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Effect of autophagy on proliferation of vascular smooth muscle cells
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Abstract: Abnormal proliferation of vascular smooth muscle cells is the pathological basis of vascular proliferative
diseases. Autophagy is a self-protection mechanism of eukaryote to maintain the stability of intracellular environment. In re-
cent years, the study found that autophagy participates in a variety of cytokines, vascular active substances, shear stress
and ncRNA induced vascular smooth muscle cell proliferation, some drugs against vascular proliferative diseases often play
the role of anti-proliferation of vascular smooth muscle cells by regulating autophagy flux and autophagy activity. This paper

reviews the influence of autophagy on vascular smooth muscle cell proliferation and its mechanism, in order to provide new

ideas for further understanding of the pathophysiology of vascular proliferative disease.
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UL B W ( microautophagy ) . F. H W ( macroauto-
phagy) Fll 53 F A8 T ) A 1 ( chaperone-mediated
autophagy) . HHLLE AWEBFSE i R W, BHE Kk
B, A W AT JE I S 3 LA B (vascular smooth
cells, VSMCs) 38 1 | 52 il Il 45 38 A= 4 95 9 40 & 1
JEB BBk RE AR AL ( atherosclerosis, As) ™! ili 5l ik
e RO B DR I A AR A O AR S Rk
AR KRR R, AR SCRE VSMCs H 5
B AR EAE I — 253 .

1 & FRAAAE e AT FEX

A KPR F BETT LA ] VSMCs 1 573 355,
RAIFAMOE R, 4edr A RS, B BEBE BN
JEMIFTRETS & VSMCs 59 35, AT S Fa A, =
il B D RE IS W, HHE B A G A MR Y R A R

BT oE &, SR E /N LG, A WRAH G
-7 ( autophagy related protein-7, Atg7 ) i B 114 /)N B
LM IR R ERIG 515K As, B #FE BT
B R, HAKSNEE SRR VSMCs T8 Nk | 15 GE
TR AT Komatsu AOBFFERIREIESE T Atg7 3
PRIl 5% B e ke B 2 0 I A A RN As B KR
AT AT R AR A /N B T M I Y
WTE—KRIFET:, Atg7-1-F1 ApoE-1-Z 32 /N 14 J&]
AEAERI T R, DL AR ST 55 AR KT 1Y
RAFHT As WVEHIFOE N RAATT o BEmiR LC3B
LA B A 5l K P B 200 1 B - 3 L A0 AR e SRR
AT HGFEBG AN, B A W e AU 1 A R A % i B
Jok e (5 B 5 R v R AR AP AR T RS K
B 17 B-estradiol (E2) 155 VSMCs H W | Il 2 6l 4E 4%
75 2 A R U 3 ik s T W A 3
¥ FoxOl1 ( forkhead box O1,FoxO1) FEPE T 72
SO B bk il 7 LA AR, 534, Ras
HZ 1) RabSa i i ERKL/2 4% 18 [ 1 ik
N Bk 4 - LA B A0 34 58, i e T, &
AR VE T [l Bk 2R (homocysteine,
Hey) 223t VSMCs 14 4 114 5 22 1 48 1% MWy e, 91
AT & B Hey {23F VSMCs 145 15 HOuF 1 1 1
PIIH &, Hey 135 AMPK-mTOR 15538 &4 A
Wi, L3 VSMCs (¥ 4 ¢ K (endothelin, ET) 527
]G5 A B2 R AOPE

2 PR AL A B AR R RS

2.1 BRSH5EKETF AEEFESHLEFRRE

B2 i 5E

W52 30 85405 RS e BDIR ST I A5 RE
20 A 5 1) A A PR R0 0 PR 2 ot/ R AR
[ -F (platelet derived growth factor, PDGF)  F4{bA4:
£ HF (transforming growth factor B, TGF-B) . H 41
%-6 ( Interleukin, IL-6) . ff 98 3K € A F ( tumor
necrosis factor, TNF) I 5 55K & 1l (angiotensin Il ,
Ang I ) %5 33 40 M A5 5 % T30 5%, i VSMCs H
R 4 WA 4 2 Y ) EL AT Y B R IE 1) 5 3R B e
ARSI AT v LA AR A a0 G RE R IR o A
AL RIS WA D RE T B, R i AR AR A A B
A A WK s . HATVFZ B0 R, A K A
TR T15 5 VSMCs 3458 5 HouE [ W5 36 14 19
LREE PSS

