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Advances in the application of statins to stenosis after vein graft in coronary artery

bypass graft surgery
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[ ABSTRACT]

coronary artery bypass grafting;

term compared with left internal mammary artery and radial artery.
have demonstrated a significant benefit of statin treatment on vein graft patency.

inhibition of the mevalonate pathway in the wall of these grafts.

Pases such as Rho and Rac.

duce vascular inflammation and oxidative stress, and inhibit the proliferation and migration of smooth muscle cell.

statins ;

vein grafts; endothelial function

Saphenous vein grafts used in coronary artery bypass graft surgery suffer from lower patency rates of long

A number of clinical trials and observational studies
Statins exert pleiotropic effects by direct

This leads to reducing geranylgeranylation of small GT-

Through this LDL-independent mechanism, statins can improve endothelial function and re-

Al-

though the existing evidence support a beneficial effect of statins on vein grafts biology, more clinical trials focused on the

effect of aggressive statin treatment on vein graft patency are required, in order to safely translate this strategy into clinical

practice.

H i 56 R 20 bk 5% # 7% 46 R ( coronary artery
bypass grafting, CABG ) AJJZ{H Y7 2 AR 50095 ( cor-
onary heart disease, CHD) fJE 2RY7 ik, BARA
FLINBIIK (left internal mammary artery, LIMA) J2& /7
I S ML L2 T A e O LR 2 1 I
FEALAE R FH — 0 S8 8L 98 B K ( radial artery, RA)
VENRE AR ML B4 RL A 2] 4 3 ik b CABG, B34
CABG A Hp I SR (Y R AL LA A AR R B
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This article will make a discussion of the issues.

Jik ( saphenous vein grafts, SVG) ¥ A FH A9 L 45
FRA L BELH B CABG RJ5 5 ~ 10 4R & %L
WAL, ARJG SVG B 1 1 % — E 52 i i
HAEWNR RN EENE, PR, iR sh ik R
ARG H—AEFRIKAR R IR 58 20% ,SVG TEAR TG
1.5, 10 4F A9 38 1 2% 53 il & 78% . 65% . 57% , Tii
LIMA WIJ& 93% 88% L) 2 90% ', CABG AR J7 55—
A SVG AR B 5 U 1) AL A2 i I AR B & S Y
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RE8 A | 72 ML) 04 B BER 3l kR RERE AL e A1
SVG b2 i ELAR ARBUMLAE FAR LA L A8 W) 5 3%
AREGENE . H AT A BESF AL N SVG B2 AR B %
TSR BT AT, TN 55 24 49 %l B3 97 ok $i
THIAE i 9138 i B 2 S, RN L,
MBTT 259 N L2 W iR 8 ) I 22 280k Wi f
# CABG RJ5 R AR 251 . A SRl &
S5 TALTTZR25 W AE SVG i R MERDE Hihie T
HAE SVG WP g BRI

1 fliT%E CABG RIFIGKR AL R

FEat A0 10 AF[E] VT 2259 00 R © 276 0
A5 = 14 1) 2 T80 7 5 e v B A Ry G B A
1, CABG I FARMIHEA AT T I 25 W3R 7 1E A —
AR DT [ IEAERE T 2 I9FSE . CABG AR J5 i
A 77 At VT 28 25 9 T LI 3 BRI AR IR 2
#E H (low density lipoprotein, LDL) 7K~ K .0> JLAE
JE. WK CABG FARZ AR R DA HG &4, 5
&b, CABG A 3 ~7 K ZLfd HIFTFEAAMIT 20 mg/
d BEMS SRR K MO B BR B 19 AR R 1T R
ifii , Hong 27 B 53 S /s DCAR ALY T 7600 IURE BE. ) A5 75
() TR ZORIT X PCT ARJE K AR D BETFA R /R
TR R AR VE T X CABG AN & —AME I #a %
XA RES TN CABG MR B 56, 78 SVG
AP 5t T, BAA B E LAY POST-CABG
ZHuBEPLI S W, 3 AR AT 8 B 7€ CABG
JE A LDL REARAR YT o ( B AR K AR T 85 mg/
dL) A T 38 R SF 1936 97 (B AR KT 140
mg/dL) L, BENE W 0 4E3R SVG i 1 o ik s #f A
PREE™S ) BUR A b T 26 25903697 455 LDL 4
IK(79 mg/dL) X AR5 I & E B XS B AT
FRR AL G CABG J5 ek sh ik i iz 2L
CABG B ACC/AHA F5Fg AN T fhiT 2 25 9y %k
LDL RFARIGYT7E SVG P T By H (1) S B4R, I 4
WA R fERE T LDL SR I7 HAR/K F-<100 mg/
dL EZE <70 mg/dL" |

