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E 5 B8 Bk OEBICHT AR EEIRZEN (Percutaneous coronary intervention : PCI) &
FRZREFEREE LTSN T A, EBHEBPEA T~ b (Drug-eluting stent : DES) 12X 0, K& &MET
Ho PERRIZEAD LA, BelZnREanTuiv, REERBORMBERE LTA v 2 Y E:H
ENTEY, FHREIGEELZ RITTIEIRBINTWS. 4k 4 12 Homeostasis Model Assessment #53%
(HOMA-IR) #H\WTHA ¥ A Y VB0 & DES &% O Fakzz o B % ad L7z

FiE 1 20074E5 HH 5 2010 4 10 A T TI2ARBEMYIC PCI % JitifT L DES %% & L 72 248 #li oW, HOMA-
IRXVEES 2 VIR EET 28 (HBE:n=75) EHSES ) VA AT AHE MBE n=
64) BIOA Y2 YBiE2 A S WEE (LB n=109) (0L, TENEHREYZHVTHERZESRS
L OF N 2o W TRE L 7.

BER PRI OB CTERICE o7 (p=0.0005). BEMHR/NMIERITHECHO 2BL KL CEE
WA EHo/z (H:1.62+1.02mm, M:242+048mm, L :2.17+0.70mm, p=0.0086). & 5I2% kA1
HEECTHoO 2L LKL THEEICKE L (H:40.1+34.7%, M ::14.7=104%, L:22.7+21.6%, p=0.0092),
BRIAFEE D HEClbo 2L b L THEICKR&E o7 (H:0.87+0.90mm, M :0.19+0.17mm, L : 041

+0.62mm, p=0.0097).

fEER LA v A VIRPUMEIR, DES MERMKEDEMRNT LR 2 b EER LN

Key Words : 1 » AV Y#tHitk, HOMA-IR, Fkze, FEANEMTER 7 > &, PG

#

1977 4£12 Andreas R. Griinzig 2%1Z LT3V — ~ 1l
B % AT L CLARE 35 4EA5RM L, R Yt Bh AR
JEHMT (Percutaneous coronary intervention : PCI) i
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A BEH A 7 ~ F (Drug-eluting stent : DES) &,
RELGBERTH o - FHREZ B 720, KR TIX
HHNVBUETL RO Y.

PERF IR CRBEOEELEREAFTH Y, Ja-
pan Pubric Hearth Center-based prospective Study T
IEEBSR U OB RE Tl MM D B O FIE ) A
7 33.05 i LR L MESNTWEY. 72, BRI
FEAT7 Y MHEROBFKERLEITLIEVDRTY
256

VAT & D A 2 ) VPt ISR O EE w0 —
DEEZ LN TW/ZA, Reaven IR EREE B O fE K
T (4 R VB, sS4 A VIE, TERERE,
BRI AE, K HDL Mg, ®IE) 2514 ¥ A1) &~
TG THEBRICOL > TED, ZRODVEHRL THE



96 i kR DJMS

THMAEE Y Y Fu—A X RIBLTY, ZRDRK, ¥
RFEOWMBERTH L4 v A VP ShTw
5. VHifk41d, DESREHRTRXAEL A A Vi
e DOEEIZOWTHRETL, £ ¥R YKPitkLs DES
HEHBEONBEMBEICEELZ RIZL TS EHmELE
A0 A TR VIRBUTE O R & FESkA2 & DREIZO W
TR L2285 13 200,

H ®

ARF%21Z DES "M ESEFNICBNT, £ YA Y VP
% Homeostasis Model Assessment 3§ £t (HOMA-IR)
ZHWTEHMEL, 1 YA VikPiEoORE E kAL O
B2 DWW THRE L7

POR-

2007 £ 5 H2*5 2010 42 10 H £ TITH B TR
PCI |2 C DES 238 & & 4172 80 i il e 1028 5]
b, ZRHEREMURERE, ZEREREIAE A > R SEDTHE X
N7z201 B % B8 L. TS0 b, ZEIERE RS
200mg/dl L F HOMA-IR I EABEHHI B L 1 ~
AN BRI RB A3 B % BRAb L7z 248 Bl &g & L7z,
SGAEF O HOMA-IR 2 5l L A >~ 2 ) ¥ LMK
W (LB 10960, HREEA YR VM EAET
L (MBE 640, BEA R VYL HT L
(H#:750) o 3BICHEL, B F CuEdihRiEE
¥4 (Coronary angiography : CAG) % Jitif7 L T DES
BEBREE2IZOWT, CAG B L ERIERIRE
(quantitative coronary angiography : QCA) f##7 2T
MRS 2 4T - 72

