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LTHEABINTWE)S, ZOWRIIEA v A Vikbitk
PHIET %Y.

6Bz 195 B IR 2 AT (percutaneous coronary inter-
vention : PCD) \3EEMIR-CIRE DT S NI2EHRETH
5. O TPCIOHRKDIRIEFRAETH o 72h%, ik
EOFEFBE MM AT ¥ b (drug-eluting stent : DES)
DBEGIZEDEREZIFELIBA L. LerLeds
DES # W T H HkEFL2EOIZT 5T TIRIEE-T
BOT, FRIHMERRE, DNIERZE, RSO
KEBN—FVELS>TNETY,

Ll nF TIzA ) VPP T O FIIF
TTHY Y, DESHBHOWBHAIZ S 535287,
BEEEA ¥ 2 VEPUE I DES ¥ 8 % 0 Fk sz o F il [N
TenrYIBIEY ZMELTE L LAY RY
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SER254E 11 B 7 H2 A, FRi254-12 A 12 H 281
BURIGERSG © B/ W%
T 321-0293 AN THRAE BRT:LERT It/ ik 880
BHERRE R OB - %)

VIRPUECGER IS X B PR AR IR R & BeaT L 7 et 1
V. L TR TIREMEEEIRERICB T AT 2 b
REREICB T, HEABOA v 2 Vb2 Ho-
meostasis Model Assessment 5% (HOMA-IR)'? % H
WCEHIi L, £ v 2 YIEPIMEOZAL L Tz onT
Mgt L7z
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1. x Ed

20104 1 H X 1 2011 48 11 H T T2 ER RS
BIR G BR BRI RS A RS L 728 B IR R CrR%
PR EIIR A 7~ MlF 2 iif7 L 72585 368 B, 228
WEIBE 3 & OVZ2JERE A A ) Uizl L, HOMA-
IR25UEDA 2 VIRYUEE A L2826 235 &
L7z, AV 74— Faryty MZowWTIRIEE E
T ICEA LEE O E % 15 Thafr L 7.

2. F &

FTRTOREBNEHRF LY 7 AEY >~ 100mg & F72
O¥yr200mg 72127 0¥ R/ L)V 75mg 2 #H%5 L
7z, EEIREZ1E SIEMENS #1:# AXION Artis dBC T
WAL, HERZECHLATY FVERELL. AF Vb
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*®1 BAETRHET
g EALRE P value
(n=54) (n=28)
AEHD R 66+8 68+8 0.381
PR B/ 2k 47/7 24/4 0.868
Body mass index : kg/m® 26=4 26x4 0.835
BIE :n (%) 43 (39) 25 (89) 0.957
BERIE 5 n (%) 20 (37) 8 (29) 0.443
PRBEEAE S n (%) 45 (84) 22 (79) 0.597
B n (%) 25 (48) 13 (46) 0.991
KIEHE ©n (%) 9 (17) 9(17) 0.780
PGFEHBIME 5 mmHg 133+24 137+26 0.410
YEERME » mmHg 69=11 63+12 0.585
Z2JEIREINLAE 5 mg/dl 123+24 11724 0.214
ANEZTE Y Ale: % 58+0.7 5.7+0.5 0.742
HOMA-IR 8.2+6.0 6.8+3.8 0.249
LDL-2 L A5 12— ; mg/dl 100+28 101+27 0.921
HDL-2 L 25 a2 —)V ; mg/dl 46+12 45+12 0.709
M Z)EY F; mg/dl 163+104 149+76 0.553

LDL =low-density lipoprotein, HDL = high-density lipoprotein

305 @ W C bare metal stent (BMS) Z 721% DES
M\, BMS ®EFIIHGEH6 » ik, DES WERIIH
e 8 H H IR\ BN B IR 2 % fiAT L7z, S BhIReE
BAEBREFIIBWTIIBHRERICED, FHREOHRET
BB 2 AT o 7. BEIRIERE IS B 5 MAERET
BEE LTIX, AVEKZWVIRFEH], €7 T7FHAF, 57
V)Y UEEK oy vayy—BHER s LF
VEMEEAMHL, 4 A YEHEMIBA L. F
7o T RTOFEFN B TEFFE R OEHFLE L IREL
AEEEOYREIC OV TIRE L 72,

A2 AP OFREE & U C 22 R IR i & 22 i
£ Y2 D ST X T HOMA-IR 23K 72'7.