PDGF i if5 S R AR i 24 A it A 22 73 240
2Nt 3% R G AE S B0 VSMCs i B G AE T B
Salabei 25" X%t & 4h 1% 3% () VSMCs B 58 & BK,
PDGF-BB 55 VSMCs FI W, {ifi VSMCs 14 2= A b
7| calponin Ml a-SMA /}ﬁ//l\,/a\}ﬁ%%ﬂ*ﬁ%% 0s-
teopontin Al vimentin 3422 1fif H W il 35 3-methy-
ladenine (3-MA ) | spautin-1  bafilomycin ffi 4% PDGF-
BB AL FHIY VSMCs W 45 & AUAR A5 W) 1) Rk 4EFi A2
JE 7 PDGF-BB 75311 VSMCs & JEHFE AT H
PDGF-BB —J7 Thi 38 i 1 It ik A28 T o Wi 4 B4 4 14 {2
PR AL AR S VSMCs 3 BERAHY , 55— J7 T 8
17 SRR 2R 52 e A0 L Y B = AR
VSMCs B85, {H3F— 20 AR 58 & B, SRR 24 A 4
HHFITE A 45 % PDGF-BB 17551 VSMCs 13 7 i) 41 il
YEHIE X PDGF-BB 75 511 VSMCs H W JF TC 2 1
PRIGIZIFFE N, A WS SRR RS TG 56, A WA
LR (R4 S PDGF-BB 5T VSMCs 34511 2 45°F
PR, C-Ski fg T A M, MH PDGF 75 51
FRUEIE VSMCs 2RIk A10 o BB s AT A%, HonT A
AUBLTRI 2] AKT ROBERR 1L , T I 1 5 200 A% B st
(proliferating cell nuclear antigen, PCNA) Ak |
WA, 1 5 20 3 T ) 5 L T A7 AR 2 A O
A N A T el %, AR g PN DR ot/ AR A A
Kl A £ (PDGF-A ) RGP £F 4 1) 40 i A= 4 P+
(b-FGF) By 4=, PDGF-A 5 5 59 5 1A c-fos il c-
myc [R5, JII% VSMCs Y458 . sR A i i B 5% & 30
I Wk ek il A 3k A T R B I 75 5 1) VSMCs
T R

Ang II J03E 40 ML N 2 5515 5 5% 5 08 i 12 F
VSMCs 3§58 . A BF5EIESE, Ang 11 51 £ F1 8] 4R
PEHARE IE VSMCs A WRIAR RO B, b A wibr 5
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F LC3 1T \beclinl fYRILF P62 [REMR, HE—2 1
W5 & B, Ang I 55 F W T BEALHI R . Ang T 55
AT1-R 45 &, # 1% NAPDH 4 1k i i 5 1% 1 |
(reactive oxygen species, ROS) J7 4, ROS ¥ £ fi
1A K IE P2 A B 2210 ROS, AT I A e, At
AL Ang TH75 519 1 Wi 5 S8 AR N 380A G, T 4804k 17
Wt Ang 112 VSMCs BE78 1 ZALH 2 —2