B, AMECH-oTIE, BEBITZOREICO
WHELHICL DR v 7+ —L Faver b Eifr
L, MEx79) 2 Thifr L 7=

B &

T RCOREFNIG I PCI ST Stz 72,
FTRTOEBIZBWTPCIFIL D 7 ALY » 100mg &
Fruat¥yr200mg F/21E7 0¥ FZ LIV 75mg #4%
B U7, CAGIZ 200745 H 75200945 H £ Tk
SIEMENS #L# COROSCOPE TjifT L, 2009 4E 6 H %
5 20104 10 H ¥ T 12 SIEMENS #: # AXION Artis
dBC THifT L7z, 75% sk Lo A Bz IIx LT
PCI % jitifT L, ®WWZEIZDES # ¥4 L7-. DESiZv 1
AR EMMEAT ~ b (Sirolimus-eluting stent : SES,
13361), %279V 7 X VHEREAT v b (Paclitaxel-
eluting stent : PES, 80 fl) BXzxuy A AHERME
Z 5 v b+ (Everolimus-eluting stent : EES, 35%)) #

fERL7-.

LRI, T U XX T UV UEREERIERE, 7 UX
T Y VR RAREYEE, AN AT v v R IVIEHUE,
B R, HMG-Co #ItEEFFEIIT B HE DIRRBIZ &
DEEAEH S 7z BRI R R IS B W TR T I
FEF3EE LT, ANKZVYLTH, €774 FH,
a Zvayy—YHEEPHEHINZ 77V VU
BARB XA ¥ A B FREGNEBRAMES] & L 7-.

A VA P 2B IR RS & Z2 R IAE £ > A Y
UMl 53R 515 Homeostasis Model Assessment $§
¥ (HOMA-IR) % H\CaHii L7z,

HOMA-IR &

HOMA-IR = Z& JE KE A5 (mg/dl) x 2 J5 I 1fiL 5% A4
YA Ul (uU/ml) /405 THEH L, PCI#io HOMA-
IR»5 25 K% LEE, 250 E5.0KiM%E ME, 5.0
YbkxH#EE L7

ZD#H%PCIICTDES /& L, # 82 H &Iz
CAG ZHifT L7z, ZORBETFHRZEDOH ML QCA f#HTIC
X MRS (late lumen loss) B X V% RzEH (%
stenosis) % 3 M CHBME L 72,

QCA 1 1Z QCA-CMS (version6.0, Medis, Leiden,
Netherlands) 2 & % HEpRLBEM I Z H Y, ®AME
PEOHHAA & FAYM TIEH 23060 & D W BRI RE (refer-
ence diameter : RD), &A% £ (minimal lumen di-
ameter : MLD) Z2ME#B X OB MEIICEHHI L, late
lumen loss B & 8% stenosis # & L7, k0%
X, WSHPHBOBUEM CAGIZB TS, A7V A
DN THRAEZR 50% DL R & L7z,

HRETAEAR

FERIT T £ R#EfR 2 (Mean+SD) T L7z #%
FHIGALIR I 2 B R e 22 FU S B3 A AT LI IR D 7
Wt BUEE, 3REH O A RIS S EATICIE t BUE
DEERFEGN 2 7z H T T) — BRI T 58
EIE P ER V. $72, EREFoOREICIED
VAT A v 7GRz TRTOREHE > A
7 L 21% Stat View 5.0 (Abacus compute Inc. Berkley,
USA) ZHw7-. BEHA BKk#1E p<0.05 & L7-.
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k1 BEER
Group H Group M Group L p value
Number 75 64 109
Age 65.7+8.2 67.5+8.2 67.5+8.3 N.S.
Sex (Male/Female) 62/13 54/10 87/22 NS
Risk Factor
Hypertension (%) 66.7 57.8 64.2 NS.
Diabetes Mellitus (%) 40 31.3 21.1 0.021
HbAlc (%) 59+0.8 59x0.75 58=x1.1 N.S.
Dyslipidemia (%) 81.3 79.7 69.7 N.S.
LDL-cholesterol (mg/dl) 108.4+26.4 112.3+32.7 108.8+29.3 N.S.
HDL-cholesterol (mg/dl) 43.9+10.6 48.0+13.3 47.6+13.9 NS
Triglyceride (mg/dl) 1495+105.3 140.4=75.8 137+69.6 N.S.
Smoking (%) 40 28.1 38.5 N.S.
Family History (%) 13.3 7.8 5.5 N.S.
Drug treatment (%)
ACE inhibitor & ARB 73.3 62.5 72.5 N.S.
Statin 76 75 74.3 N.S.
B-blocker 28 28.1 41.3 NS
Ca- blocker 38.7 28.1 394 NS
ISDN 77.3 71.9 63.3 N.S.
SU 22.7 21.9 11 N.S.
a—glucosidase 20 9.4 9.2 N.S.
Biguanide 5.3 9.4 7.3 N.S.

