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E K (autophagy) & 40 LM I MG R AR 1 53 52 08 1 2 L 28 ROK 207 0 Al A, AR 200 M0 P 3 58 v 4 3 T A
A WEFURDL, A WESERILAT DD RE, L PO A B A BERERE A DA 5C. AR SO RS A D BE RIS R, 5 I AH DR
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MNP S 2R T AR LAY FR Eh BEATI AR K — S8 (R A R B HERR DA i IR A SR B T 1 L B

KR BWE, MAEFIhEE, MU AHICEN, 2
SRHHES  R543, Q813

1 W (autophagy) A& 21 Jil 1) FH ¥ T A 2 At 240 1L Py
MLAS IR 75— AN 5 20 Al A R I
FIg B2 =R B H b (macroautophagy),
4 11 W& (microautophagy), 43 ¥ 148 A~ T 1 H bk
(chaperon mediated autophagy, CMA), 1, #f57
W E E R A0 R E R AR
GBI HoAt /N 931 W R A 45 AT P4 FH
Afes, dERRAAEK. RE . ARRERDE. 4R
N PIEIA R 4, 2 20 M AE RCIRES N M #
BOECE SR R B E S E AU B4
J AR i i B R e A, R
S FEA A A YR, A O 2
DA N LA s S T T, 5 A
MIZE T, W 2 M I R AR R R DA
Ky WIARBRALR T HWRZ: 5O N0 1 R 42
H W 55 i 5 08 1) OC RS, ISR I, R
AR I D) RE, T U D) e R 5 100 5 1)
T BRI O, ASCNERA T, B4 T
WS IR A L S E A LA 05 1 S8 P 5
[F I A 20T B W 5 — A G I 50 (W 20 ik S
Wit MEEBMKE . Iahike B R, AT
I A 1 A5 595 1 s B AR BRI FE B AR 1 LR . )
Ah, BYEEA T Z5H00 LA REAN L 1 W R A
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M R HPILET5y, BBRRIEY), BIfEdliZ
B FUARAEK S ok A% b AR 75 228 i AR R
(angiogenesis). W5V A B, — SO I BT AR 10 PV
PR AT LS A A R 40 B R, AR T AR
2SI 11| = - S O B/ i T S
(endostatin) 7 & P 52 41 i J5 w] 38 I Lz 9 5 ks
L H F Beclin 1 7K, BFARIE T2 428 1~ Bel-2.
Bel-xL Fl B- i ¥ 5 [ (B-catenin) ZK T, 55 —Ffipy
PEPE A R A A RN 4T 4 R 1 I R KringleS
(KS)th fefie 8 P 2 41 j Beclin 1 [k, RNA T
Pt Beclin 1 )R IAJ5 REFFAK KS 5 S HIR, {HEE
BN K5 S TR 3 AR %% (sulforaphane) /&
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SRR SR — B, 0] i 4 H R bR I P R 4l
AT SAR U T4 . Nishikawa SR I, SRR
Bl 75 N Bk P R 0 R, AT A AR i
ERAER], I AW, SRAEGCR B P B ah
LR T80 K e B4 ML FE 25 T Re g, B
W A LR34 0 B0 52 SRR o U5 3 I A0 IR T, A
AR LA A2 . FRAZ 40 Mt A6 B2 11 1 (monocyte
chemotactic protein-1, MCP-1)4—Fh 2 5E K -, £
M A By s A . JoE, e N
Jik 1y 2 40 }Y (human umbilical vein endothelial cells,
HUVECs) ", x4 @& E il HEA
(MCP-induced protein, MCPIP) 7] LLif# it 15 T 41k
P YT RN 1 A 1 SERE PR I AR R, I
H AT RE A YR YT LA AR G L A 950 (1) — AN VR T HE
a7, Sachdev ZEBVE I ER ML ELEE LT, miEER
J% #5111 (high mobility group box 1, HMGBI1) 1] i5
KA E WA M R . HMGBI A& —Ff s B AR 5F
Mz, ERR A ST, /5 DNA
S R S RIE RN R G AR [ARE,
Du S5V, A= NIk P 2 4t i Py I Ik H RAH G
KK 5 (ATGS), A {2 2 3 7% % (reactive oxygen
species, ROS)/™ /4. £ [ B(protein kinase B,
PKB) WA, MIEHt i &4, 2457 3 Wi
71 3- FF 3 IR W (3-methyladenine, 3-MA) & RNA
T4 ATGS HHIE F5 #2555 K 4= 3= Sk 5z 40
FIER, KO ROS (1745« PKB BEIR AL 1 % i
b, SIS AR BRI BT i S A AT
BRI, M KA, 75 ROS il E K15 55>
¥, Al PKB R, AN AW, A I
RAMAER . Chemerin & —F0 i K 7, 8 it
T4 B2 4B F R AT ROS 1™ A2, (g i 4 8 AR 00,
2013 FFAHFITHRIE, e B M E RS JBUIRAE  A0 ) af
A, R A A R A G A, AT A
I B 2E 0, UBR box N-recognin-4(UBR4) /& —
R N S DR PR SO ple b, A LA TR R A
HETLR A, v DU i B g A ) 2 1 TR
WHLR I A, 2 5K E P ILE T
AL S DL ERESEHED, 2 YR R DR n] DU
SURFAS S N AT 2 i1 K =R o o i 1 a2 ot e R
H, WCR B W) S5 M R A RS L, i
T XCEE AR I R, 1 S MR A e T, ]
REJ3 A JI 98 5 o B (R VBT . (RS AT TR E
N-hexanoyl-D-erythro-sphingosine +& —F' C6 il £ i
JEhui AR e -, w] LA B IR ) il

