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A A VIS B A7z sirolimus-eluting stent &
paclitaxel-eluting stent O NREEE5H O #ET

Bt PERL KA SRR VIR
e A MR FER B0 B/
B KRR

B =R
EER T U A % /A < S S S €/
m RHE oml %"

E 5§ (B B OEBOWBEEIIE W TRENEBIRIZEERM ZAH 2GETH 2P EIREIFHETH
B, R L, EAEEKIEHBEEAT b (Drug eluting stent : DES) 2SEEIGH S i3 L TE T
WADKIRE L TRD T A, BUEKMERH O DES 2SR ST 225, JREEICX ) & DES % #4175
PRI R, RIS TwE Y a Yy A RBEMPEAT ~ M (sirolimus—eluting stent : SES) & /%%
Uy EELEREZAT VM (paclitaxel-eluting stent : PES) TIZHAT E N TV B EHOMEHES R 5. L
HiF 4 X DES HEHZICBWTHA Y A VIPIMES NI S LT 5 E i LT & & AiIEo HWi
VERBFORLL N5 20O DESIZBWT, WL 4 2 ) Y YO M G2 REHRET5 2L TH 5.

(Fik) 2007 4E5 A5 2009 4 12 A % T2 PCI #}itifT L DES = ®i& L7z 212 % SES &6l & PES Hi&
BleneEnT, 4R VP EROLHE PH) LRORVE (N 250 THREEZRE L.

(#&FR) FPk7212 SESHER), PESHER L LICPHENHETHEELRD L o7z, QCAMNIET %
& PES ¥ EMI T, /b4 (minimum lumen diameter : MLD), %3k#%2% (% stenosis), Mulll$H 2%
(late lumen loss) \CA B % B % h o 7253, SESH EH Tld /M1 ERET2.18+0.77, 2.61 +0.53 (p=0.028),
MR JeAE T 0.36£0.56, 0.13=0.22mm (p=0.048) L HEEZ D, %IK7AEFRTIF20.36+24.44, 12.2+6.86

(p=0.098) & P BETHAER D\ WEIN 2 52D 7.

(#855) PESHERIIBIENONBERGIZ A ¥ 2 ) VIO Z 21 2w, SESHERIZA ¥ A ) Vi

PUEA BB G- LT 5.
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R DE B OB & LU CTREEEIIRIZEMN (per-
cutaneous coronary intervention : PCI) X4 M 7 G #
HLELTHELLTWS., ZOPTHOEERAT >~ MAE
FENF TORETH - - 2NEMEL RS S EHED
PCIOEG L oo T D, Lo LFRAEINKE il L
o TEY, Ik LCERIEITERT >~ b (Drug
eluting stent : DES) HSERRICH SN A X 91274 0 Fik

i

PR 234E2 H 16 HZ A, ~Fiki234E4 0 1 HZ 3L
SIRIRERIG © eI
T 343-8555 ¥ LI BAT i A 2-1-50
Bt R A AT e R B ar IR

ZII KIS L7228, HRE LTRETH 2050805
NTWwaY. HUE DES 3845 § 5 HH 0@\ CTH~ %
FEHH O DES RIS SN TWwW5A2S, Ya) A A%k
Lo L5 0EMHAOBA SN TV DL ¥
FEVREFLDETEHDVARPEBAINTEHDE
WCRIEN L. L L8AT ST 2 35 o PR B Gt )
WP 1357 ), DES O H:EIUCEI L Td — DIk
WD,

—7J5, BERRI R RO EE RN TH S
A, FEHRAEICBOTHMY L2GERETE LTashT
W5, AR, BERWOBBEIEEO—D2E LTS Y R
VIEPIMEAER SNTB Y, fERolihES X O HbAlc
DATIE R LA VA VPN % s S8 5 AT
bhTwad. T4 v AU BB RIE IR S 377
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#F 1-1 SES @ EET R