HOMA-IR = ZZJERFIMAEfE (mg/dl) X Z2fEREA > XY

At (uU/ml) /405

A F ¥ FiF#k HOMA-IR/A 7 ¥ b 4f 5 HOMA-IR
<l AWEHEERLLZLT, £ 2 VP esE
L7-REE BAL L 28RS L, BENEEIRE I T
g OF I L ERWEEIRER (quantitative coronary
angiography : QCA) 2 & % Wp#l#8 2:% (late lumen
loss) & U*% diameter stenosis % 2 & [ CLLlARET L 7-.

QCA 1 QCA-CMS (version 6.0, Medis, Leiden,
Netherlands) 2 & 2 HEh A& M EZ H v, H/hnE
£ (minimum lumen diameter : MLD) #%&Hll, Zo
HEAR & AAH A o> T R AL ML 2% o0 S il % s BRIl 45 %
(reference diameter : RD) & L,
[(RD-MLD) x100/RD] % A7 » b,

% diameter stenosis

etk =

oL £l BN o MLD 25 late
lumen loss (f it #% MLD-12 £ ] MLD) #% %5 L 7-.
FEDOERITBEEIITB W CTHIERET% diameter
stenosis A350% 2L & L7,

3. WeEtEER

7= Z P £ FEHER 2 (Mean+SD) THRLL 7.
EHLEIE, 2 BEM OB AU T 2 TR O
Wt Mg £ 7213 Mann-Whitney ® UKEZ, #7573
) =B P BRE R W7z AT Bk p<
0.05 & L7z, XTOMEHFNT A 7 21213 Stat View
5.0 (Abacus compute Inc. Berkley, CA, USA) % Hw
7z.

s R

XFEB] 82 Bl 4 > A IRPUMEATEE L -/ id 54
B, BALL 7R 28 BICTH o 7.
1. B&EE=
A YR YIRPUEYGE, BAbomRERH T, PR,
body mass index (BMI), &ILE, #EIRAE, IR EEAE,
1’3’%@)*7‘ RIERE R AT~ MTHEATIRE 5 C o AR e se
IOWTHEEZRO LI (R, 2). WMERKED
ZE% THE PRI IE RS IR A F 7203 Ze RS MBS A 126 mg/
dl DLk, 75gOGTT 2 ¢ 200 mg/dl LA, [l U
fili 200mg/dl T2EANEZFT V¥ v Alcfl (EIRRIEHEH)
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R 2 AT ¥ MEHAT OB HEH

R EALRE P value

(n=54) (n=28)
ACE FHES : n (%) 6 (11) 6 (21) 0.210
ARB;n (%) 31 (57) 16 (57) 0.982
BEWEE  n (%) 23 (43) 7 (25) 0.117
Ca 9% s n (%) 26 (48) 15 (54) 0.641
AZA¥F ¥ in (%) 44 (82) 20 (71) 0.297
74 75—b%n (%) 4 (7) 2 (7) 0.965
I¥F L7 :n (%) 7 (13) 2 (7) 0.424
AN T+ ZIVRFEHK i n (%) 8 (15) 6 (21) 0.450
Y7+ K3 n (%) 4 (7) 2 (7) 0.965
FT) T EEAR (%) 5(9) 4 (14) 0.490
aZNVayy—PHERE  n (%) 3 (6) 2 (7) 0.776
A% Rt S 2 (4) 1(4) 0.975

ACE = angiotensin converting enzyme, ARB =angiotensin receptor blocker

x3 A7V MEMWERTZT Y MER

R EALRE P value
(n=54) (n=28)
KRR A% 0.715
LMT ;n 2
LAD :n 17
LCX :n 8 7
RCA :n 27 13
ACC/AHA WEY A7
¥4 7 B2F7213%47Cin (%) 25 (46) 13 (46) 0.991
AT v MER
WEZRARAT Y M n 1.5+0.8 1.5+0.7 0.994
A7 ¥ ME mm 3.1+0.5 3.0+x04 0.108
WAT v ME S mm 26+19 27x20 0.961
BMS/DES 16/38 3/25 0.247