W JZ 4 K [A 1~ (vascular endothelial growth factor,
VEGF) %5 5] HUVECs /NEIITE R 45 251l i
FEPURILERLME A AR AT L 3G Inde R A 45149 A0 F
W T A LA ~F- 0 UL A0 B i A 0. il
X LA B AR AR IS A it — 2.
1.2 BEESMmERE

TR, A RE AN B AE R PR R v A A A
R MEAR R 7 OB W1 Petrovski S50 IR,
1B s 25 AW EZE T e B R b, PR A
% 6(IL-6)« IR JEIH T a(TNF-). FI 3 8
(L-8) K1/ A FURE TR, 51 R 99E I V. 7 B W 4 il
B A AWEPE SR T FLRE MCF-7 40 5\
R 293T difiefs, ATP AR T-H2 Ak, FHWTBHES
T, REXIURIE Z WS S A = 1BUL-1B)
Az, WO JORE M, Martinet AU BT SEEG
RIL, W8I 2 Y)T-BOFE D KR A A B P o [
S B WA B 0T R kA AR 98 DR A0 TL-6 B
21 oA {E 2 1 1(monocyte chemoattractant protein-1,
MCP-1). TNF-a 5B . AW K, 1
atgl6L1 BH ag7 FERER = ) E VAN, 457 )k
% B (lipopolysaccharide, LPS)H|¥L)5, BEHE 1t
PERVEAN MR 74 IL-18 A1 IL-18 150k, HIAHY
M) TNF A1 IFN-B [f) 7= A2 09, 7E 6 = Beclin-1
LC3B I B A% 40 Mo A 5 w4l B b, o m] W 52 3
IL-18 1 IL-18 s e i, HILE 25 NOD Ff32
& (NOD-like receptor, NLR)ZKJ% 1) NLRP3 % i &
HEAT KM, WL 3 BRI [ G &k
PR ROS (177 Az TG i £ Fr A< J5E 308 325 1 ok 4 e
FiAtaZs, Mt NLRP3 %5E 5 A5 Wi 42 1
TR XA RN AR RS RAE RN A G, H
W S BEAT SAE DR IR IR, IR 28 58 % PR AT
il R R BE i LA M0 T, 5 T4l P 9 Pk
B, IS5 sk FEAE AR 1 .
1.3 BRES5MmMEEK