ACE : angiotensin converting enzyme, ARB : angiotensin 2 receptor blocker, ISDN : isosor-
bide dinitrate, SU : sulfonylurea

x2 MEERET

Group H Group M Group L p value

Target coronary vssels

LAD 38 32 49 NS

LCx 14 8 22 NS

RCA 21 20 34 NS

LMT 2 4 4 NS
Number of diseased vessels

1VD 32 18 39 N.S.

2VD 21 28 30 N.S.

3VD 21 17 40 NS
AHA type

B2-C (%) 46.7 57.8 48.6 NS
Stent

stent diameter (mm) 2.94=0.36 2.99=0.35 2.99%0.35 N.S.

total stent length (mm) 31.1+18.8 35.0+£26.1 30.8+20.8 N.S.

LAD : left anterior decending, LCx : left circumflex, RCA : right coronary artery, LMT : left
main trunk, VD : vessel disease

N tro 7z, BERRREETIIABENRD SN2, FE10HCTHB720, ek HAMRS % (Japan Dia-
HbAlcfECIR A EEZ IR D LON Loz & B, betes Society : JDS) DIL#ETH 5 JDSfEx IV, #FO
HbAlc 2B L Ti, BAEI M REAEILAE (NGSP) A% TR T PR BB X OF HbAlc 6.5% VL E % BER K &

EH SN TWB7%, QM2 2007 45 H A 5 2010 L7z
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F 3 ERZERB XU QCA T

Group H Group M Group L p value
Restenosis rate (%) 26.7 7.8 8.3 0.0005
QCA analysis
Pre
reference diameter (mm) 2.52+0.56 2.42=+0.50 2.66x0.61 N.S.
minimal lumen diameter (mm) 0.74x0.34 0.54+0.45 0.74+0.49 N.S.
lesion length (mm) 20.6*13.3 19.3+19.0 24.7+20.9 NS.
% stenosis (%) 71.1+13.0 77.2+16.2 731144
Post N.S.
minimal lumen diameter (mm) 2.53+0.37 2.57+0.51 2.62+0.48 NS.
% stenosis (%) 12.8+7.55 12.0+8.02 11.0+5.12 N.S.
8 month follow up CAG
minimal lumen diameter (mm) 1.62+1.02 2.42+0.48 2.17+0.70 0.0086
% stentosis (%) 40.1+34.7 14.7+10.4 22.7+21.6 0.0092
late lumen loss (mm) 0.87+0.90 0.19+£0.17 0.41+£0.62 0.0097
QCA : quantitative coronary angiography
(%)
30
26.7%
25
20
15
0
10 7.8% 8.3%
5
. . N
Group H Group M Group L
(n=75) (n=64) n=109)
13 BEMIC 31 2 Ak
PRRZERIT H RSBV THEIC R 272 (p=0.0005).
2. MEERATF (£2) 2RO hoTz.
SEMITBWTAT v M &AWl LR ER 62
FEExROLhdro7. TRENKREREEBIV 4. BEEEFE (%3) (W1
American Heart Association (AHA) type 2031258 W PEE B IR &R BT ER AR HBET 26.7%,
THERBERTHEEIRD N o7z, HiBELIAT M#BET78%, LEHET83%E HETHEIZE P72 (p
VIMEBIUATF U MREIZBWTHAEEEIREOONL =0.0005).
oz,
5. TEMEBESR (%3) (K2)
3. RERIhE 3HEMTQCAIWCTHIM L 72 PCI i RD, MLD, %
SHEMICBIT B EBEIIFIL100% TH D, PCI AT stenosis I EZIFTO SN L D o7:. /- PCIEED

BB X OO EIEICE L TH I RTOFICZBWTE MLD, % stenosis Td 3THM TAHAEEEIRD SN Hh
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MLD % stenosis late lumen loss
mm p=0.0170 % [ =ik p=0.0200
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Group L 0 GroupH Group M GroupL