LMT =left main trunk, LAD =left anterior descending artery, LCX =left circumflex artery
RCA =right coronary artery, ACC/AHA = American College of Cardiology/American
Heart Association, BMS = bare metal stent, DES = drug-eluting stent

x4 BYEHICBT L ERKT

R AR P value

(n=54) (n=28)
IR IME  mmHg 140+ 26 13218 0.181
PEERIME 5 mmHg 71+11 6711 0.136
ANEZTOE Y Ale: % 5.7x0.7 5.8+0.5 0.697
LDL-2 LV A7u—) ; mg/dl 93+25 95+33 0.733
HDL-2 L A7 u—)l ; mg/dl 49+13 45+8 0.164
MY Z) Y K mg/dl 14095 138+63 0.924
HOMA-IR 3.2£26 14.1£9.9 <0.0001

HOMA-IR-=Homeostasis Model Assessment-Insulin Resistance Index
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£ 5 PR R OERNIEEIRE L=
U AL P value
(n=>54) (n=28)
AT v M
RD ; mm 2.83=0.76 2.75=0.61 0.662
MLD ; mm 1.19+2.97 0.71+0.43 0.398
% diameter stenosis 72+13 73x15 0.761
TR
RD : mm 3.17+0.52 2.99+0.43 0.112
MLD ; mm 2.86*+0.53 2.68+0.44 0.119
% diameter stenosis 11+5 12+5 0.290
24
RD ; mm 3.01=0.55 2.82+0.47 0.117
MLD ; mm 2.52+0.63 2.04=0.70 0.002
% diameter stenosis 1817 31+27 0.010
Late lumen loss s mm  0.17%0.21 0.32+0.42 0.034
ez o n (%) 4 (74) 7 (25.0) 0.027
RD =reference diameter, MLD = minimal lumen diameter
6.5%LL e L, REEFEDOERIIIFESEEANRS % 500267
F 7213 LDL-2 L X 51— Vi 140 mg/dl ULk, HDL- [%
IVATO— W H40mg/dl KimEF/2Z bV 7Y ) F 100 -
80
W mpes
2. TEIRAZ T > Ml 60 1 92,6 9 75.0 %
£ ¥ A VRS, BALOWBER TR 7 ¥ Mg '
WED5SAG, ACC/AHA ¥ 4 75H, A7 ¥ M- 2 401
FYME- ATV ME -DESHARICAEAZEOL 20 |
o7z (F3). WL SRR HIE100% TH Y, o 7.4.% 250%

IR IHE 2 3D e b o 72,

3. BHHICE T ERAF

BB WTA 2 VRGP SERE O HOMA-
IR1Z3.18%x260TH H, HEALEED 14.03£9.93 12~
AEIEMETH - 72 (p<0.0001) 5, ~NEZFUOE ¥
Alcfi, LDL-2 LV A5 ua—)Vfli, HDL-2 L A5 1 —
VA, MU Z VY FMECIIWER TAEETRD D)
o7z (FR4).

4. TENBHIRES

P O F RIS v A RBP4 )
(7.4%), TALBET 761 (25.0%) &R THEICESR
TH-72 (p=0.0267) (%5 K1). flioo QCA ##HEIZ
B LTl AT~ Mirai, WA TIERD, MLD, % di-
ameter stenosis ICHHEM THEERIRD L o720 18
HICBWCTIERDICIEAEZEEZZD L h o 7205,
MLD 234 » A Y Y iIkPitkc s 2.52+0.63mm, AL

B

HEEE(n=54)

EAbE(n=28)

1 2HEEMIIBIT L FEzEX
£ YA VPSR ETEICB W TH ZICEREROKHE %

7z.

#2.04+070mm LA EHEHTHBICHMTH Y (p=
0.0021), % diameter stenosis iZCZ%# 18.32+16.89%,
HEALHE 31.07%£26.93% L UHFEHCTHBEIWMKETH - 72
(p=0.0102). F7-late lumen loss b ELFHHE 0.17+0.21
mm, ELH0.32+042mm & EEHTHE KM TH
-7z (p=0.0335) (&5, 2).

