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B T VSMCs 7£ fE £ B Bk I8 & = #1 &l A B9 BF 57 it R

AEF X

R R

@ E M EINKIE (abdominal aortic aneurysm, AAA)JEJRES SN F % K EHBE KT 3em DL L —Fp ™ FH R,
H AT JC AT DA B sk 6 5 AAA SE R MR E A, I 718 WLATAE (vascular smooth muscle cells, VSMCs) A& Ifil 3 BE 5% (1% 32 22 40
MLy AR DI RE R B 5 AAA 30 JRBESS K 58 R PE 1 3 R AH G, AR SCE VSMCs (19 3R B G e S A0 7 I8 A8 B 0T 43 )
EIEE R A WEFI TR AAA R LE] 0T ST R I AT LA BT AAA BB IR SH A RO ¥ TR S R A P S SR

XEER EEHME mETENAE KRB SN RIE

HESES  R543.1 MERARIRAS A

3 k98 (aortic aneurysm, AA) S M RE K A
P R BRVE RS HT5K | 2 4k 3l ik ok A B AL 2 5 5 R B
WL SR, B ASE TR A RS 9 Y
F 3 k98 (abdominal aortic aneurysm, AAA) EHZF
s R 5 k2 O 2 2 T8 B Ik DL B i UL Y 3 3 ko R
o, B g I . T I HD Sl e DRI AR B RS o SE A e
IR B R A A A ER TR TR B B ik
i N 18 & K (endovascular aortic repair, EVAR) J& il
Bi AAA B R 1Y 3 203097 T B, i R &k B AT LA iR
AAA 23R TGRS

M4 S 7 WL 48 B ( vascular smooth muscle cells,
VSMCs ) Sz Il 5 BE v R ) = 2 48 i B 43, 45 1 i )
AE A4 2k 78 T8 o i DS 0 A RE ) S8 R AR AAA 1R
W R AAA B R L 24 S Rl i 4 5
RSN R I VSMCs BB T2k BT 4 )@ iR
H fiff ( matrix metalloproteinases, MMPs) i 4 34 i1 Az 41
a4~ % i ( extracellular matrix, ECM ) B fi# . R %E W
F RIS T M EOK S TR B R R R R R S
It A, A TR M AL VSMCs Y 9 B i AR
APFERLHNTE AAA KA BRI, A B
TR AR T I LA P 1 B 2 O 2 MR R
XoF 7 BB A I T 5 HE 22 BRH 1 AAA KR AT A
RE A B,

— AAA H VSMCs K3 B i i

f B ) VSMCs PRFFUC S /8 1k (50 4k ) A e

FETE EFR A REER S R B E (81960824)

PR B 519110 B SCEE R R 2% 58 TobfHE (BRI ) B5 B

WAEMER R IA, FALE N, B+ A F 00, T 1556 csje9l6 @
163. com

<14 -

10. 11969/j. issn. 1673-548X. 2024. 02. 004

JO7 A0 SR 85 00 S 5 S B A Sy /M B (% oAk
T, 4RI VSMCs D RE A PR L4 09 31k O
TRE AT 45 L 4EF7 1L 5K T, VSMCs 2 R 7% 4 &
A AR I RE A2 A% BT AR LA 5K O O R
Bk EE N LIJE#E AAA BT,