PR S P 50 RE S 1A HP TS 7 A K AL
il Z—. AWFFE KI5 9 0E 40 i R 7 1L-6 38 i 3
58 4B e & R K ( ATG-4B) 41 10 1 W 3 kg
F Bk e J2 3 bk B VSMCs U4 B H a-SMA
1 SM22a 21k, TNF-a §% 1k IKKa, 3035 NF-kB,
VA, SETE VSMCs [ 1 78 2 AR S A1 a3
FIER% , TNF-o 35519 F W& [F] B A2 i VSMCs 53 W
11-6,10-6 PF— A ik [ WE 454 A e £ 1n) 3
2155 mTOR AJ 4] 5 5iE 5% 5% Kl NF-kB {5 5 i
M, TV RAEN T 1L-6 YK Ak, i 4
H T % 5 CD-137 5 CD-137L 454 J5 #Hei JNK
wARAE N 3Bk VSMCs [,
2.2 BEX SR L E T L0 1 5E 50 20

B S T 3R VSMCs , & PR e 53 AMPK/
mTOR A [ W, N e 2 Z AR Rk
Hu 2578 0 58 % B W 309 % 3L 4L 72 9 ( advanced
glycation end products, AGEs ) 7] & ffi 4 b - 3 K
L VSMCs A9 LC3-bII/LC3-1 F1 [ W 1A ¥ &5 {2 ik
VSMCs Y345 , 1fii [ WA 77 3-MA GBI AGEs-
VSMCs 858, it —25 B0 5% & B AGEs i i i 7%
ERK {5538 B M0 6l Ake {5 5@ 5 S A, 1
Ma %5 (RFFTEI R B AGEs f2HEK L VSMCs 145
AVE R 38 a0 i B A 509, AGEs 38/ 41 241
g D ( cathepsin D, CatD) ISR BN
VSMCs #4585, I, AWETE AGEs {2 VSMCs 3458
TR R R I ] R 4 1 2 A 1) R AR A Rk
— W5,
2.3 HEAHEHVINAFS0EFBIAMEREE
TR

As B R AAARBTVIN J1 0 8h ik 53 3 4y X,
SR BTYIN ) 0] S B RIE A S50 DR IR A
A T RS Sh AR AT As 5 FEUERE , SR B EI 0 g
FEAR As KA & R o B v A 1R 11 B 40 i 1 K P
(ARAk, TEN A0 T, B85 Y00 g vl it 2 A5 5
It e K ) I PN R A T P B DI
Wz /N B0 I 9 S B B B R 7 0 s 4 P
L 1 BRI R el IR Y DN ) I N
A eNOS KA/ ET-1 Rk Z GO, Y1)
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HESHAMEZS S T VSMCs RIS . S5
BYYIR ) VSMCs W46 780 35 PRI ) 22 6 Fn - i 4
A/ B o7 H A B R B Rk i i VSMCs i 4 35 A
]G ARG AR | Bl [ 5T T 5 T
il 300 3-MA 1] LABH W7 55 55 U1 07 g 1) A1 240 if ¢ 780 7
ASVERSY UL SR B U A S0 A WEfR UE VSMCs
BRI AR | i — 2 B BIF 5T & B, BT D) N g i
AMPK/mTOR/ULKI & 245 A W, KR5S V10 1734
T FWEfEHE VSMCs RS 5 7 /i i 3l ik 9
(A B A= B
2.4 BES5E45 RNA BT ME TR
oy |

B2 % RNA ( noncoding RNA |, ncRNA ) i 1 &
J5 3 W358 1% 52 i) 240 6 ) 340 60 400 L £ 55 AR 22 A A
T8, WA 8 A% 2R 5T RN S AR B 9T R B
ncRNA 3 35 5% 1 [ I A5G 3 PR R 8 45 B 1 1 23k
JEE 1 W, T S M VSMCs 2% 7 [ B A 8
miR-29b 3# &F & i 8 5L ATG14 19 3R 3k, # il
VSMCs FRUFE AR 14855 F 3T A%, Wi 30 3] i g 3 fik
FE R A R BRI 2L IneRNA B5F8 R0 5 il i 68
5 AR 1 ( Metastasis-associated lung adenocarcinoma
transcript 1-MALAT1) fi 3#F 22 Ff i 20 a5 58 32 4%
FNRE A0 6 40 B 98 T, fFCR /N T P B R TR
MALATI 3 [F J5 , VSMCs Wi 4 U 5L PRI 9, 384 5
TERS ARG R T R, 406 S 345 B 7E G2 1, VSMCs
SO e AL A A | 200 R 3 3 R A % 2 S 1 ) i
Y A KO SRR, iE— 2B 5T & B MALATI
P ceRNA BFA {0, KA XT miR142-3p 14165 265 W%
YEFE 4] miR142-3p XHHUFER ATGT ) 67 1] P8 2
5 52 2 1 AR T LA B A R R AR