2 RARKBER . MTERGYERKBEN
RN

b TT 26 255 W 368 o BEL BT IS 0 I 1) 485 5 O O
PRI 3-F2 23 F B S I A (hydroxy methyl-
glutaryl coenzyme A, HMG-CoA ) i Ji il 19 4 FH ' .
IR T e e M 2 — A% 152 W% iR ( nicotinamide adenine

dinucleotide phosphate, NADPH ) 41 5 Y HMG-CoA
i JEUR HRS IR i A48 Y BR A0 B, HL A 57 AN N T
PEABE R A Y6 M. ORI i A2 ol i Y &
LA A (acetyl-CoA ) SR A Bl — B LI TN 2 AL i iR
£ ( dimethylallyl pyrophosphate, DMAPP ) 1.5 [N /%
FEBEIR £ (isopentenyl pyrophosphate, IPP) , B AI1HY
A2 S G s 0 Ml A e 0 5 I T I ) 5
Pt B, T S 2 e I ] R R AR
P UEERE [ R 820 A LDL ZKSF- B, PR IR
il 2 LDL 73 1 H9 FE 2 M, F#R LDL /K-F 35
% 4L7 LDL(oxidized LDL, ox-LDL) %5 UK,
7 4iE 2% sh ks R R A iy st e 2

T3Ah, MR R AR 1Y T e v A AR S S N 0
I A W MR 4L (isoprenoids farnesylpyrophosphate ,
FPP ) FlA i -7 i B A W5 12 £ ( geranyl-geranylpy-
rophosphate, GGPP ) J& 8 [ 5 3 s B Ak 11 5 B )y
A SR B S I W BT B R IS B ) A
H SR AR 322 H AR = WER S 1 ( guanosi-
netriphosphate, GTP) i ZX % ( Rho, Rac, Ras 5%),
Rho F 7 - AL SR VF iR Bl 5 215 B 9T LGS Rho
WG T R R AR TE DY B AR | I P
JULER B 55 1045 A P oA TR A BT LU TT 26 245
0 T A1 ) Y5 AR 3k A () B - 4000 o) 3 26 40 fifg 39 1
MR LR T AT S Y T < 2 A
R E AR

3 TR Y SRR AE K WAL LA

3.1 fiTHEHME SVC MR K Ih#E

TERNMKBAAR G, SVG PN K th TR & 7E3h
JURILTE R 500 25 o R IR B e T RE R TN B
T RERE A A AFIE S — %L A (nitric oxide, NO) 7E3)
JURRIR K P B 4 A4 R L EE AR . NO 19 2 4 ]
FHEE 4 R 2R BUAE Sl DKBE T T 78 3 bk ) 1 B2
SEABRAY, SR, N IRETE SVG 31 AR
HN— D REERHEC #1245, WM 7E CABG AR5
PR ML NO AL BE A SVG 1A G 7 4
], F9% 1, SVG A ) NO W] BE 78 4 11 A 30T
Jk R AE 3 o h R SCBEAE T, R e BRI AT
gk BUIARTE ORI R AR L Ak K 2 R
BEI NO LR H] B AL ] RETE X SRS A W) v & H5 BT
SRR AR T, e HAC I i e

