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[ ABSTRACT] Abdominal aortic aneurysm ( AAA) is characterized by a localized and irreversible enlargement of the
abdominal aorta, which poses a significant risk to life in the event of rupture.  Currently, the primary treatment for AAA is
surgical intervention, as there are no effective pharmacological therapies available to prevent or slow postoperative vascular
dilation.  Therefore, understanding the detailed pathogenesis of AAA and identifying effective prevention and treatment
strategies is essential.  This review begins by examining the pathological and molecular mechanisms involved in AAA, fo-
cusing on key research areas such as the phenotypic switching of vascular smooth muscle cells, inflammation and metabolic
reprogramming.  Based on a large of animal and clinical studies, this review then explores therapeutic strategies and prom-
ising drugs for AAA, including mesenchymal stem cell therapy, nanomaterial applications, and immunomodulatory inter-
ventions.  The review aims to provide researchers with new ideas and directions for the prevention and treatment of AAA.
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[t 3= 31 ik 9% ( abdominal aortic aneurysm, AAA) 10 mm ) 35 FRRG JEs AR 0 v S 3850k 2619 R 3% MR
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LAESIIKEAE>S. 0 em) BIORREY K AR>S win) R Bk R R MR MBUR 2%, =
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A 3 P AT ANk A L 30 X6 L A5 B ) v o Sk 10 7]
Pk AT IE0E R, SR, HET IS 2 P Re S B S ek
# AAA PILERAS X FE R T X AAA A
RPN AT, 55T I, A OISR AAA (195
BEANG>F- B 0 o F 78 2 i TR R Y7 R ms
FVETE 2 AT A5

1 AAA BITRIBEFNS FHLE

WHFERYT, AAA BB IS K S K 2 Rl 341
BTAR DAR PN 2AOKE DI A F 3 LA AR ( vascular
smooth muscle cell, VSMC ) 3 Bl ¥4 4 VSMC SET- M
RIS AETT TR ASGS AAA s BRAE AL, R
HOP e tie 2% (8 1),

1.1 VSMC FRE

SR TAN , VIMC 3 B4 i 45 B R A 2
W B VSMC 35 335 5 W D REAH SC Y AL (A 4
JLEREE 1 #E 4% 11 (myosin heavy chain 11, Myhl1) ;
G5 AL VSMC I &5 2 1k 55 4 it 1 7 K 240 i &1 5 ot
(extracellular matrix, ECM) & AR JE A, an T Y
JEIEEE ol #% (collagen type I alpha 1,COL1A1)
BEFERFE AR, M 45 0 VSMC [ 7 VSMC B 3%
RUFGAR IR AR AAA RAEOCHEIR 3R . SR, Bl £
1A RNA PSR 1 K e AT FE & KB VSMC i
FETESP RS | 2 Ak LD TN A A AU 4% | 30 4 3 U (1) &
HAE AAA B BT RIRRIR G EZE AR . il
JFHE X 524K o (liver X receptor o, LXRa) iy AR
IR AR R 44 WL 5L 2 (solute carrier family 44
member 2, SLC44A2 ) S AT L2 VSMC M4 7
[i] 73 I T B 4t X — e e 5 B A W A D RE e Ok
LA ECM S8 UUR, AATTFE3E AAA BT 5
A1, WNK #6228 B 7Y 26 113 1 ( WNK lysine de-
ficient protein kinase 1, Wnkl ) 1 BAF60c ZE R [H 1)
BRI TEL VSMC [m] 48 26 L% 46, 175 5 Jm 7 4 i 20
MaZ 4, T % 32 o ik ECM S 98 3y 2 3K D
JE SRR, Fe L AR R /N B AAA BOTE B AN B 247
BEAN Wi R VSMC 2 B i e B it 2 5 B2 4k L
R VSMC Ki £ T RS I 48 BE LS A B G , 25
AAA IR R IR SRR, VSMC 13
RUFGAG 0 2 AAA RAE R R IR OHLHIZ —

1.2 VSMC T

VSMC SET- 25l R E K, 25
AAA BB R, FE AN M Ja T BRBE TR AR T, AT
& AAA AP AR R AEEAE T 2 B i
“F 3 (activating transcription factor 3, ATF3 ) Fl1ig ik
R0 B B 5 I F 1 ( neutrophil cytosolic factor 1,