DIMS

Group P Group N P value
Number 66 52 N.S.
Age 65.1+7.6 66.4+8.7 NS
Sex (male/female) 49/17 48/4 NS.
BMI 2458 +2.86 22.79+2.49 N.S.
Risk factor
hypertension (%) 69.7 73.1 NS.
systolic pressure (mmHg) 133.3+28.1 131.7+28.2 N.S.
diastolic pressure (mmHg) 69.7+11.9 70.0+11.2 NS.
diabetes mellitus (%) 50.0 23.1 N.S.
HbAlc (%) 6.3x1.1 5.6=0.6 NS.
hyperlipidemia (%) 90.9 80.8 N.S.
LDL-cholesterol (mg/dl) 111.6+31.5 109.9+30.5 NS.
HDL-cholesterol (mg/dl) 50.7+28.5 51.2+22.9 N.S.
triglyceride (mg/dl) 136.0£66.6 145.8=78.2 N.S.
smoking (%) 28.8 36.5 NS.
family history (%) 10.6 3.8 N.S.
Medication (%)
ACE inhibitor or ARB 68.2 67.3 N.S.
statin 78.8 73.1 N.S.
B blocker 27.3 28.8 N.S.
Ca blocker 24.2 32.7 NS
ISDN 81.8 69.2 N.S.
SU 27.3 9.6 N.S.
o glucosidaze 22.7 7.7 N.S.
biguanide 7.6 3.8 N.S.

ACE inhibitor : angiotensin converting enzyme inhibitor, ARB : angiotensin II
receptor blocker, ISDN : Isosorbide dinitrate, SU : sulfonylurea.

L, R REICBOTL A ¥ 2 YIRPUTEA Rk
ROERTHLEOMEDH LY. T2, ik 1d
DES SHEREFIIC BT D NEBGIC 4~ 2 Vbt
MHGT 2 EHME LD, A7V MIBRASATVDS
HHOVERBTOZERIZL B4 v 2) VikBitEOB 512
DWTHET LRI TR ENTVW RV,

B ®

AL EN R 2HEDO DES TH S0 A A
H: A 7 ~ b (sirolimus-eluting stent : SES) ¥ i 1
EXZ Yy F e niEH AT v b (paclitaxel-eluting
stent : PES) FEFZFNENIIBNT, 4 VA Vi
Pitk % Homeostasis Model Assessment 5%t (HOMA-
IR) #FAWVCEHEiL, 4 >~ AV »&Pilk & B8k
ZIZOWTHGET L7z

Data are Mean = SD
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2007 4E5 H225 200948 12 H £ TITYBRICABE L 72
RO E E B TR 912 PCT 2 AT L 728 f¢ 716 61,
DES |2 Tih# L 72 342 ) THEH AT M A 12 T 228
WEIMLBE A, B X OVZ=ERE A A >~ 2 & e L7
26305k L7, €D B A YA AMEMBIB KO
JIE B A% 200 mg/dl Pl o HOMA-IR FHUAS# Y 51 1
% BxAh L, HOMA-IR % &1l U 18 P39 b 5 Bh IR 3 5
(coronary angiography : CAG) % JtifT L 7= 212 #1 % %}
G & LTSESH#ER 118 41 & PES RiEH 94 2 h 2
nc, 42y yEHM %220 58 (SES: 664,
PES : 54 ) 387w (SES : 52 %1, PES : 40 #1)
THEE L ER®RNFEE)IRE R (quantitative coronary
angiography : QCA) fHTIC THRHIHEZEE (late lumen
loss) e UN%Ak%2E (% stenosis) % aHI LIEZL 72

B, KEIEE L ZOFRKRICTDRA V7 +— 4
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A YA VRPUED D BT AT ¥ b BRI OB