IfiL & 5 4k (vascular calcification) J& /5 Ifil 5« 3
i R D AN )TN IR= ST N L R = e TN =K 7
P LI DAL R BRI, BRI
N AE R G HE R 45 R, B R S M R R B K
(hydroxyapatite) 45 fn 14 & B TR 7R L BE, 1ML R
TS PR B AT B i IR AR AL 3 82 I 2 1 (oxidized
low densitylipoprotein, ox-LDL)ZE{E L& #5416 I
R AL T JULH iy 23 2 S R T ebfal ik
M, & fE B B W T3] Beclin 1 (3R,
1M E A7) 3-MA 5 g4 ox-LDL %5 5 1) 41
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Mu45 4k, A B R  cbfal £ L, LK #H NN
ox-LDL R rJ feid it i Beclin 1 JER L, 1210
SPHE LA PR AR BRI AT, R 2 B A
B, A BEFURGE, R RS 1A T LA
OB A AR IR e, R A R0 AT SR T A/ o A
Ak, HE VI 3-MA BEUS IR BERR 2575 S 11
FEFUINBIREIR, XL IR BRIRA T ReE A
— PP IEPE R HL, T8 Ik 9D NV R S
FEPURA R S5 P 500 A A5 Ak 22,

2 BREEAENERRSDRIER

2.1 BEEFRNBGHEREL

2.1.1 LA PR A0 L 1 OGS 20 JCRS A AL T s
AT, Al B RO SR DSR40 i, ik
MMaAAF. a1 Wang ZFERRIL, 2- %A -D- 25 B
(2-deoxy-D-glucose, 2-DG)7E P 57 41 f b nl 38 1o v
PEAR /MR T IR Ak 2 BN (ROS/AMPK) ik 47 fish
FIWE, 35500 A B2 40 AE CIRAS R I AEARRE ). i
55 BERT F WA B, P R4 i e RO o 3 3
S F SR T, HAEREA R R 7 R, BAEK
DRI KRR ERE . A RFFURaE, 4db
IR %% I £ 11 (ox-LDL) 1] LA 5 & A 52 4t i & A= A
Wi, PERE N Bz M T, AN T Ak sk R A A DR DL Af
2. %% R K M (low densitylipoprotein, LDL) =
TR BER N BN S, Bl o B 4 ek
W, TR IRE R E 1, v RBURRER,
KA, AR AL ESAE . Zhang 2P
L, 7E EAhy926 W B2 41 i ox-LDL fg i T 1 1
PR B R AR TE G I, 457 F ) 3-MA
n] LLRH BT ox-LDL 53 1 H W, 1H Wi 377 B i e
# (rapamycin) I 7] LA #F ox-LDL 5 10 F 0. {5
Muller 5PV I, il BHF 221K ox-LDL B fiik &
F W AR id 2R 11 LC3- 11 1 Beclin 1 (3R K41, &g
R O R S A S I G A
(endoplasmic reticulum stress), % {4 & & T A i
c-Jun 24 & K ¥y W B (c-Jun NH,-teminal kinase,
JNK)F1 C/EBP [A] Y4 £ [ (C/EBP homology protein,
CHOP), M5 A N B AT, N R4 Bt Xt
BRI EAR], A5 PR, S Euf e
RA, KRSV ER SRR E R AL WA
JE R BN PRI R fa B X, ARTT,  BFS R IR
T JHPITEC P B2 4 A0 T I AS FL A 2 I TR K
FEAE . Csordas 45 P9 B ik ¢ 3K R T 1 il & [A]
Bel-xL X HH 2 B ) (cigarette smoke extract, CSE)

P50 AT A DR AR T, T A ) 5
3-MA Kol BWEA SR FE R S(ATGS) K1 LA St 2% ik
AaifaseT:. BRI, CSE S5 A I M
NS AT S L I BEER AR, il B S oK
18 8 1 [ V. (unfolded protein response, UPR), ¥
1o EmE, P BN R AIRAE, TS R A A
AT Redi s, SRSk FEaEAL .