2 3HEMITBU 2 QCA BT
MBI MLD 2 HBECTH BN S o7 (HBEL# : p=0.0170, H#xF M # : p=0.0037).
% stenosis CIF HHTHEBICKE L HBXLE : p=0.0179, H#x M# ; p=0.0038), F
7z Late lumen loss I2BWTH HHETHEICKE o7z (HHRL#  p=0.0200, H#xX M #

p=0.0039).

of BEHEMMLDZH# o 2# & kKL THEE
Zh&E< (H:1.62%+1.02mm, M:242+048mm, L:
2.17+0.70mm, p=0.0086), 124 % stenosis i+ H #
THO2H LB L TAHBEICRE o7 (H: 401+
34.7%, M :14.7+10.4%, L:22.7+21.6%, p=0.0092).
% 7z late lumen loss I2BWTH HFE Tl 2 # & Lbig
LCAHBICKRE P>/ (H:0870.90mm, M:0.19
+0.17mm, L:0.41+0.62mm, p=0.0097).

6. O X7« v VAR (£4)

BERERKTTHS 10HBIZOWTO IR T 4 v
2 M % 4T 5 72858, HOMA-IR 5.0 LL 1o Assi
FIEIEA 7~ PREBRTRZOMN L2 FHETF L %
o7 (Fv XM 413, 5% EMHEXM 1 1.95-8.73, p=
0.0002).

Z =

A A YIRPIEORE & FaE & OB ARG L 72
MR, EFRIEREA T v MERESICB VT, HAEHZE
WL, BRRZEREIAEREICE L, 72 QCA TR RIS
BWThH, BUHMLDIZHBEIZBWTHEEIINEL,
18P % stenosis B & O late lumen loss (& H # 2B W
THBICEMETH o7z, T2, VA7 1 v 7 IRGH
DOFER, FREOGKRINT & LT, HOMA-IR 5.0 UL L
DHRIHBANRO LN, TNOLOMPELY, XAT ¥
MNABHFEFRZOERO—> L LTHIT SN 5N EREGHE

K4 OIRT4 v IHEN
OR 95% CI.  p value

Hypertension 0.80 0.38, 1.68 N.S.
Diabetes Mellitus 1.84  0.87, 3.88 N.S.
HbAlc 1.34  0.95,1.89 N.S.
Dyslipidemia 0.53 0.25,1.15 N.S.
LDL-cholesterol 0.99  0.98, 1.00 NS
HDL-cholesterol 0.97 094, 1.01 N.S.
Triglyceride 1.00 1.00, 1.01 N.S.
Smoking 095 0.45,2.03 N.S.
Family History 0.29  0.04, 2.27 N.S.
HOMA-IR=5.0 413 195,873 0.0002

OR : odds ratio, C.I. : confidence interval

ZBWT, BEA YA YR EoTFIRT-£ 20
ZhLEz oz

1. ERBEA R ViEGMH

A YA VP S IERBC BT A4 YA oM
MEZHEOETTHY, HEH—CREDA ¥ R VI
L%, ZOEHZRETELRVWRETHS. v
A VPRI EBHIERO A TIE 2 <, ks, I,
HEEL EOBRRKNWERICE>THELL EDbRTY
W4 22 BRI DI 2 BB IE O RE D O
EoL LTHMEN TR, TEFHERBEL ICB W
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THROHNE Z LDHE STV B I
B, e, TREAHREIES % £ T <, Reav-
en DILEFT 2L v Fa—2a X7 % Kaplan Di2ET %
DM EZ", DeFronzo DIRET 54 v A Y v #HiM
FEBREY 2 E2BHL, AF KRV vy Fu—ntk
LTHEHSNTW S,

A2 YIRS T 5 L, MEIEFI{LD-912
XEDZL DA VR UHRBELRY, KERMIIEA V
AV VIMGEE b, TNETEA VA VIAE L i
DIRBEDOBRIZOVTIZW L O OWMED R ENTW
%73, Despress HIXZBERFOE A AV ¥ ILE A0 L
BAXRYIOMNLfEMEAFTH S EHELTW
29 A BI AL TS, BA YA Y
MFEASRIME IR E DO EELRERE T TH B ERES N
T‘I‘%}N'ls).