zZ =

RHFFETA > 2 WPk OLE & ks & ojE %
MRS L7oRER, A ¥ A VIERPIESER B W TH RIS
FRZERMPMEAE 2R Lz, 724 ¥ R Pkt

BWTEEMMLD IZAZEICREEZRL, % steno-
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mm P=0.0021 % P=0.0102 mm P=0.0335
3.0 § T 60 1 0.9 4
0.8 1
2.5 1 ST 50 071
2.0 1 S ] 0.6 1
Nunnnnkk 40
MO
N 051
8] MMM 307 N ]
1.0 1 NN 20 1 NN 031 _him
\\§\§§\\\\ S \\\\\\\§§§ ’ §§\\\\\\§\
NN g NN 0.2 NN
0.5 NN ] N : NN
| N \ L
]\ o L [ MM ' MMM
0
WER Ea WEH E{LE Ebp
(n=54) (n=28) (n=54) (n=28) (n=54) (n=28)
MLD % stenosis Late lumen loss

2 2RI BIT 5 E R EIRE i
/PR (minimal lumen diameter : MLD) &4 v 2 Y IPIHESERHICB W TCHEIZEHE
%R L, % diameter stenosis & B J4% (late lumen loss) 13A B I Z R L7z

sis, late lumen loss XA EICEMZ R L7z, LEok
B4 A VIR SEE S S5 2 L SFEREO T
BElC D A B W REtEA R S 7z,

1. 12 ViR & BR%E

PCI #1215 D25 R MR EE I X - CTIME R &8
s, MEREOHEEINE L mENEOFRAEIZLY
HENENIERENDL 2 TBHEINLD, FULHEAT
5CH B EMARTERE, M, MEIRRREEZ: 258
20, BEERANRY PO AT DBERT B, — ks
G AR B & A B AR L O B R BAGHIC & - THE
U, MEBEOBHEBBIIBIT 2 VbIIBEEBEKS L E
A;_ [5 hé 13,14)'

BMS 25 A 8 T WG, BER RSk 22 D
MY L fERETFE LTHSRTw 20", ZoiFEo
—D L LTEA Y2 VIELRHIF 5N B, Ceclia 5
2B MBS DA 2 2 VIRREIC R B LA O
MAP kinase i&MEDSTTHE L, EhdSHr A NN GE 2 &5k
X¥2%. F7:Bruemmer 57 134 v A VKPR
DR A > A VIRREIC X D C-_TF FAPEE &
N, ENHMAEFEHMla 2 BE S ¢ & HEL TV 5.
FroA VA VIRPUE I ME N R REE RE T A RET
HY, TAETEFNVIY) VEAFICEZHRETL VA
VRPUEASE A N B RE 2 BEsE 5 5 2 L 2 L Tw»
2 R OE A OB TIIERFRZICHES T, I
RIFEZIIBVTHA VA VP E A OB L
fEREATFTHE I ENRALNE o2, 22
FEMAE N REREREEANR C BIG- 35 2 LRSI NS,

MAEDES A &N B X 122D, FkzAz0HIEIE

S22 L7z, TR PR & v 9 i LI R I RE 1)
IZBWTDH BMS & bR 2 ERIFLHERERLTITNVS
23172 DES BRI 7 o T O BERT O S PEIIRR L L
TEWN—FVTH 5. DESIZZDOHANT L Y IEH 21
EBEBRESEESNL I EDSH LN R o TS B,
F 41X DESHEHED AT ~ MNFIEAEIRZE ORI R
IZBWT BMS O TRARA L X, FH L RIERS
PEE SN2 )5, BMS & DES Tz o5
BRELZOTERVPEZEZTVEY. k413
DES A BHEFNZ BT H A4 ¥ A1) VR A3 P I B 5l
ST, EmEA R VIEROBEE 51T
Fpezespstms 22 L 2 /WL LY, DES®E#OH
OB IZBNTA Y A) YIRPUENES ST 5T
MEeErE 27z LA v A) YIRPUE oW & ks
DOBRIZO VT OMEHIARM LA D T TH 5. AR5
TIZ DESHEH & BMS B EF M T2 H L LTnwb
S, ARFZEORRIZA ¥ 2 VISR EIC LV EA v
AV VARBEHSYGE LI ST 5 o a8 3 7 30 7 3 Bl s3]
SNDWHEMEEZRBTLDDEEZ 5.

TR BB B W T PCLIZHEY. S N2 BHET
HBHH, PCIOATHERPEHETELbIFTIRRL,
PCI 2124 ¥ 2 ) VPGB IS0 5 2 L%, ik
WEROZKFHIZ2%HBD ) b Bbhs.