2.1.2 ISP VLA B B 0T 50 ko A B B 1 5
W, FESMKGEAEREL R, BT N B4 fush, i
PR A R A AR . il R T
i, XA RS HT R I - UL 4 P (vascular
smooth muscle cells, VSMCs) 3458 14 72> 17, {12
i VSMCs HH AR LB 1) 5 iR BL AR, 5 i1 )
VSMCs 458 3% o) W I, AWl e, T e iR 4
M, A, ORISR 1 40 M DR R OK 4 Ab
FET, ARAE I P BERE RE, T stk A A AL B
CTYENR.  WREBELT LR R ont 2 4 B P 45 44 56
B PP S R A T R AR,
RBEH N LA BRI T, AR wyS, A
SRS, IR AR IKSEAE. B BRI,
A3 LA AR 200 DK SR A A0 2% N S 5 B
YEH, eS8k sk a4k 5] VSMCs 3456 n] 41
TS FEDE P e, oAt DLW S04 VSMCs 3 7
WA R FBEEAR 2. 2006 4F, Jia PRI, fE
KL BE L X, B VSMCs F141 Jifd 0 55 J5t
(extracellular matrixc, ECM) 41 & 1) £F 4E g + ,
VSMCs A A FIZE T P4 5 BEER (1) A8 58 11 %% DI AH
Ky ARIKRE(10~ 40 mg/L) 1] ox-LDL A] LA S 1M 4
SF-J LAH B R A AR A B beclin-1. LC3- 11/
LC3-1 . AtgS FI T ARk E [ caspase-3. Bax.
Bel-2. BelxL ik, fHJE =K (=60 mg/L) 1)
ox-LDL HAR AT fedk i T2, (HAIFRAR A K,
H miRNA hsa-let-7g # il B W& 5, 7] LL A0 i
ox-LDL 3141 12, LOX-1 HIZRIEFI ROS 1
A, FOREWES S T SRR R i P
LA MU TR ROS F= AR 422 ARSI %K
I, NADPH %1t/ 4(NADPH oxidase 4, Nox4)%k
PRI RS REN T apelin-13 12 K B 734 L4l
JRLHEFE B3, T Nox4 K5 i PE4E v E R 58 — 15
250N o N, A s, (e g i
FEA. Hill SRR, AR B 2 A 2 ALY
TN AR 1 S B B 1 EHERR IS, 1M
— U R A T 4- BRI S
(4-hydroxynonenal, 4-HNE) X [N 4 i (acrolein) fig i5
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TR B K UL B, R O s,
IR e 11 A= e 0 o 1| AN )X B 5N N P
(PDGF) 1] DL i 75 5 055 ~F- 3 JUL 40 1 1 s oA il 2>
W 45 Pk R Y bR A M 2R 1 calponin Al a-smooth
muscle actin [{JiE, LG RARBbREEERA
osteopontin Al vimentin [FJ7&1A, MBI Lk il
JULAH I I B M BE AT RS, DR LB I L 52—
S AN AR A S AR IR AR A9, Xu SR IR,
I S W LAl M 0% A o & U B H A BT (free
cholesterol, FC)J&, THEVS TN HMEVELL, 1 H
Wi B o o2 A4 0 ) 4 s B R A4 R N T 9, A R
e DR R 151 T e d = B il L < R i 7 RS )
S LA A6 T R AR R AR

2.1.3  ECWRAH AR E WO E [ et (R 52 . Bl K ks
FEREALIE I — A T 220 B DR NR B iR, i ifd =
JIH [T 1) i 55 A R VR T S R R A I — AN
TR, TR AR B Rz 1) B AT AR 2 AL Y
K, HAWFIRE, AVES 5085054800
5 JIFL ] e P 9 A T RS, [ A AR VA 40
REEL 5 5 W, AR i A it e JE ]t
8. NG 2 20 B P R R 20 v JOE ] e e 22
At AR, DAJE [l I T 1R 2K i A XD DR ] T A 40 4
BETH, AR AL B H [ 52 K. Ouimet Z5FVR I, 71
JOE ] P AR 67 Ay 5k 240 L A R I ] et 7 A
HOREETAER, W v 5 R s NS
A, WA TR NG 7 B 7K A A2 RS 25 [ I
I = W R IR T 45 A R I8 48 AL (ATP-binding
cassette transporterAl, ABCAI1) MK #i1& 72 Uit .
Wip1 75 JIg [0 OB R Sy ik 5 A B e Fy 8 428 v 4
HEERMAE, KRR R R, Wipl R
Z, AT LA B B R 40 B Ak, T B R
IR, BB, Wipl ik Atm-mTOR {55 i
#8255 H W) AL 3 L PRI B8, AT % s A
PRSI R E (& 1),