1B SR K 5- %) VSMCs & BLJH 2. VSMCs [ B —
BRIV S R U A 5 TN 3Rk i bR S A, B A CF T L
220 SM - F5IHEH o - WEIER -2, g R %
Z 0 WLE (myocardin, MYOCD) F1 1l 75 Jz i B F ( ser-
um response factor, SRF) E‘Jﬂ%ﬁm . MYoch 5%
I A T IF (CAG &) LN F A SRF 4545, i i
e SRVCHE T 17 22 b R S M AT A R TR R R S i K P Y
W dn B DL 4ERF VSMCs W4 6 A4, A I, Kriippel £
K+ 4( kruppel - like factor 4, KLF4) VE b — Fb ¢ §iE
e s B S G/C BHIE TT R 25 G s il
SPF Ml CArG 45 & %5 2 Rl AL it 2 VSMCs W4 %
RUREAS Sy G R Wang %5 BF 98 R W, 0
KLF4 M1 VSMCs 2 1 4% $6 T LDk % 1 8 35 5K 3%
II (angiotensin I , Ang Il ) i5 R /NEL AAA, Z 5T
g, SR B 32 AR HL A FF 522 5 (the transient recep-
tor potential vanilloid — 5, TRPVS) if ik FiF T
VSMCs H' KLF4 ik, [FIEH# Ang 1175519 VSMCs i
A B KPR B S R A ) B R B A L I,
EXTRA RN Ang 15T ApoE —/ — /Nl AAA
8 A 8 e i B ke ok BARTE TRPVS IR9T )5 3%
B, DRI, B X X R A s - X VSMCs & 21 5% 4
AR PR AL, AT BEAT B T4 05 AAA IRYT I I IR
I

2. EGmfih RNA X VSMCs R AL JA 5 . E 45 RNA
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(non — coding RNA, ncRNA) Z 38 AN 4w 58 & 1 i 1Y
RNA,‘E D) 5 32 22 02 58 o o0 4 38 W38t A% | % it I e
SRIG LR S S R R ik . B A IR TIR A
ZFh ncRNA 16 4% VSMCs 2% 51 %% 1 19 /5 FH 12 7 9k
K. /N RNA (microRNA, miRNA) & 45 1) B 4%
ncRNA | H 2y G2 & i o B g 5 1 RNA 0805 /b T4
RNA i 41 il % 128 A G 0 5 36 R 3k, o & 30,
miR - 126 - 5p A DL EL 32 8 17 # il VEPHI1 #£ VSMCs
HHFEIK  JE PRI 45 7 VSMCs Y 55 e, BE T FR ] Ang
1% S ApoE -/ - /NEL AAA B 3K [
FEL,7E Ang 155 09 ApoE —/ — /NEL AAA A o)
miR - 23b WHIESL AT AAA fEH . miR -23b i
Ik B ) A1 o % sk B XSk & 04 (forkhead box pro-
tein, FoxO4) fE VSMCs ™ ik | {2 i#f Wt 4 %) VSMCs
Ao TR e, DT 208 4 0 A RS, BRART AAA B 98k,
X5 304 Y FSE A R B, miR - 135b - 5p it A
T IR ZHEE S 1 VSMCs 1934 8 Ko i 7%, B 1 £ 8
FINE Z WAL 4 P VSMCs J5 miR - 135b - 5p & £k
2R, TR 22 0 0T B E A 5 1) S0 ) miR -
135b —5p HETTBHAG VSMCs [i] 14 58 2 B 66 4 . 4
HiAh miRNA 25 VSMCs £ &8 %, W miR - 143/
145 6t = {2 #f VSMCs 88 76 & B E B miR - 24 |
miR -26a . miR - 146a 1 miR - 221/ - 222 {3k Al
P55 VSMCs [ 45 i/ 3 il 32 T e g 12

BeAh K 55 JE 4 % RNA (long non — coding RNA
IncRNA) W8 i 5E 4 VSMCs 22 514 9 15 R 7, HoAk
FABLHI AT 0 A 58 4 % 2, 7T RE 72 Y miRNA [ “ 1
457 BEARIL X5 RNA W8 W /ER . B8 K3, In-
cRNA SMILR AJ LA &8 3 95 4 22 43 % CENPF mRNA
K Zh 20 it R A AR E A 0 VSMCs 3 A T
KE, Cheng 251" BF5E 35 1, BB 5 (1 A2 (annexin A2,
ANXA2) i i 42 3 4% K 7 - kappa B ( nuclear factor —
kappa B, NF - kB)p65 W1k, It 5 p65 5 fi i
AR 5 2 VSMCs 34 58 | i # f1 22 4316, IncRNA
LINC0028 & ANXA2 _b i () 61 38 5 [R5 1 41
il ANXA2/NF - kB p65 {55 il 2 5 VSMCs 3 #!
By U8 5, b 4h, CARMN , PEBP1P2 . ANRIL &
PVT1 S5 Al IncRNA 85 A XF VSMCs 3 B % 4 &
FEEEPAER,