2. 42 EIMHSREICK 5 BEIEEDH

REW A VA VIEPIRSEEE LTFT VY IV
FAHDHIF SN D, PROACTIVE sEY 12X ) ¥
7)) & ORI RS S TRk, AT
YN REBTRAE TR D KA & SR,
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Lo, 7V T2 RERNIEMIRDFESE ) A 7 D3
B BHICREERET L. EFTHA4 FICbA v 2
D VIRPUESGERI R ATRD LA, RIFICBWTOE
HAERIIV L, BRI Thw. 72, —FHoT v
VT vy A #E (angiotensin converting en-
zyme : ACE) BIERRT v V4 7 v ¥ V2R
(angiotensin receptor blocker : ARB) 24 » 2 1) VK
PR BRSO SN BB F7 V) Uy RE
FNE EDOYERNRIT v, REFETIEA R VEPuE
SR, EALHoOWmBEMIZBVWTING OFEAIMHICD
WTHAREEZROT, ERMRLHL 2T S ETITE
FoTWRW,

SR PIET & 0 EEIREE R O H B AR ER
IFVTA - FT T4 TEUETIAENETEELT
IR HIBNT WA, LA A X b OWPHIRIHR b #Hd
ERTWRY. F7e, EBHREEICE Y A VR VIRPE
BYEHETHI LD TWDEY, KFJETILEBHE:
BT -7 DDOERBN LS DOTIE L, LliES)
# A (Cardio-pulmonary exercise test : CPX) 7
Erx VW EEEEOERLICE VAL RHOLZ L
PBLETH 5.

3. FRIFRDRFR

ARWFFEAT BRI A 2 ) VB TS E LB L
ILL7-BEE 2400F, MR Ok 2 KR L7272 F 0%
AMERBRTH A, BIME, - BERHERE L EOE
B F~NOBAE RN AZAT) L) B2 o0, FEYHE
B, EEEIE D FTEREOERETIT RN L
Tehto TARBIZEIZ A ¥ A Y YPiMEZ Db O~ AR
BRCiE v, A4 v A VIRPUESGE IS X B R TR
REVIT 720 F TV YV RFERRE ST F
4 N, Ho5VITEREEFDL R & TH YA VT
Way—4y b LA ARBEIT) LEPD 5.

4. #&

IR A 7 > MM, AR o HOMA-IR % &f
LA > 2 VRPIME OB & fpkzg & ORI 2 5 L
72, ZORERA A EPUEDYGE LRI B W TH
BICHRERPRRTH o 72, KRR RPH AT~
MERERA YA YIEYIE R WE S S 2 EAERED
TRIZD %A% 2 EHUREEINT.
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Coronary Stent Implantation
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PURPOSE : Percutaneous coronary intervention (PCI) is
an effective treatment for patients with coronary artery
disease. Although restenosis, a major weakness of PCI, has
been substantially reduced since drug-eluting stent (DES)
was induced, it is still a big hurdle in patients complicated
with diabetes. Previously, we reported restenosis was asso-
ciated with insulin resistance. The aim of this study was to
elucidate the effect of improvement of insulin resistance on
restenosis reduction.

METHODS : Subjects included 82 patients with chronic
coronary artery disease and insulin resistance who under-
went elective coronary stent implantation. Patients were
divided into 2 groups by improved (n=54) or aggravated
(n=28) insulin resistance, which was assessed with the ho-

meostasis model assessment (HOMA-IR). Quantitative

coronary angiographic parameters were compared between
2 groups of improved and aggravated insulin resistance.
RESULTS : The rate of restenosis was significantly low-
er in the improvement group, compared to the aggravation
group (7.4% vs 25.0%, p=0.0267). The minimal lumen
diameter was significantly larger (2.52+0.63 vs 2.04+
0.70mm, p=0.0021), the % diameter stenosis was signifi-
cantly smaller (18.32+16.89% vs 31.07+26.93%, p=
0.0102), and the late lumen loss was significantly smaller
(0.17+0.21 vs 0.32*0.42mm, p=0.0335) in the improve-
ment group, compared to the aggravation group.
CONCLUSION : These results suggest that improve-
ment of insulin resistance may contribute to prevention of

restenosis after coronary stent implantation.