AN PR B

N

H

PN

PEBARSE  MATAOE RPN

ZK AR AL

Fig. 1 Autophagy involved in the process
of atherosclerosis

E1 BESS5ikEFEEARTEE

2.2 BEEFIRE £ HBKE

1§ 3= 5)) ik J% (abdominal aortic aneurysm, AAA)
2 UG SN0k R BRI 5K 2 I B, R AL
HIM A, 20T 65 DL EZEN, T IHRE
f55. ‘H M [ (osteopontin, OPN) A& 41 i 4 3t it o
— PP E B R RRIE RSN, SRS OR
(PIEE ARG, BRI, 76 I8 3 3h kiR 2 4121
H, B I ER ARG I, F W AR DG HE 1 LC3
1 E WAL ] ATG4b. Beclinl/ATG6 [#) £ ik 1
I S = T = 0 7 e R P R = o= R
Jo, RENLE YN0 A WRAR T . WRAH DG KR A
Ik, SEEIRAET:, TdHIEECE [ /CD44
J% p38MAPK 15 5t % 1] {3 B i M 2 1 A P
I O S R e 7/ o AR SRR = @ v A S E IR N ER 1
BELITESE B, AT S 3 075 5 1 40 . 3 W 4
MIBET. DRI, AR Ak A R 1 n) e i I i
1 /CD44 J p38MAPK i i il ¥ i 7 ~F 35 L 40 il
E ]]% [39]'
2.3 BMEFMFsKESE

Jilti 2 Jik 1 s (pulmonary hypertension) 3 B, A Jil
TR R, W R BOET A O e, L
HUCR MM LI ANTE 2. BPRRRIL, 5
IER LA, BN AR RS P A /s BT
Y123 LC3B At i, 135 LC3B 2B A% s 5%
K1~ Egr-1 #8400, LC3B(-/-)E Egr-1(-/-)/M FLE
AR Tl ik s AR R . SAUIRES T
g [ N 50 ok P Bz 440 i S V- L4 B LC3B Ji s 4
g P AR R I, B 4E5  XT (hypoxia-inducible
factor-1ae, HIF-lo)FEsERIA, 40 M 34539 e, 3t
P Sl A IS 280 K vy s 0 I 4 B m ) 5 R
FO B A M B, AE B S I R K B bk
e s PR B R b R PR A . RIS
1, 17B-estradiol (B2)n] LU &L 75 & H Wi, 155t
PTG AE R, i R AR T 5 1 1R M B0 K v
JRE i P it A - JULEN P a5 3 5 14
T2 BN K s R AR ) — BEERRAE. AR
B, 755 A Bk (monocrotaline) 175 5 [ K Bt 2 ik
i B, PR AT F W AH DG B 1 LC3B- 11 -
ATGS Fl p62 LI, R A Gl il i
FEA T 11 R A S i 50y o LA UL P A g
BRI, RAEPUS SN AR L RS il
K N 40 HR(PPHN-PAEC)H, AW AJ L@ L
H o NOX. ()3 M 1M A2 2k ifiL 38 4294, Yang “5HIZ5
BT E GOS0y ok 0457~ P LA B R P R 4 ) 3
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FEAIPR TR RE A, A3 1 e o] AR 55 It 30 ik v s b RS 2).
AL A5 ~F- 3 JULAR LR P B2 0 PR P46, DT ek ¥R 97
i Iy ok vy s P — > BB AEAR . //HW%WE
24 BEERERFLEFLE L
B PR 993 (diabetes mellitus, DM —Fj = 5 g by e L e — RLS LR