DL F X 6 26 3k 5 R B neRNA T8 5 42 7 a5 410 i
VSMCs ()R B AAA 19 8 R g B ik
PEEEALE] H AT IEAS B, T T R — 2P SR R 5T
{E AT AHGSE 1S , BHLAS VSMCs [1] 25 434k 3¢ R 5 345 B

T YRR I P B i A 5K Ty SE A AAA R,

Z .AAA 1 VSMCs B & X 53

E AR BERE SR T P (reactive oxygen species,
ROS) K- 58 T, JF3d i Z R HLHI 2 2 AAA 19K
B, I, AZE AAA F ROS i 777 A A 5Ok
T2 IR e U VR P % A R 9 R SR K 8 ( nicotinam-
ide adenine dinucleotide phosphate oxidase, NOX) Fli#
I N K2 —E L A A (endothelial nitric oxide syn-
thase, eNOS) ,ROS ¥ i i 5] & VSMCs R 4iF .\MMPs
VT RN B UE TR AR HE AAA B9 R R Siu
S IHE— 50K hph - 1 /M BLS NOX1 ,NOX2  NOX4
J p47phox R FE /N 24 38 LA 7= A X2 AE AR I 558, &
PRV /D 1 AEU AL 3 i AR i T eNOS Al £/ fiff A8 15
FF O O B 4 By DA DO & A P B P2 (tetrahydrobiop-
terin, H4B) Fl NO My/E ¥ FI T EE O (% B8 N B2 — &t
IR 34 J5 i ( dihydrofolate reductase, DHFR) A9 38 ik Fll
T E T eNOS,IES T NOX 3@ & 47 eNOS
BRI T AAA I K, BN, 78 30 kR B
H B AR N2 NOX4 2875 f& N129S il TSS5S 5 4
A H,0, WA G, e B R W T NOX4 ] BB i 7~
AT £ H,0, 1E 8 A K% 9 DHFR 6kt = Al
eNOS il 5k . ZHF 5T B K B WA 6] NOX 5 44 14 7
AAA K I AL e v e A ELVE L (BB NOX 15 5
KAIRE eNOS MHICTEPEHLHI 0 B i AAA $& 4L T 4&
K, AN, 70K Ang I % vE S DHFR 3 R 5 5/ B4
MBS, & 3L DHFR Bt 2 /eNOS i 55/ 28 b i
MEERR RIS 5 T A% AAA I AL, F Mito -
Tempo 1 PN 375 Bk 26 B R ROS 7ETH B AAA 9 &R
SEAA R, 3 IS m 4R iR ROS W REAE MIRYT 5
J DHFR = Fl eNOS M B A OCHY AAA BB IT i
B

VAR, A WFSEIESE T TGF — B/NOX4/DHFR/
eNOS K/ TGF - B il J& 75 5 J7 ¢ & AE i 1K £ 3)
IR T G 1) A 45 S B BT TGE — B I R 48 ) st
HART A S AT 5S Fbn1 “0°% /N B 32 3h kR 1 B
B LB R T SRR T AAA B
B — A~ G S AL, NOX  DHFR ,eNOS fif {8 Bk |
LR VR Ty B I 45 U 3 22 ) A IR AR AL O AAA (Y BT 3R
FRE T — A8 5T J7 Il

HWEGE & B, Ang T % 5 19/ B3 8 ik VSMCs
NOX4 K38 4 42 oF 7 36 P TR S R/ R &
Sk ik 2 BT ORI B Y SUAk I T RE BT 4
o FEEARE AT AAA BBERT D Ak, Hsu
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SOV — A AR R B 4> F 2 40l VSMCs NAD-
PH E LB AL AT A= 9 ROS 7748 1% T H Ang 1T
P53 IL - 6/Jak2/Stat3 385448 AH 5 14 1M 45 BE 48 9 S 0
/b MMPs 7K #ETT BT IR T AAA YRR, A X St
5% ROS Hfaf 77 £ LA K ROS ANa] §% 0 VSMCs k92
f 55 B ML A W 58 42 0 R A At B A ROS 2 7 3L
VSMCs TIRERET L K BEIG AAA & & v 1 = 3l ik s
W B, VSMCs &1k 0 30 45 1 43 1 P02
AAA TR X — (B A5 OC T I S

