R AE I PRAK B (40 AV O AN
2022 4 R AR I — A I 2 4R 1l R g 45 2R R W]
B F] (ACELZE ) X AAA W9 TE B I 4 4
YEF (NCTO1118520)

314 Z F OBUAL i R K AR R e AR
AAA FF RN BT 218, BR T s S | i —
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Loy AR A 2 A, FREBE 24 B PR R Bk g A5 TEE
il ORI —Fh i FH IR 25, ship se i 2
7E Ang IT S B PER 2 Fpfsimlch, — HUOSUNCERRE A4
il AAA K, SXFPR4 AT e R [ FLAm il 3= 3h ik
G RN LRI ARAE I P o (R, E R B4 PR R
VA — BRI F IR RE RS M R R
3.1.5 TN TR 3- 5L -3 L
% B A (HMG-CoA ) i JRUBEI 1 70, 1 PR
T VREEIMAR . SE5 SR B S R T X A
P& PP 1 e B L N AAA 5 IR E/INRA
B ORIV A, B~ ey T 3 ok s e e i 4%
RAERW RIS o RN, R AT AAA
W BT R AE PRI RAFSE HH RS 2IIESS . Piechota-
Polanczyk %5 % $E#% 42 W52 PB4 AR B AAA
BE AT T, Hh 28 Bl E RATEZ T 6 ~H
MRE AT IR, 455 s ia T 41 8 sh bkeE s (Bt
SAALBF—I 2L R A A 1 LR B A D oK S
WIHE . meta MHTEE R R, T ZRZGYIRENS IR %
AAAJEIRY 3K . BEIR A MASET R,

3.1.6  HIEIHIF RIEFE AAA Kt 2 p A 1E
FH U e, — SO X RS0 T B BodH
il AAA SR AL R U A B acR (R 1) .
e PR ST 36 SRR 25 45 G 2 410 i) 550) A 410 4 T A
ARFCHERE, PRI Ay G 0 ol 3500 11— e 0 738 G Y R R
F 7, 5 BOME LR SR A i G s 1 ) 560 7 oK
1 AAA B . 1 19 5 41 Sk f FH S pe 4 il 550
Tl AAA $RAIE T 2R, 2 1 R R B /N ek
B R FECE =R AAA (HAZ 3.4 cm) 1)
B, FEE B G B2 F M MElEYY (ke
¥ 7.5 mg/d; LR 75 mg , BK 2K EEHEE
500 mg, HKRK2K) , RiF271MHKkHE AAATE
KW, BERRT CT Kt o HoR ik D K B A
7 em; Xt H BB AL 2T LB, TR EE LT R
UL BIRELAARE . T bk A A DL R b MR AR, TE
) T W N ] [N = o S G T
WA, B IR IR P e gk 25 . K
SRR R, FRAPE G R g0 A Pk 4 i
EAAA SRR E 2 CEZEMEH (£1) . %
SRR A I G YT 5 2R B R
o X — K IR T PR AIE 5 4138 1 S A4
aE COIE. FFIELLR B R ) BA S AAA R
N S AR AR Y L X e AR

FERNEREFN ARGV G ETE AAA S IVEIE
A, S RVESRPE R IE A BRI s JORE RIVE T, i
AAFE G TR AL B2, H HBRRIE
s T RE B AL
3.2 H¥ed HEARGEIN IR LR
ANEFXH AT HEAT T U AT AT ARG . SR, JAEME
FH 265 14 52 2 A AT X6 S RE HE AR v A — A
PEAT P HRCR I AR BIAR, X T AMES 258
TRV 224 T HUR B Bt —A R4
AOTERE, T BRI JAE A EIBr s . B R
ATBE N AAA IRYT R BN ZEME 1.
321 B A K g i e B R R4 AN
HE AR TS KA e 4n e, J2 M4 BE A I 30
TR A CHEAN M. DR, 38 50X 2 Fh 41 i
SRR SAE R RE SR B R EIMRIR . Gao
2 20 R — b S 325k T ARI/INEL Mepl A 2 1
FERERILL . AAA B P ek, MR EEEKS
T R R A R, A PR R A0 RS- LA
AN R AT IR, Mepl A BEAZH
5B 1 B R 20 43 6 4 TNF- K F-, 5T 5 7
LA AE T B4 0 MMP, [ IS A ) A 2 5
SR . FH Mep LA 4001 70 V0] g % B S5 40 41
TNF-o F 5335, A4 St £ 4 LA RS- LA i, A
BRI BRI % 2 . Vandestienne 25 & B, —Fh
LR T A /AN A A AR 200 B fih & 244 1 7
AAA SB[ 32 sh kb 22 1 B S g, REAS
Vs OGP A B AN e A B RE B 4 5 BERELN
ik K A2 A 1 I U S B ) S A A,
ERER ) TNF-0., MMP ., IL-1B 21k 2 B W F#IL,
SIS SR RS KRR 32 3 I BRI . SR
BRI R AAA BIRTT 25 HE HE T 8 i L A
JiT
322 TFURALG AN R R AAA RSN PR R
Z— R A A K O R LA e
RIEIT P IPUIE . WL Bk e, X F4ERE
i A G T QN 5 2 N e o 7 < e R )
B LufE R, SEH LA N S SN T EB
(transcription factor EB, TFEB ) BE#% L3 4f ffd X
PUAT: . AAA SRR K AAA SEESF-HE WLAN D
N TFEB ikt W1 TR, (R 2- BP9 3 -B- FH
K RENS A ROE0E TFEB, RN &AM T,