Nefl) i 25 7] 5 5 VSMC T, X — i 28 53X
VSMC % 2 Hl ECM [ fi , i 4 14 5 B2 5 g A P
1%, TRIFEE AAA R A5 R RS BRBET R —
PR T BRI A FE TR 2, R A S AR 2L AN
Tt AR R oY e B, i Mok 40 B A A1
B} ( neutrophil extracellular trap , NET ) ] &A% i 2%
RFE W 25 511 (solute carrier family 25 member
11,SLC25A11) G E I , #E M #E I SRR i 4 D
HRE, 5% VSMC £k PE T, X — aof 72 58 5 3
VSMC Z 2k SR IR R AE SN, I AAA (14
BEPERRN WM R GM3 fig 2 Ml VSMC
BREET, NI TR AAA MITERE o BeAh, A0 A T
SRIENBYIASE, IS5 AAA ik, E vl
it 1 ¥ 4% AL 2K 11 GSDMID 3 33 412 32F 55 1 40 it
VSMC £E T, 3 BUE Sk R AE Rl VSMC 2 2k Al
ECM F% fif ., 0% o7 X0 0% 2 2 1k AR B 32 14 (o7
nicotinic acetylcholine receptor,a7nAChR ) 7] 38 i 1 ]
VSMC F17, FEAIR AAA BRI, B8 1)
0] VSMC 5 BEEFE TR OATRTT AAA BT SR
1.3 KAER M

RAETNLE AAA HEJERIAZ O BARAE, E2
e P 0 T S 200 25 £ 928 200 R B HG O3 WA Y R
SE 3Kl PRI A R R I NS AL AAA KL
I EERIE , H B NET, 627 DNA (4
MEZFPIAREH T, 76 AAA 15 BELIE e v & P 5 FE 2L
FIPEHT . WFFE B, B3R NET s BH Wi AH 5¢ RAE i 1%
ATHHINEL AAA IR JEN S A LR A
Ha] 22 1 1 (neuronal intermediate filament protein 1,
NINJ1) .RNA #5532 IE I 2 5 1 ( adenosine deami-
nase RNA-specific 1, ADAR1) DL & [ 40 Jifd A 55 14 53
F454 1 F 3 (interleukin enhancer binding factor 3,
ILF3) PR, S0 ] 5 240 el 1) 86 B S5 3 A2 e )
Uoki 55 A A S N, HE T AE 2% B ik ECM A | il 78 BE
AL T LK VSMC 3 B J% 49 46 o 3o AL
[FIERE, T 94 L4 40 BELATT A= %) 24 B &7 20 . 368 2o 384 o = e
AL 1) R AR R FNNE o i A A, IR AAA AR 5 E
JEUSI T R T 40 (regulatory T cell, Treg) i
353 = F 1 (trefoil factor 1,TEf1) , #l1#] VSMC
PHTFN ECM A, DTG il 8 1) 25 # Tl e
9T A0 & B, 2 7Y K AR bk B 40 S ( group 2 innate
lymphoid cell , ILC2 ) i ik 43 W 1 40 ifi /> & 5 (inter-
leukin-5,1L-5) F1 [ 4 Jfd /- & 13 (interleukin-13, IL-
13) B HEA G VSMC I8 TR HE A, IL-5 38
AEIE o A2 1 I IR 1 R 4 B 1 R F, aE — 2P 4
VSMC i 1= | 48 A= LA K 5 I 200 A A, DA T i 22
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AAA IR JEY S B, B R SR AT A B W Bl iR
AAA I EETEL,
1.4 REERE

ARG T G 2 i A i T 22 e R 7 A ) AR
A AR A =R AR BRI 2 Ay,
DRSS AN AAA 1 B FE B R, AE
AAA b OB A 1 5 TSR AL B R AL RS IS Sk
T2 2 (aconitase 2, ACO2 ) & 28 B = R BRYG ¥4
O B, H R U Y ol R (o
ketoglutarate , a-KG ) Xif 2 £ 2 7K Ty 8 2 ¢ 8 2,
BFFER I, E AAA HET  ACO2 [ FIBFITEHERFAR,
FFEIMEE a-KG BERE B LR A I BE B2 fm T i
TEHIEIIH] VSMC T, NITIIRZE AAA IUFERE