N BRIl — LB RIE
NIRRT, 90%LL 12k 2 ZROHE FR % . W
H BT REFE K ML WS R AL, I, 7
SFEOER B R A L L ) ~

s JBARS BRAE AL AT, AR A 905 2 SOB PR e
A5 R 1o 555 AR AR PR OO LG . A8 v B A
BN, AR TR R O R Rk AR
Ml {1 B A B N, R S0 B A K 7 )
(advanced glycation endproducts, AGEs), AGEs fg
TUCOR I A7 0 B R A S A/ 0, 3 S0 i o A B A
JEEMRE R e HE N, I RE L A0 L TR A 2K
7 M) % 1K (receptor for advanced glycation end
products, RAGE)fF k4 &, WodE AN, 2
RRIESN,  FEHE AR R LA« DL A8 I
FORERY R A S rh ke A AR FH ML BIESUR I, M
Wbl LA 2= W) - A8 A 2R i W BR F (advanced
glycation endproducts -modified bovine serum
albumin, AGE-BSA) il % 75 A i & ik A B¢ 41 i
(human umbilical vascular endothelial cells,
HUVECs) )5, H WG PER I, 4 A B w0 57
3-MA J5 IEI T AGE-BSA XJ P K¢ 4l i 42 3, 4
AN o- 4E74EFR E AEANE] T AGE-BSA Jrifs
SRR, T H R T 40 B AR I R
LC3- 1 /K°F, IESE AGE-BSA fEil L P A3 M4 i
KAWE, X HUVECs K FELRIEAEIT . 720 IR
BOE AR N, W g BB AW T
(methylglyoxal, MGO)H LT B ML S, MGO
A AT o 5 LA P R A R ot A T LA N
W, J/b N B AR KR P 2 52 44 (vascular endothelial
growth factor receptor 2, VEGFR2)[JZK ik, Z5¥k
PR 5 12 PR ML A ple B0, AR IR 2, A7 S5 K
U HUR AR ZE R BV (1) Dispo85E 1 fE i if i
RAM BN, {2 AGEs F£f#. Dispo8SE J&— it
JF 41 j A= K X1 F (hepatocyte growth factor, HGF)if
SR, RE G SERE RV /N B A I HGF {518 RNA
K, BRI AGEs /K-F; £ AGEs i ({8 IR
/N AR, 45T Dispo85E i AEH i /I BRI
W T EE AN ThfE; [, Dispo85SE 1M it #4595 HGF
KAPERIE, R A, BEAEEE /N UM AR SE5An i
(nonparenchymal cells, NPCs)™' AGEs 13 % 5 %

12 E Bh ke

Fig. 2 Autophagy regulated the function of vessel

and involved in the vascular disease

El2 BRETLENERSSOERIRFHARTER

3 G E B 40 Al B MR RY IS

0T I TR ) B B — S A DG A 1 AT
LR, JF H H TR — L8 21 BAT 5 I
T RELN M H AR
3.1 £HE

Igdlt, Han 5V I T G 22 9 2 (curcumin)
RE - N DRI P R 40 e, 2 3 3 i A A
AbEE NSRRI E AR BE ST, U R
(0 N B 4 oA 2k i T AL S, LC3- K1 |
W, HWEAREASE . PRI, R
LANE G =5 R U8 Al R GNP
FOXO1 B A G ALK LA FOXOL, %1% FOXO1
ML EDT, TEIRE N FOXO1 5 B WAl OG5
Bl 7(ATGT) 45 &, WOk A WRid#E. ) RNA
Pt FOXO1 MRk, BERem il 220 = R EH,
WREFDH AR, W2 SR L VR L FOXOL i
FANE, RIEEPUAAN L, R N R Al AR
F A A A R DGO LA 03 TR A YR T
2.
3.2 HERIIAKILIRFHIK