3 Ewmg- T ALa e E RS R
Y

3.1 iEsEEEEEMR VSMCs R EEENZAY

H T & B2 B o 38 5% F TS PEPT VSMCs
BB I AE2E Sy, N B 3 3 5f AMPK/mTOR {5 %
A W B0 VSMCs 35, & BT As 1
FHT 03 3 B 24 2 T A K 40 A5 LA 5 i 1
FEFEDT As BORJG BB LIS 38 ReiE 3 _F 18 [ Wi
BN AT, M VSMCs BAFE T 5 4% Hobt 4
BB YRR VE FH L W S A R AT
A= P P S6K1 K H T Vi L A 41 i SR 0 AR
(IR N VSMCs W46 71 26 (1 B4 0t 4 il o3 Ak %
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FEBUNAS BOB ARG BRI Bk Ah, K
Fb A L v VSMCs R
3.2 TiEBEEES VSMCs REBERHY
M 32U T - BE ( d1-3-n-butylphthalide,
NBP ) 3 i il B-3% P4 85 11 ( B-catenin) {5 5l i T
VE FIW, 9] PDGF-BB 531 VSMCs 85 . 1
W AP0 i) 750 S M1 2 A S M e i 41 i) BMPR- T ( bone
morphogenetic protein type II receptor, BMPR-1I ) f#¥
VoS WK R e e A R FEAM ) SD K U 20 ik i 48 4
AL 40} ( pulmonary artery vascular smooth muscle
cells, PASMCs ) 458 | Ifil 5 2 A4 B 4E FH , DA T ik 2% Jili
S Ik e S AR T (s B AR O B 2 2 0
SERMEA AL RE A FES 58 0] B9 N U PE PASMCs 411 i
R, T ELRE B A1 480375 5 A9 I ) ik v B SD oK BRU 1Y
A FEA AT LA

4 NEHEZ

F WX VSMCs 38 55 114 52 1 J2 XU ) AR 2% 114
T PR 1 T DS e R A 3 B AZ 5 A 4 A R
BRITE R 5T, e AT A i E AR 4
Franf N BB RAZS | BHLIE VSMCs St 385, 76 3
PR, b B A s O3 s 0 R A R
VSMCs F 3 78 $2 41 47 5 KL il F1RE 2, £ 1 FL 14 A
S 0 A B AL (R A I A A MR Y R A
K, TEAFR) BT A WEXT VSMCs 3458 19
SEMANIA] , EE 28 7 R — 30 19 R [ BB B, 1
X VSMCs 3458 119 5% i A RS R, H A6 [ 1
L5 VSMCs H45E 5 2 W57 35 B 7E 40 MK P47
(), SIS 56 7 T 0 5 4 A A e AR B B
Wl B A M IC A D) bR o, H T 2R AR A
I 2 A R A 2 0 TR AT B RS R A TR B I T

[, A W X VSMCs 38 78 (14 38 15 5 S J2 5 1]
(14, T 2 AH E B ) S8 B o 2, HA5 5 3 B A7 7
A8 ST, — SR 1 EL B W A B (5
(I PI3K/AKT/mTOR ) 7] Asf 52 8115 4 i 34 5 1)
FEA S M, R A0 0 B A i B X
Wit MAFAEERE R R 57 A WEs2 I VSMCs 34 4 1) 2
PRBLHE 27 XLl AR fRE— PR 5T
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