= .AAA F1 VSMCs # 51 MMPs

1. VSMCs #AE : AAA J& DL 45 Fi 240 i IR 7 2 MMPs
I FRIR N FRAE AR PE R VRN . RIE B JEAETE AAA
o A8 H A SRy T I A A 1 e BE S A R 4 i | B
S PR A R S AE B 4 A T 4 A e g
MM BE 25T AAA B SR, VSMCs 4%
B2 MR R AN, AR S TN (W
I B bk ok B Ak ) 7T B0 B R A — A
20 M AR ARL T D) RE 38 3 43 D 22 A 4% 1 4 R (i
IL-6 MCP—1.IL-1B il TNF — o) Fl#1L N 74 %
P 200 it 52 4 3 3 30 BKORE iF — 20 Jin 5 3= 3 ik BE JR 5 4R
SiE fRHE AAA IR, HEARE W FL S R I R
#0%E H ( mammalian target of rapamycin, mTOR) | JAK/
STAT NF — kB, TGF - B/Smad . ¥ WL 4% 5 1 NOX4
K SMARCDI1 fifith £ [H BAF60a %515 5 38 B 1Y 18 175 41t
#E T VSMCs ARAE F 3 2l bk I8 i i, 1M 3k S Ak ) il A
HATH M) I 3% Z R — v ( peroxisome proliferator — activa-
ted receptor — y,PPARYy) .Rho GTPase # {5 K H 18 Fl
Nif2 - Keapl 15 5 %5 78 W 19 15 5 38 1% 38 & 9 ol 42 %
Al VSMCs 3R B g 52 M 45 & RE A B 1R AAA i
J e R AR VSMCs RAES AAA BE &R A9 AR HL
X AR, (E LA 5% 78 4 U B 3 28 {5 5 3 2 7E 9K
AN H VSMCs R AE AR T, T i 31X 26 {5 53 BK X
VSMC #AE I8 ¥ AL 45 7T RE AR Sy 81 B FIGRIT AAA 1Y
TWRAEIR T #A5

2. VSMCs H1 () MMPs . 7€ filt 5 1l 45 1, VSMCs 7=
Az (s B R SRR LA HR B A Ak R 2 O
P MMPs/TIMPs R4 ] ECM 1) 58 54 14 Al
[ M . TIMPs fE 5 MMPs )45 5 P30 50, X AAA
(R HE R R B B ORI VE L SR, A TS LR Y
VSMCs i o 0 il TIMPs 2 35 107 3% i MMPs 35 14 , 75
T ECM stk B 1 IS i 2 11 B A, 5 30 32 B0 ok e
B T AAA BYTE BRI B R WD AT, A
VSMCs A JLFh MMPs (£2 4§ MMP1 .2 .9 13 £ 14) %}
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sifL P 2 R D AR 1 R AR K RS L TE AAA R
A KRR SE ECM R AR R H 55 32 3 ko g BE 6
Aup gyt

M AAA 1 VSMCs 3£ 55

1. VSMCs %% Rk B, % %1 VSMCs 1T DU
JICZ2 PR 2 M A0 B PR R 3 R i 4y T, A0 MCP -
1.IL -6 F1 MMP2 {23 AAA BT R AAA B3
R VSMCs A W 2 2 Ak 4 i K 3 % A G A
p21 .pl6 Fik ¥4 5 2 T, A Tk e W 1 A i 7 4% ity i
I PHAS VSMCs #10 & #E I AAA HERIEH, X
SERIFSE R T RN VSMCs B 25 5 32 ) B 8,
FECEAE R AAA XU G0, RELE VSMCs 3 & Al fig
YER iR AAA I —FP A 20F B,