A4 YA YIRPUE & B LERE L OBIEIZBWT,
Hedblad 5134 v A YIPEEZE T HREEH S LW
ETIRIMAMECEBIC L AT & ICTEHEZ MG L 724
B A VA VB E ST AR THRIETERI G
STEHELTWEY, LaLl, ZhECAGIZE A
HE2T-72bDTIERd o7, DRiF4i1d4 A1) VK
Pilk & DES WBHFHAICOVWTHRET 2 L2 25, 4
YR VIRPIE ORI L BksE L OB A M L 7oy
&7\,

AW TIEA > A VIEPUE O E % HOMA-IR 12
TEMli L, Fipkzaz L oBEZRET L7z, 2o/, E5E
A4 v 2 VIRPLE L DES &% O NS & B
HLTWDZEDRIBEN, 4 VA VIKRPUEOUE)S
TR TFCOR D EEZ b,

4 YA YIRS E RS 5 Fik & L Tid Glucose
clamp 7%, SSPG #:, Minimal model i 7 & A5 — %912
HOENTWAED, WINLERE I A NP 5bE 0
FAY) Y BB S, — )5 HOMA-IR I LB R 8 12 55
ITE, 4R YHRPEEHT O L L THEDHEI
BWITbHEHTHL EEDbNT.

2. 1R CERMEERT Y NRERE
PCLIdS/IMbd 5 G BZE L 2z NE % BIK S % F
HTdhobh, ZOWEICIMERDOGENFLET S, T
bbb — VR AT v MREIC X Y ME R R
RREEEIMZ 5 2 LX) MENEORKEH TV,
I3 RE DG EIZMF B OFEICL > TBEIRS
A, PEBEEANE b - 2B, F OREREA 4501
FELTWARwE, BIRIERC M DUNRE, MR
BREDBRE R DY A7 WK T D, ZONBEEREOR
FEIIEIRBEALFSAE OB L LTEETH Y, SER

PR B 2 R M BERE AT E A ~ A VIER B WA Y A

VIR L A B L S hTw A —T, i
BEZRIRIZIN > 72 B PE i ML O B & - TIBTE
ENDAS, TP OMEREOBEBRICBT 2B
FIED DD BN v — VIIRMRAL O gk
22\ 32N O M4F OBEEE Y £ 7 ¥ 7 R o 1A A
ORI X BIME ) TFY ¥ I DTFRTH 7278, A
7V MNREHDOAT V PN, A NEO B
PREOFRE shz?,

B PR 205 R Ik B R O BT L 72 BRI T T B 2 &
BIELSRRAMESNT WSS, FRAEICBVWTH M LofE
BRKHTE LR L VST, 20RO~
DELTEA YA VIWERTERH SN TS, [ VA
YEPUEDAAET B LB A YA VIRBL 2 B
7%, Bruemmer S51ZZDEA Y A VIREDR C-RTF
FREEAZITAEL, M FEMmMEL B &5 LG L
TWw2, 72, MBSO A 20 VIR
MAP kinase % JuiE S, PG Z L d 25 & bWl
ERTWw5B,

DES 2 & ) Fisz2 i3 B IC A L T 525, 24l
Wk SNV Ok, FENEOBILK % Eik§ 2 ZHO
—DOTHEA ¥ A VIEPEOHFIENIKE G LTw
AlzblZEZoNSL. PRIEA VR YI|IUES AT v
FEEHOTHAEICHG LTV EHELTEY Y, B
RO 4 OWf5ETYH, DES RiEHOHRARICHEA
XRBD L NG h o728, NEHEIHEIZA ¥ A1) VIRPuEDs
BELTwb I alE LY.

REFZEO4EECIE, HEOFHAERIIMBERLED
PR E B L CAHBICE o720 T 72, 2%
CAG ® QCA ENTHE R, TV AT 14 v 7 [R5 DR
BOHBOMEA VA VMo L IR L THE
WKRWI EEEDLETEERT L L, WEA VA VT
PEASHENBEO BRI & 5 AT~ MNFERROMAT L
fEREATICRD ) B EARBENS. DESIZED
PRI 2 ) L kA 2 BE 2 5 2 L3R L o 72
A, X DERNA VA VIS AT S L, EANC X
%P % 8 2 A WIS ER S D L F 2 b,

3. SROEEHEE

HE MO o T HR & L C PCLIHER 72 % H iz &
FTWTE72 DESIZE ) I RESEEL TS
A, EAIEER STV AW, AWFZEIC X ) DES #
ERFRZEICB VT, WEA ¥ 2 VRBUMEA AL L 72
fEBN T2 ) B 2 EAURE NI