B HIABTT S 25 W16 97 5 SVG /YN B TRk
¥ K, Margaritis WS 3 A S K B A
OB TEREALSE SR 4 R B (AT T IR YT FUAR S
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ok DLRE S AF A N B2 Zh g, X Nad 72 5 LDL 1Y
BSOS 1Y, LDL 5 IHE B2 2 SVG N K DI fE
BT 2 PeE R BIMETE CABG AT AL 1A 1Y At
TT2E25 0 1, #aT DL ol 203 9 B D g, AN I8 2
Sk EERIK S, SR, BRIt T 25 2 i i
LA 1A BE ) HMG-CoA 34 J5 iR P % ) i
P ESE R, IF ol Sr TR LDL K 4 o] 5%
i), B U R R R iR AR A ik SVG A
M B HESARY TR

T Ao TT IR R 00 S DN B AN RE A% 1 1
TN Bz B —4 AL A G il ( endothelial nitric oxide syn-
thase, eNOS) Jf 4 S J5 22 NO AEWIFIHEE , X BA
N il AR TT 225 WA A Rho A 7 - R AL
3 eNOS mRNA #F7RE FAG R, LA
BT B TR A VT 9 BN Dk P B 40 7 (human
umbilical vein endothelial cells, HUVEC ) &35 g
e AILEE 3-8t/ 25 11 P4 Akt ( phosphatidylinositol 3-
kinase/protein kinase Akt, PI3K/PKA) i& 1%, fii 15
eNOS (R b 15 ik K 0% M3 im0 o 28 A0l 3 5t
fyT2R25W)57 5 HUVEC RERZ I Il eNOS FIHT L&
B 1 ek il b 2B S R R 2
WA, 3 3o B EF AR T TR YT R BB 8 1 E R Y
RELREAS W PR/ NG B 1 (—Fh45 B 7E eNOS H.
SRS PERY 43 ) B RIET ) eNOS 2 4E NO
(Y RE T R T A0 5 i 10 PR D S A % ( et
rahydrobiopterin, BH4) i4%5 & 68 11, GTP 4k /K f#
fitf ( GTPcyclohydrolase, GTPCH) & BH4 A% & Wi H
1) PR it A A 7T 9% B Y HUVEC REfE W% bl
GTPCH 3t K 35k 3% NO B ik'®! . Antoniades
SV R R R AT 3 IR R AR R BTG AR
MBI TIRYFE L P SVG HI LIMA BAEY 1Y eNOS
THYIBEAE B8 PA) e ) R R I 47 A A IR A 3 fh
T4 GTPCH 1) GCHI K14 I8 52 BH4 A= 9 F
FHBESG N A S X AP T2 H T 15 R ) B
HAM ] HMG-CoA i gAY , 55 LDL FERICK
I, 7T 2250 Y 7l i AN ] B AL R GE eNOS
FEPRFIRANE P, A B T4 5 NO Y AR R T EE
N K D RE A A |
3.2 fiTRHYE SVC MNBEEER M MZ
i

M 2 2 1 (endothelin-1, ET-1) Fl1fiL 45 %5k X fE
g FEHT NO By I A 5k A, O ELYE I 45 - L2
fitl ( vascular smooth muscle cells, VSMC) iF 18 5H &
WE ISR B b B VR RS e S A 9T R B
b7 T2R25W58 53 Rho A HLHIM ] T A B R D 1 Ak

PRI, [F) I PR TAIT ST v, oy T 38 5 19 5 NO
FETOR 5 /) Bl 2E O % il 3y Jik S et bR 3 ok it 8 b
ET-1 e s >, e, 7T 28254 vl e Bh T
Wikl CABG Ji7 SVG HER2E,