45 18 18 FH 7 71 (calcium channel blockers, CCB)
T e UL R 1 A PR e v TR AR A
BEARIA BE ™ A= HUHETE LY. Salabei S0VAHL, #EH:
FRIIR BULAS P-4 JUL A0 P m 3 FH DG 425 208 108 R i v
[ 4 B2 A K ST A 57440 {4 (verapamiil stereoisomers) Ji5 ,
TR U T 4 A% ) [ o] LA iE 2R AR, /AT A
Wi AR A4, f s EZE R I LC3- T 5294 FE A0t
PESEIN, 0 A% B LC3-GFP Wb ic ) 16
E S WG TG PR3 I, L4 A% R R e A 5
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i, LRI LR B A oK e da A BAT 45
SR EL1ENGAT A P (ENC R GIBU R 27 N5 Wk Z NN T NS 13
FEPUIEIE LY.
3.3 [M$EfRMT

Ty T LA A — T S8 JIE [l I i 24 ) 1 v o
KA FEREA S0 7 TP s A, OfF
WEFUHRIE, AT 259 n] LA 3 I 4h I 0,
BFE A At T ] DU W0OE LC3 1) % s Rk A ik N\ Hif
B PC3 4l F RS, JEAEk, AT IR FE
Aty T3 vy DATE i 001 LA P B 400 i 1 Wk T o 1T
EWNEDIRE, RIEXME R D) RE. K ey A
WEFURIN, TRV 3 F WS 26 T PR At T o)
K SR P R 4 B, K BRIt A P B A . 9 Wk 2 38400
i, MAEYUTS S T4 T PTFE Ay T, AR
il E R R 9859 Bl THERT PR AtV TR 7T 5E B
Oh) T T A R 2 b R LTS R AR
MBI 25).
34 RHEF

K 4 5L ] (everolimus) & — i L 2 4 75 A 2%
B AW, AR K A 5 ) 25 SRR e
s HE T TRV T 5 . 2007 4, Martinet 5525
PR A 5 w) n] LGB 75 WA i K A i B 1
fits LC3 545, MUKW UTERG, 514 RAtT .
R AR SR AN T 5 5 E W 4 Bl B v SE T
TR JULAH . W AR T2 A, A 4 52 )
RIERR SRR Y E R M, AR B R AT YRR (1)
Rk, AT 08D S KB PR A AL, i St el Jik 25
BAER A LB SER. DRI, Kk v
F I E R M Al i R AR, i AL
P38MAPK {55 ‘5 il i, ] 5| LA 48 0 4 i 81~ (L
IL-6, TNFa) Mtk K- (an MCP-1) ()R, 1
p38MAPK I3 SB202190 sl 5z it ik 25 S 1% fih
K (clobetasol) i 7 [ W3k 2 A w170 il 1 46 PX] 1~ 1R
JE A A R AR 4 55 =) 254 B i S48 B A &R S
RBIIKFEPER T TNFo 1898, HA w4k
B )0 B A R BR AR U, X510 A IR A
FH A 4 5 =)0 5t 2549 SC BRI N A4 F B 28 290 n
Bl e TR SR A T B A
3.5 17B-MEZEZ(E2)

17B- #ff — 1 (17beta-estradiol, E2) X} i 4 P Jii
I 7 W i B R 4 VE il 3 ik & (hypoxia-induced
pulmonary hypertension, HPH) H 5 £& " 1F H .
Lahm Z5M20R I, E2 G0 s AU P I 10/ s S A
LEEN, 457 B2 RSP GE, nTHER E2 6

SRS DIAE IR LS Sh 2 R AE, Tgs T
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Progress on The Autophagy in Vessel Function and Related Diseases”
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Abstract Autophagy which is a process that damaged organelles and cellular proteins are degraded by lysosomes
plays a critical role in cellular homeostasis. Previous studies have demonstrated that autophagy influenced the
vascular function, even involved in the pathophysiology of vascular diseases. In this review we focus on the effect
of autophagy on the vascular function and vascular diseases such as atherosclerosis, abdominal aortic aneurysm,
pulmonary hypertension and diabetes mellitus. Moreover, we try to provide a new way of vascular diseases
treatment from the point of autophagy.
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