TENR B 7 T, A5 K B AAA & I iE h
R. intestinalis 19 =F J& B PR, R. intestinalis ¥ i
IKACA WA A 75 55 B 1D 2 ( short-chain fatty acid,
SCFA) ,fl4E L1 NRAI TR, TIRAI i —2 58
USRS T4 58 MU T TR, KAFEPLARAHL NET
EHLIVERT . #MNFE R. intestinalis BT FRER VT db 250
b 32 2y ok v MR A Y IR A NET 8998 1, 2% i
AAA JRAE ) BEAb, A6 A DUJE R (arachidonic acid,
AA) T A9, W 5 B %= E2 ( prostaglandin E2,
PGE2) FillllL#4 & A2 (thromboxane A2, TXA2) , i id
IO AR PR | 8 i ST 1o ORI 2 B /AR SR A
IR Bl ECM [ fif S it As 2 B, 2E 10 AAA
FOHERE, T HG S AR D2 ( prostaglandin D2, PGD2)
FINE4EE A4 (lipoxin A4, LXA4) % AA #7240 2
A I G R ZE AAA FERERIVER

TEA SRR AW J5 T, W5 R, o = R A ™
Wy 3-5% F & HL IR BR ( 3-hydroxyanthranilic acid, 3-
HAA) RE(EHE VSMC R 56 e 3- 2 B R IR AR (3-
hydroxy kynurenine,3-HK) W75 5 P9 Jz 4l g 0 7~ 5
DIReRERT , X e = ML gl AAA MTE R
(i) I, 2 P 1 e S B R 0 R 5 WL i, A ik VSMC
(1 R A R JE SR, T I AAA FTE B>
PRI TRAIE 90 336 S AR R A, 491 NIk 52 4ok 4 2
RE M 19 A 5 SR B IR A 1)~ A7 | 81 455 07 7R
SR B AAA BT R FE YT SR i B
TR FIIIG RS S
1.5 HWEMMEINEERTR

VAL B 200 MR 8 1 I A PR R ) e - 20 L) T
I PN BB, I 428 1ML 9 A B ) 58 4, Y B2 4
MO RERE AT AAA RAMHEEHR R, FREY, &
JE R S 2 (aldehyde dehydrogenase 2, ALDH2 ) A9kt
R Ao A PR 5 B ) R 00 T I A RE A A i

{18 N BRI LA T 1, D 3 Bl Dk AR AE S, 2
FF A8 BE Y TE W G5 A DD RE NI TS 7 40) AAA 1Y
B AL, Zhao S5 KR, N Kriippel £ A
F 11 ( Kriippel-like factor 11, KLF11) 2% 18 i [ A
FIZ0 M 4 & 6 (interleukin-6, 1L-6) 5% % 5E K T
NADPH 44k 2 (NADPH oxidase 2, NOX2 ) 5L 5
4 J& 2 H % 9 ( matrix metalloproteinase-9, MMP-9) [Y
ik KSR ORI AT ECM /e
ML R H08 5% VSMC 1) 2 B 40 i v, AT
SEGE AAA [NERE, i —IRIFGE R B, N B 2 E Y
Pannexin 1 18818 13 B ATP ,ﬁﬁﬁﬂ%éﬁiﬂ’@{;’?ﬁ{ﬁ N
TR AR N BT RS L e VSMC R AL G4 | AT
P45 T Bl ik By R RE B R AT s R A BH W
Pannexin 1 3818 AT D) g 25 4100 il 3 2605 B AR AL | 1
I AAA ()RR KR BB SR WY, A B A
SEAA A E 1 5Z 1K 1 (interleukin-1 receptor 1,
IL-1R1) Ay sk 2 58 3 0 i) ) B2 ) 58 I %% b
(endothelial mesenchymal transition, EndMT) i #2 , 4
FF N B TE R DIRE 30 ) 10 A8 A8 0l 3 2 ko
PEEYE , TTAELE AAA T LA & B IR, A
PriN B AHAE AAA Y BLARAE FE K o AL D e
s B TB)S AR T SRR TR SR

2 AAM HBRITRIEESBEAY

AR5 FR I, R A 18] 78 51 1 4 B ( mesenchymal
stem cell ,MSC) Bz HATTAE (Y AMIBAS 29 K UKL ARG/
RNA (microRNA , miRNA ) 28 #4571, v 5 MG I7
AAA BPARCTFBE, LA AT TR 251 A0 — H XU
R REFIRITRCR  FTRERUCAIAYT AAA IYIETE
2 (E2),