o —Fh AR M PE T 5 SR P A M SR BB G 2
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TR T 2 AR X ZFhge i A, X —FpAR 4K
5 T caspase /K ff filE, DXl T T A9 A0 32 BB T
T, HEFRIEMENA & BV OCH, e
(45 5 38 = TNF-o0 2565 20 I IR 3R 1 TNF-00 52
1, A S 8 A BRI 1/3 (receptor
interacting serine-threonine kinase 1/3, RIPK1/3) #l
TRETE R IMEE S5 A A 25 1 ( mixed lineage kinase
domain-like protein, MLKL ) it ¥ 7% R SZEL
WFFE 26 I AAA Jg BEAE i o i v 1 9 JULAH i P9 SR AE
H S I, R B SRPEARAE

REL VAT 200 i i 1 14 200 it S K. 3 % R 5 AR g b £
AEUNMITE A o PR3P 0 UL 20 6 Fe 10 o 5 i e
— TR R T RN, AR AR T i R A 4
A&, XTHNE] AAASEIRY 5K | G 2R A &
SEVEF . U H 2 R0 AP M Al M IR S A E RAE D 7K
H R E AR, TR R ISR R T AAA
FIIRYT S HA LTS (1) 0kl 90 i ad B %
W, FTRESRERE S R ANIRSE . T, S
HEARIERI G, PR3- Lgnb, w2
(2) AsEma N IEH P AR A2 1) et 72,
TR X5 5l B DG BE  (RIPKL/3 il
MLKL ) , HeABGE G sze il 50 (0 4 1 4 1o s A
EAEEE;  (3) FRAEEP AN MRS HI 7 R
HADAMMEIAT AR, BERS T U MR A0 LA
323 Fapyk TafE—MEAKRAARK
ZHIRE S L R 21 A BE R AN, EEORIE TR
Jedni . R JLANME . AR . Sk )s R .
T ARG T IRAT R . R . B0 D S S R
PEBRBE 7 B A KA 1. 2305 X0 4 AR
(NCTO03119636) . #EEAEM: (NCT03305029 )
A BEI T (NCT01217008 ) 2535 Y 1ifs PRI 56 B
ZIETF, RIS EFEEE T HMIATT AAA 1Y A]
Tk, DRk DA AR IS S Bl kR 1 53 15 1% ) 7 o T4
SR R 4 L S seae R T AR
SFREMS I ZH LN TNF-0, IL-1. IL-6 K F, [&A%
MMP {5 P, 98 /0 58P 87 153 98 0 40 9= i,
AN A T 40K L RIE, ST AN E
fi1] 234 BT T L0 e 2 45 1 45 e e A M v
W B R RS HAT, T4iMay7 i im Kt
(NCT02846883 ) L 1E7EHFJE, AAA B #FH (K
BN 3.5~4.5 cm ) $23Z 0] 70 )57 T 40 i g ok o
1RYY, HATHFIR S S AR HRGE

AAA YRR —A> Z2 R R ILFAE T 3h 2
AR, BB S LR A, A
H— TR IR 2 Y e R AR B T, M
S RERAEA i IR, DI S EA = 2
SRR, B P E KA . AL AR S I
IR FRTCE SR R T ORG24 58 13
ATTRE I R A A AL PO BIRARE DX SR AR
T4 A R RS FURAT
PR S0 B SRAE Y T TR HR TS A AR S B By
Be, BT RS A TR R BE RS, (EUEBEE R
AWHRA, B2 AAA RHE SORUETBOARRE B H
T %
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