L S )2 £ A Y sirtuins K R, H
Sirtl ~7 7 A~ AL G, BN R H AT BT B IR YT B
A A AN L RS AAA REAS T AR/ UK 32 3
Jok H LR B Sirtl 1% 35 AN IE Pk I W AKX VSMCs
TSR Sivtl i B RN 3 RN BB 5T 44 R A Sirtd
1Ml Ang I Al CaCl, ¥55 AAA /)N BB dr iy p21
FINF — kB 4% 1 25 0 55 145 40 B 2 1k RN 4% 5 , AT
UL AAA OB B2, [ AR, Tao %577 BFFT 35 L,
miR - 199a - 5p & K58 L # ] #0f] VSMCs Sirtl il
T Ang T 5 SFHY VSMCs 5% FE M £ 0 Ang IT 3%
Y miR - 199a — Sp/Sirtl 3 #% 1 fig J2 5 5 VSMCs
FEF AAA WP BUHT 47 T ALH . 2% 0 58 08 R HEBR
AAA B FE T HAD A miRNA 2B A5 VSMCs #
0 FA T VSMCs 3 3% (1 W 7E ML 6 75 £ f B
TR AST

2. VSMCs [ . [ I 2 40 A 3 A0 A% 2 ) o gk
AT R T, 7 2R LE R R I00 5 40 ) B8 T A A K
SEAER . WRoE R B, 8 R S R AR VSMCs g
HFHT( autophagy protein 7, ATG7) el T Ang I ERis
JE/NERUE ESh Bk BeAh, AWETE Ang A S
(1 3= Sk VSMCs gk 0 | BBk VSMCs h [ 2R
FH5( autophagy protein 5, ATGS) WL T 3 WA
A RSB IN T VSMCs 41 P8 T2 &% Ang 115 5 3h ik
SR /0N BB R H Y A R ORE L 3 Bl R S TR B
VSMCs H W8 H B, R W T B WX T 48 HF VSMCs
MRS EREE,

F . AAA #1 VSMCs BT

VSMCs JH T-HI 58 1B AT ™ A 45 4 2L F s 52 5
PEE BT RE S, P ECE S KBE WSS 2 0E T AAA
RE R, L, MBS VSMCs i 17i& 42 )
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RE N TF A HE [m) VSMCs 114 25 4 LA b 4 4 8 s 3 3 ik v
IEH ) VSMCs £ FI Re S L #5 8h

1. VSMCs 4 J & 7~ . 20 M 08 T 02 oh 2R 4 08 1
AR (NAERAE) FIFE T Z AR (AMEIRTR ) /v 5 1Y — Fib
HEAE B ORSF R A L FE T3 A% . VSMCs J& I 45 BE (1 3
LA M BT, AAA T B B v VSMCs 21 L 1
S E B KEE VSMCs £ R 1 2R 6] VSMCs 4
L T4 2897 AAA Y G R,

WF5E &0, TIMP - 3 38 28§ 1] 10 1) p38 15 5 38 #%
FIFTE N VSMCs 21 Mg 9/ 72, 42 1 N VSMCs 4
M TERETT, 76 AAA TE et B2 b R HE R AE Y
[, B 2 - RN A - B — FRMIRG (2 - hydroxypropyl —
B — cyclodextrin, HPRCD ) i 1 #4715 A W £ B/ 1
FH 5 K F EB ( transcription factor EB, TFEB) MK Hi
PEF Z EIH Bel -2, 804 7 B - AWM Ang I 75
T/ VSMCs 4 98 1, B T AAA &K
JePY L Ak, FEWFSE neRNA FE 15 VSMCs 4 T
AAA KB RYIE A % BL, IncRNA H19 3 i 8 % 5
HWFRe RN 1 S4E 305 8 F XK EORE S HIF -
Lo 55k, 5 & R INAE JE T Ang T F18E 9 3044
HEAEIE M AAA SIPBIR R VSMCs 98 17, i # fI%
H19 A LLAG R i i Al w20 W, H19 38 7] 1
5 miR - 148b A T AE F JIF 40 i) H e 3k, AT i 775
ox — LDA Jili#% r N F 3 ik VSMCs H1 1) Wnt/B - cate-
nin {5 538 B OIF L EPCMM A TS L T ARk —
T 5T 26 W, cire — 0092291 5o 3% ik 38 3 ¥ ] miR -
626/COLAAL 155 fli & 70 # Ang 11 5 5 19 A 3 20 ik
VSMCs 2 A 98 1= | 98055 1l 4 26 A ECM R fie |, 2
M AAA FEREDY ) RAE neRNA W3S 78 3h 42 45 70 A
NARBEA AR VSMCs 41 7 T B HL A [, 9F B
X R AEAR KR B AT AR AR BT, fH X BB 5% &
PSR T VSMCs 41 M08 1702 AAA BB —
B PR A