2.1 MSC RELTHERIIMBE

LI R ATAFFTIE 5L, MSC K HAT AR i A b A
RERE AN /N R BRI B AAA B3k, BFSE R BT,
NUE MSC 33 FARAEAE PR 43 9870 98 i 2 7=
T LA B PR 4 Sk 2 24 Dl 2% o BEL T /DN B AAA 19 IE
B ERRFRIESMIA AAA BRI SR TR Y
MSC RERZA R0/ F WA IR 1 | A MMP-9 38
It FIHLH L 4 a8 8 BT ] 9 1 (tissue inhibitor of
metalloproteinase-1, TIMP-1) 17K, M 42 #F 3 36
Jok F2E R A — 25k S BiAh , MSC AT
AR AN AR T 1 ) NET 35 S0 VSMC BR3E T3k
NG AAA R HE R A IS AR R S B R A
miR-19b-3p W] 3@ &oF #0 # Ze R ik 24 AR RIS M AR
(reactive oxygen species, ROS) A= i, i & VSMC
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2 N AAA BYFE B 55 — 4 miR-17-5p
038 5 L T 28 S /0N AR T R 2 I I 4 Y T A
ECM Ffi, EMTMH AAA B9 R P T HEShi%
ST YR I PRI AL, RIS MSC R HAT A 1 A i A 32

AR A AL AR , B4 fre R TR | 45 24 R I HL 1)
EBIRRCRAF SR, LU B w5 A7 1 — Eobk Sl IR
elemynrsett

VSMC B # ik HERE R KL
i 4EEIVSMC ADART)(ILF3 )(NINJT) |
LXRa) —» «— Wikl | (
o ——— BWSEBEES | ] =
(sLc44n2) § —» «— BAFSOC | /imﬂﬂ?f‘ﬁ;ﬂ THRA
| ——— $RRAAERT AL
B 40 EIMA BB L >—1
SipEIVSMC LFHERIEIVSMC KAERVSMC
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‘ Dyt w%&ﬂ?émﬂiﬁ / Treg
) EndMT ———IL-1R1 K~ 1 Pannexin : IL-13 (L5 T
i ’/E{;ﬂﬁg\' Ll iz ve )il
1 : e oo \l/ ----------------
il N
Ijé ZRpE#2 | —— WERES T — MEARREDE J l
[?” ATES
T:?y H NET VSMCIT
LIRS ECMEf#
KLF11) | —— NOX2) l ————1 FLRH nn;ﬁiﬂ
gcam-9) (116 ) KR _
SLC25A11 \
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Figure 1. The pathological and molecular mechanisms of AAA

2.2 ghRerEt

H T3 kg A 1) 7 ke AR af, 9 f e, 259
FEIR AR DX I DA S BAT R0 46, 10 4 Kb et i g
BT T 2tk rRS ETE AR E . N, A%
Z Ty 94 K KL 38 i B I A% 38 B0 ) MMP-2 il
MMP-9 i) siRNA, A 8- 3 siRNA 38 A Py R i
M SZ LR MMP-2 A1 MMP-9 635 197T Rk, #F5E K
I, 25 221 A0 KR8 3 R T Bl kAR R L R
E BN AT ECM [ it , 5E 22 /8 Bl AAA FY aE J >
Wang 5% il R SiH AR R Sk A 5T
KT —FFTF MSC MK ( mesenchymal stem cell-
derived exosome, MSCE) W4 K By ik, 1% A Bl 1
Wk MSCE [ AAA FB A (4K e 38 2%, ik BlE &
ECM B AR 4 1k 07 38 O 38005 % 1R UL s 3 g

( phosphatidylinositol 3-kinase, PI3K ) /%5 1 ¥ i B
(protein kinase B, Akt) i BB /EH , ZET#0 H] AAA
Yok L AR EERE . RS Lin S5 BT T
SRR, PR AR N AR IR, X
SEIRE R T A R AAA ZHEUY ROS ) S AE 20
HE A M A AE P 5B, I PR3P VSMC B3z A Ak B
WA TR, TSR I A PR b
PERYAKRL T REA R ZE T AAA FRAL 4] h ks
A M A 52 1Y ST SN R NET JE 18, AU RE 2% AAA
MRS RGO BRHE AAA TR TS B
R ARG R B A AT T i i 22 BR A4, ) 4, 499 oK 28k
PRI IR A 1 | 240 326 16 8038 LA S AR N A Y i 2
J W45 ) R AR5 A e HG A, RS i 42 o 44 K
BHERIN Y 23 A5 FURE T, 3 5 A b 2 A RN,
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2 iR AR I 1 O B A
2.3 BEETH