BTE O RFZ MR TIE, HbAlc OEEHEEH I
TBHBY, R OERKZHETIIMBEER HbAlc OfiT
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BRHENTWALZENZ W, LaL, 41 A) Ytk
IHERIROEERRETH L L FEHC, EILE PR %
TWhEZR &8 F S L EIRAEAL AR - & %3 B LT
Wh7eH, LOEEI»S A VR SIS AL,
Y AR EEEY:, SoIEErr sy IR
RENDA YA VIRPUSGEEDOBEAIZLD, £ VR
) UM AN E S LI ENEELEIONDL. FO
—ge LT, A A VIR EETH 5 HOMA-IR
BEREZZONS. S5 RBADOIEHELER 7
Y MELT, MEREREEORBRELHET LI %L,
FENBEO B DA ZPHITE B AT >~ b ORFENRF
s,

4. KIFRDRF

AR E G TOMETH Y, 5%, flixTo
SEBI B R B U7 BRI & 2412 b 7 5 3t
VUL EZ OND. 72, FREGKRNTL L Tho
IR EEREF OGS B EIETEewzo, |’
BRI, BERENOMA, SBEREOMKR &b 1
SR L 2PV ETH L. KR CTHA LA
HOMA-IR i& A4 » AV ¥ fdi Ji iE B R0 22 J5 IR I B s
200mg/dl DL EOEBITIIHTE iz, %I
S5OREPNCOHHTE BH2%A ¥ A VIRPUE ORI
ORIz FEL L LB, £ R SERERR
A ¥ A VHRBUIESGESEAL FE B & 5 @ 72 IR HiPH T O
B I UFHMALETHLLEEZOND.

#

EEEA Y A VYUY E DES W BRIk O TN
FELTHHEEZEZ ON, DESHEBEREMICENTY,
A YA VRPN 2 AR UGS S5 T E D % B K
OWHFBIOL) D EEDNS.
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Severe Insulin Resistance is a Predictor of Restenosis after Drug-eluting Stent Implantation

Tetsuo Yufu, Takaaki Komatsu, Isao Yaguchi, Takanori Kuroyanagi, Akinori Fujikake, Sachiko Komatsu,
Fumitake Ozaki, Hidehiko Nakamura, Akihiro Higashi, Yoshihiko Sakai, Kan Takayanagi

Department of Cardiology, Dokkyo Medical University Koshigava Hospital

INTRODUCTION

Percutaneous coronary intervention (PCI) has been
widely adopted as an effective treatment strategy for pa-
tients with ischemic heart disease ; especially, restenosis is
suppressed after drug-eluting stent (DES) implantation.
However, coronary artery restenosis after DES implanta-
tion still appear now and then. The aim of this study was to
clarify the factors associated with coronary artery resteno-
sis after DES implantation and evaluate the homeostasis
model assessment of insulin resistance (HOMA-IR) index
as a predictor of restenosis.

METHODS

We reserched the clinical records of 248 patients who had
been subjected to elective PCI and DES implantation be-
tween May 2007 and December 2010. We divided these pa-
tients by the value of HOMA-IR into three groups (Group
H; HOMA-IR=5.0, Group M ; 2.5=HOMA-IR<5.0,
Group L ; 25>HOMA-IR), and examined the relationship

between coronary artery restenosis and HOMA-IR.

RESULTS

The rate of restenosis was significantly higher in Group
H (26.7%) than in the other two groups (M : 7.8 % and
L 8.3%, p=0.0005%). Follow up MLD was significantly
lower in Group H (H:1.62=1.02mm v.s. M; 2.42+
0.48mm v.s. L : 2.17+0.70 mm, p =0.0086). Furthermore, %
stenosis and late lumen loss was significantly higher in
Group H (H:; 40.1+34.7%, M ; 14.7+10.4%, L ; 22.7+21.6
%, p=0.0092, and H; 0.87=0.9mm v.s. M ; 0.19+0.17 mm
v.s. L ; 0.41 £0.62mm, P=0.0097). Logistic analysis showed
that the only independent predictor of restenosis was HO-
MA-IR over 5.0 (OR 2.87 ; p=0.004).

CONCLUSION

The results suggested that severe insulin resistance was
a predictor of restenosis after drug-eluting stent implanta-
tion ; furthermore, that improvement of insulin resistance
may contribute to prevent coronary restenosis after drug-
eluting stent implantation.
Key words : insulin resistance, HOMA-IR, restenosis,

Drug-eluting stent, intimal hyperplasia