/NS AL FN AR T iR SVG 20 32 0 1Y) E
BIAL] , Th AR AR R A 3 ok S i A 5T
BRI SE R, 25T BTG A A 7T RT LU il it /A 2R
FIMLAEAE I, I U R AR 25, AT 2 25 Wpid ad 24
S LA A AR bR 285 A i 583 1 A AR 4 1l /)
FRAT AL A0 R il /AR SR, DTS IA 7 e IEL [ 5 1f
RES kAR 2 T TR 25T LI SVG
fefEHT AV A B/, T 5 5 LDL FEARAE
K,
3.3 fUITRZGME SVGC HNAEIEE

SVG N B 2 R IETE T VSMC #YIE 7% Al
BagE , A AL B R AR N R e Je O RS, (T
JE245 3 o TP 3 I T AL A e 358 e R Bl Dk B
LA 1) A AR 2 B ), I 2 BB Rho/ROCK 7
PR B L P A AR S e T A 41 i e DK RS A 1 Y
s AR 200 ARE X S R B, T R ER K VSMC (116
INEGURBE AL rh At VT 2 25 4 38 2o 410 ] RhoA/ROCK
TRAR R I L B A | [FIAE A AL A S At 7T 4
il T <52 JA £ A O 1) 0 AR AT R A g A
3.4 fITERAWS SV6 HMERE

SR AEREAL 2 — P R IE AR B TE R
20 i PR - R A R R B3 B9 KSF TR SR R A
PRI RS 2 4 B IR S5 b T 007 75 N B 4
YR BR300 o) 2 A P T B AT R
TR 5 K7 B R By ik, 1E HUVEC I, 3¢
BT HE YT I/ 13 5 TNF-o A5 1Y 54X 4 i
FEAESON T . AR 1 E/LDL 3 (0L BB /)
B, IR BTG AL VT RRAR T S Atk 2 1 1
(monocyte chemoattractant protein 1, MCP-1) F 1§ ¥
IR IR B T 0048 A B2 B 435 1 (vascular cell
adhesion molecule-1, VCAM-1) FIZH i 5] &5 4> 7 1
(intercellular adhesion molecule-1, ICAM-1) 7E 3} Jik
S RERE AL BE T ot R v i Fe 3k A IR [ EE K
SFIEE A SRR T ] cC B R 2
& 2(CC chemokine receptor 2, CCR) V%% HAZ 41 ifd
BRI
3.5 fhiTRAGYWES SVC WERALEFRESET

SR A L IR 1 0 10078 1N B B R R e S ik oA
FEREAR 1) 32 20 PR 2R, S b (AR 54 17 M 4RU0E (e
active oxygen species, ROS) 1E H %3 #% 8 A 4 1L % 4
AR T Y TR A, X Bl bk ok A A AL R AR
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Mo TERKE RS ROS B9 3 240 il U5 /2 NADPH
AL , 2 537 S Y 3 o FE AR NADPH 4
L) W 2 & . Antoniades % JIE 52 £
CABG FARHG JH w7 1 BT AR MV TIR T, 1 35 B
N SVG S NADPH S AL BT AE 1 1 45 8 41k
Yy, 32 H R ICRR AT 0 B AR T A 1Y Racl T
A S HAH DI ) 5 A 19 1Y

M7 TR25 W) AL RE 1 5 3 I LDL fIE [ P 141
Tl AL i 22 G2 1T HL 34 RE 38 Ao 1 5 A IR M T AL
77 R ) >F A 1 A8 AT 3 SRR A [ s AT ]
T O B T e I W DR S8 1 SR 2 ok it A8
13k SR Ak S 1Y) ek el b E AR N R D SRR
VT RE 8 42 = K BN ZE VSMC I £1 2 fin 4 1
(oxygenase 1, HO-1) 7KV HO-1 YER—Fh dE 21y
UL i ik o D S A O A AR T T 2R 2 W 1)
— BB AR Margaritis 2517 BEHLIA 0T 98 &
B AH G TR oK DL At VT 26 25 W) RE 6% 10 3 15 n
i i A 8 A AL B L A i ( superoxide dismutase,
SOD) Gk, AL, 750 ) ol R E By oeh
AT RENS B 251G I N B2 40 L SOD 1Y i M R
REAL R B