BoPE T 7R 2 — 2R 8 TR 45 S RAE I 25 4
AW A 940 TL-1R 41 5 550 R0 2L 30 4 B A
E U ( mammalian target of rapamycin, mTOR )
W, ATVE RV TE ) AAA JRIT 259, BF9E R, 7T
R R IR BE LA -4 450 (I XPro1595 ) Al IL-1R
TR CARBAR P 2R ) 8 40 ) 3 Bl DK 28 E B
ECM F#fif S VSMC P T-55 2 EHLH, P4 32 5l Pk e
AR A RE , AT AE 22 /N L AAA B 3E J 0005 otk
b, mTOR 0 57) ( AR 4E 53 7)) | 38 ik 0 1 B o
AN K B IE D A AR PR R Ec el 30
Ik A& HE S, i — AN R = Sk ikt R
PR b I SE R W B IR R R AAA BAY
BIFIE S AR R SEATS B0 A BR BLAF AR5 2 )
A, TN, S U T R AT RE S R S e ], S 2OUE
OO A S AR N 2 B LA, BB IR YT AT BE
e LA A, T3 T BE 23 oK 25 W AN RS2 LA
Tt 245 P g 1)
2.4 miRNA

miRNA J& — 28 P IR 1 1 /N AL HE 2 55 RNA 43
F, BEfSE 1 #E 1) B K F- kB ( nuclear factor-kB, NF-
kB) Ak K B F B (transforming growth factor-B,
TGF-B) 453 % 1Y DB 73 1, DL AAA A9
Pl iE , miR-126-5p it o HE 1) 70 0 2 X SR AA Y
PH 25 #J48, 1 (ventricular zone expressed PH domain
containing 1, VEPH1) , {2 #f VSMC 1554 | FH-4171
MMP-2 Fl MMP-9 1)_[ 38, i s £ sl ik ECM
WA, F i — B A 5k miR-144-5p BEfE
FEHE ] Toll #£5Z 1A 2 (Toll-like receptor 2, TLR2) Al
AL TR FE IR B 11 3244 1 (oxidized low density lip-
oprotein receptor 1, 0LR1) , T 0 5 W 4 it AR Ak
1 NF-kB 55 58 iE 3 % 1Y 0 o 12 7E i i 98
BhK JAE S, A RCTB AAA (& R, kst
miR-424,322 38 i 4] Smad2/3/RUNX2 #7544
W AAA HISESN T (10 MMP-9) [y &35 S5
W5 B, miR-1204 38 53 T 8 LR 2 1 8 B U il
(myosin light chain kinase, MYLK ) By % ik, i5 &
VSMC 38, T A i /)N B 2 30 ko #0132 3l ik e |2
MIBAL S, FIRAFFE R W], miRNA X AAA HAA IR
SP T, MH miRNA BORSE PR B m) bk AN RSO
ISR RSB 2 T o) 20 G I P2 A vy 3 2 ], R R
RIS BO T i e LR AT PR R miRNA 5
e FBeA SR, LIS miRNA A RN

2.5 fiTHEZY

JIR BTARI ZE LB 0 , 20 Bl Jok ok A Al A 1y E
B IMURE 55, B R AAA RAIfER R, 1R
FHRIRERE 25 , AT 25 245 Wy e 2o 0 ) JEFFEE P 1 52 R
F T A B A (3-hydroxy-3-methylglutaryl-CoA ,
HMG-CoA ) I i il , W AT H [ e 5 1 A, Al 7T 26
ki Z R HLHITEIRYT AAA TRORIEVE R, 46
PoR P PR L B2 DL L AW ) MMP s
S5l BTG et 7T RE 98 410 ) 5 B Dk P BT )
P VSMC JRT R JAE RN, AT 2% AAA R
AT U3 S AR R R P T A B R R RO
/> VSMC J]T-F1 ROS 724, DI i 35 0k 4% Ang I
B ApoE” T /NEL AAA BONGAE I RBF 5T 2,
T 25 25 Wy fig % [ I8 AAA B3 F 3l ik 4l 2
MMP-9 Fl MMP-3 i 1&, [A] A, — 3035 & 37 950
HHE AAA B T AR BE BT I, ARG I
TR rT s A ARG A AR AR, DG Tt
TRYAE AAA T EIER, A E—E S, Ma
SN Sl Y S g AN R Y B R ARl T
VIS & H 2« (activator protein-2a, AP-2a) A9 7K
- K MMP-2 (933K, M fest/ N AAA BYTE IR
ST I AAA JRYT T VR A 2 A A5 K
T (H HACRAAAE S e, AR Ok 5 38 3k KA1 PR
I LA T TR 25 WI7E AAA KRR T BIAE
2.6 BIEBEEUEBHEEREE 9 HIHF