2. VSMCs PRAE 1 4 12 SRAE P 4 T2 0 5 — Fb 2
JPHEANIEAET ., & AAA KB it VSMCs 20 i />
(9 o5 — A FE T AL, 3 A AL ) B A Sk 2l At AE T
2 AR R T A G 248 L IR ) SRR 2 A A B FH B B
fiff 1 ( receptor — interacting protein kinase 1,RIP1) FY#4
B M, J5 # A 5 RIP3 A1 MLKL PRl 5C 5 119 38 98 P
TR WA TR OE  BETOE R A BSE TS, R R
W LTENTE AAA FEAR RIS B BG5S 3 10 AAA /MR
BRI A S IRPEME PR T 1 G B 2R 1 RIPT (RIP3 %3k
KT (JLH SR VSMCs JZM ) |, {# A necrostatin —

1 il RIPL 5% RIP3 3 [l i 2k ] ok 3 o0 M 2R 11 1 05
F/NEBA AAA BB HE R R T RIPL/3 2 F )
ik VSMCs 3SR ZE M - W iE & %'J[m o M4, Zhou
UL gE A5 TR AT AR O 2 R R R T
( mixed lineage kinase domain - like pseudokinase,
MLKL) | 5/%5 ¥ 2 (14K i 1 2 A e 1 ( calcium/
calmodulin — dependent protein kinase II , CaMK II ) P§
HMWMIE AR AN Z 5 T RIP3 K PE A &
VSMCs SRAE M T2, % WF 58 & 8L, MLKL fil CaMK Il
TE CaCLis /N R AAA REAY v 2 9l i 2 AL | 38 5 T
Bk MLKL W %22 ] CaMK 11 #9 ® B2 1k 32 30 i, % 1
MLKL AJfEfE R CaMK IT () 15 55 5 AAA K
WEALH . AN, it TNF — o il 2VAD 40 3% S 1
VSMCs IRFEPE R T, i — 25 40 B R W, 33 b 40 L SE 17
4 LR E 3 0% RIPK, — MLKL — CaMK 11 15 5 % /¢
S AN PR AR R A R G 3 B 1) 4 i AE
TOIRRNE N AAA JRIT I3 T

NJE =]

AAA PR R — B A B fR 2 E
SRR AL TR, B R R 1Y 24
W] ATR B 538 5 AAA A PRI rh Bl iE BH 2 A 8K
. HET, T ARG 97 2 BB 3 3 ko i 24—y F
B A EA BE AT T ARG AT R G M IR
i S5 AN A 9 JR BR 1 ASE ARG TP i AR #EAR . 7R AR
YA AAA G A2 BT 58, 3 gl bk ol A 58 i R B
i VSMCs [ #i 2k | R B 4% 4% ROS KTt R
iE G MMPs T P3G I | F v R N s G a2
o BRAIL T =2 ) 2 A0 L e AL W] A2 0 AAA Y R A
R X L ek AR R &2 VSMCs 45 1 R 2 g )
TREGZABH 1E AAA MR B E2AEM ., R0, &
SR K 5C T VSMCs g B B0 AE S A G {5 5 3 56 1 1F 5%
i AAA B IR BEAE T 2 07 I 1 SR s 5 25 ) 1 TR
RAEZTEAPLEI IRk B S R AL 2% B [ 3
WA AN 5 N SR 0 R B A B A 0 AR OGP 25 5 i ]
A SR EE RN FE A R IRIT AAA 91l PR A
8% B — Ak ik

PR RA R T A 1 B DR AR 2 W o

S % ik
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