3 R I AR SR S R 5 ), AT 2245 W)

S I AE PN 0 S T SRR M e S A, A%

F kB(nuclear factor kappaB, NF-kB) FI3# 1% & H 1
(activator protein 1, AP-1), IXEEiRAETE T I 45 BE
RS TR S A SN | A LA TR 18 S AR Bl ok ok A
A5 an 20 i PR - Ak R B B RE o 1 AR Y AR
ik NF-kB 23 o A0 0 ORI A2 28 A HIE Y GGPP/
FPP A 7 2R BE 9 . Giordano % BF5¥ 3%
W BTG A4 7T FE 0% 88 Ao i 728 40 L P Ak i TR 2
FEHEAN NF-B A 550 IkB 4 7K S Sk 410 ) P 1z 20 i
I VSMC H NF-kB (3%, LAX )73, T 262y
YyaT LAUSS SVG 3l ik ok A A A aod A% v i) 401 1 38
FIERE I BRI 20

PRI At 7T 25 245 0 3 o 4 v P R e 48 A B
A I EE o ROS R B4 7= 28, X SVG #Y AL
IR R 2 AR 1) RS AR i A BE P A A
AR AT o 2 A5 55 W3 3 1 M R B e 1) i PR 45
FHOCHRATS A RRIT ST o

4 FRESFKEMTENERESR: "I
BT RAM S

JIFAR LI 7 A= LDL A E 2 AN, 2 AT 262y
P RAR RN T2 237 e, XA T 2 245 49y 4 W i = R

P F s gy, SR, X T AR 20 i
ATREAN R IORE , 10 S0 240 i X At 7T 288 245 1 f) e % ]
DA E M N B 250K, S LA, 2R R
PEABTT 2 25 4y 40 B 5 A Al 7T A AR A TT (h AR
“UMAEMLTT 259" ) LSRR PR T T 26 an B dF A 7T
ARG TEANE A By R T R g
HOfLT T 2250 IR A 2R GE B2 MR, AN TR Y Al 7T 2K 24
PrestRmeE N AC VSMC 19 LA o & 0 R AR 1
TT 2825 % 40 M # A 5l ) DR 4P 4 8 3 T
FIRPEMBTTRZGY) . i, 7T 2258 7 Y21
A SR IS 22 Rk B R R (LR 2 22 A9 1l R
UEHEA RERH T 258

5 & &

=A

FAT, 7814252 CABG R B & KL% WA
SVG,, {HH: Jg 199 A4 09 3 1 %8 4 Ik T LIMA 503
RA, PHIUL, 415k 26 g8 3 RO 53 5 1) 282 A9 2 1 5
XS SVG A= 0B 25 K ms , LUGEE IX SRS AH )
(REN R, 7T 25259 TC 5 RE W6 ol 35 #% 5% PCI 5K
CABG SR sl ik il iz o 2 2 o 30 0l A8 — 25 Ty 1Y)
I PRASCR s b b T 28259 ] LI /b SVG 11 1L
AL, B2 NO AW R B bk 1 A8 5%
JiE , X SR IE SVG FRARA AL (1Y) EL R 7, It
Hh ABTT 25 25 Wik AT 4 5 Ui i B BRI 48 4
FH, P A] T HiB CABG J5 i 2tk SVG %,

M2 LTI YA G R T AR
FHE 25 B2, IF k3% T CABG J5 i I IRIT 24
X R T 225 % SVG A=A AT 255200
s ZEPEANER T 2 i A28 SVG a1 A 158 1)
(43 FHILH . 32K i X S8 B8 A 4 b 18 3 B YR Y
B AT REAE HEARSIAN X SVG AR W2 (R 25 o
FEME ) K JE
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