IR AL B RS F5 B 2% 9 (proprotein convertase
subtilisin/kexin 9 ,PCSK9) & —Fh f1 FFAE P~ A4 ) 8 1,
18 o SR B BB 2 11 521K (low density lipoprotein re-
ceptor, LDLR ) 254 FF 42 JE FL R | 179 ML I AR 2%
5 & H AR & B (low density lipoprotein cholesterol ,
LDLC) K- —Tijh &% 39 221 44 AAA & 254
TR R, PCSK9 BRI R IE S AAA B K EA
W S IEAIE ShAses K B, PCSKO [ g bk vl
B S AR S S0 RS k9K 1T PCSK9
ot A ) 3 i B 5 LDLR A0 % i S 500 MH I s
E, FETT I AAA 19 5 I AE S DL A5 R R
PCSKO #ifil57) nl fE HA YT AAA B9 J1, HAl,
22/~ PCSKO i 570 2 w4k o 336 97 v JIEL T st 1.
iE , 9 AR JC B RN BT A PE T BT, AT, PCSK9
MHIFRILE AAA AV RT A BT 750K 5 2T e 38
22 WY LR AIE 58 A PRAFE ST, LA 8 7 2%, 22 4k
FIE N EE
2.7 BEAEZS

WESER B, MOBE K5 AAA B9 420 5 52 B
K, I — A T RE S B PR 1755 O I SO LA 28 7
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%) ( advanced glycation end product, AGE) 4 %, H
SRPEREPRR T 5t T, AGE 5 IR 3Pk 2 145 ECM
)8 AR AR BRI SZ R, 19 0 ECM. RYAEE HEAHILAK
SR, DT/ I A B 4 R B 1 KUK 0 (R
HAWRE BT, AGE Tl i 5 HAZ AR 455 Wis NF-kB
TGF-B 455 5 id i, HE M5 & S 0E KN, VSMC R AU
ML ECM A, S At AAA BBt Y
ARG R, AGE 15 AAA H BATBUE AT, HAk
I 52 LA ORI 422 . A 5T o, I K P
5 AAA BYSAH AT RE 5 RERE 25 RO AR G, —
W 58 ARG A I AAA RERFR LB, —H
U M HIZARE AAA BP9k E—2 05
B WY, — HOSUICHH o 0% AMP 1% A6 2R 1 i G
( AMP-activated protein kinase, AMPK ) i [ ol 1 ]
H W AH & 25 H 7 (autophagy-related protein 7, Atg7 ) /i
SRANTE TR A WOR TR AAA A
fblaAE 2, Ingn- 4 WE U3 [R) 5% 12 85 11 2 (sodium-glu-
cose cotransporter-2, SGLT-2) #1 il 7] ( w1 A% 51 )
N B 7 1 HE 2 FE BK 1 ( glucagon-like peptide-1,
GLP-1) SRS (AN A& ik ) |, R 8 2o v 2 i
T RE LA R B AR 10 TR B ECM i A
S DI RERE AT EHLE], A0 AAA BOIE T A
FEREZITE AAA BIRYT R I S AE 25 AL E S R Y
WFFE R ZHEE P T Sh Wy A B B INVREAS 19 e R
ATy SR T B — DA LA B A FH AL Il PRI 2L
FA 241k

<

E m!R-126-5p TNF-a?foﬁ'Jﬁ'J%

£ m!R-144—5p IL-1RIPAHF oy
miR-424-322 mTORMHIA

PR 3

AT
AT BERY - —mum
o . ' SGLT-2iMi7
%, . BHEBERE o
%iﬁ . posko—— T GLP1Z kI @%ﬁ
T 3 €
MAEL LR REEBH
PCSKO#I

2. AAA HIIBTTRIE S B
Figure 2. Therapeutic strategies and promising
drugs for AAA

3 BEMERE

ARCEFRT AAA B EIRHLE], I T ER
IRIT RN 25, AR R, VSMC A4 |
AU G A LA B PN B 200 JEL ) B B 1 5 2 3 AAA
TE B 10 O Bt BHLRD A= BEML D, T %o AR I R g AR
PN B2 41 ) i I i A G B S (4 ACO2 AT IL-
IR1) , AR T HREHAE /N F 24 s L IR T T i
N T, AR, dE— 2 BHIE PCSKO 34l 351 (14 1 PR
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