#£1-2 PESHEHFOBEZE R

Group P Group N P value
Number 54 40 N.S.
Age 66.6+8.7 67.9+8.8 NS
Sex (male/female) 45/9 27/13 N.S.
BMI 25.63+3.37 23.09+2.57 N.S.
Risk factor
hypertension (%) 85.2 85.0 NS.
systolic pressure (mmHg) 129.9+19.1 132.6+30.6 N.S.
diastolic pressure (mmHg) 68.0+9.7 69.2+15.1 NS.
diabetes mellitus (%) 50.0 35.0 N.S.
HbAlc (%) 5.8+0.8 58+1.4 NS.
hyperlipidemia (%) 81.5 82.5 N.S.
LDL-cholesterol (mg/dl) 110.4+32.7 97.3+29.8 N.S.
HDL-cholesterol (mg/dl) 446=17.1 48.8+16.5 NS.
triglyceride (mg/dl) 126.3+63.1 126.0+57.1 N.S.
smoking (%) 42.6 30.0 N.S.
family history (%) 11.1 7.5 NS.
Medication (%)
ACE inhibitor or ARB 75.9 70.0 N.S.
statin 77.8 75.0 N.S.
B blocker 37.0 275 NS
Ca blocker 24.1 42.5 N.S.
ISDN 64.8 775 N.S.
SU 22.2 15.0 N.S.
o glucosidaze 16.7 125 N.S.
biguanide 74 5.0 N.S.
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Farty baffr LIBHE SCHIC TSR L, B
D215 ThHafT L 72.

2. BEHE

FTRTOFEFNEHFAE Y 7 AE) » 100mg & F 27
oYy 200mg /21327 0 R LIV 75meg 23#H%5- L
72, EEIRERICE L CTiX 2007 4£ 5 H 2 5 2009 4 5
H F TORERIZB W TiZ SIEMENS 3 COROSCOPE
W2 TAT Vv, 20094E6 A 5 12 A ¥ T @ 4 6l 13 SIE-
MENS #:# AXION Artis dBC (2 TATV, HEZ%IC
xt L PCI JtifT L 72.

SHEBIC BT DES # il L7:. i hnaRdE, 7
VXTIV UEMBEMNERE, TUyXEF TV URE
RIEPLEE, BIAEWIZE, AN T AF v v R VP,
HMG-CoA # e & L E 3 B H ORI X 0wl
M L7 BRREEICBY 2 MR TIRIZ, ANF=
JLTH, €7 TFA FH, a s Vvavy—YllERY
L. F7 V) Y UFRAB IO v R U ERE
BlZERAE L 72

A V20 VIRPUEOIRIE & Ll Z2 g R AL & 2205

Data are Mean +=SD

REIMLAE A > 1) AETRD 515 HOMA-IR & v 7z,
HOMA-IR = Z I M (mg/dl) x Z2fEIREIm 4% £ >
A9 Ml (uU/ml) /405 CRIHEL 25 L k% 4 A1) ~
s h L E&R L.

PCI#i®» HOMA-IR 25 4 v A Y Y Ptk % B0 %
B P &4 2 ViPiEZEO R (NFE) IS
S L. 0% PCL% 1T LIGHE 8 » HRITEEIR
WEE AT L. COROERZEOLAEL QCAICE D
late lumen loss B & F% stenosis % 2 [ T M E
L7

QCA 12 X % M i 13 QCA-CMS (version6.0, Medis,
Leiden, Netherlands) 2 X 5 HEj A M EE2 vk
AN FE D FHRR AR & SRR CIE R 7 3007 & 0 ok PRI 4 2%
(reference diameter : RD), #/MiEE (minimum lu-
men diameter : MLD) % @43 & BN ER L
late lumen loss, % stenosis % & L7z, FkZEO 2R
2, T8 »r HBROMEEIZBWTAT ¥ FHNORWMEET
FARAEE 50% L & L7z,
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5 2-1 SES #iEHOMERRHNF

Group P Group N P value

Number 66 52 NS
stented coronary vessels N.S.

LAD (%) 71.2 55.8

LCx (%) 21.2 21.2

RCA (%) 6.1 21.2

LMT (%) 9.1 7.7
number of diseased vessels N.S.

1VD (%) 30.3 36.5

2VD (%) 40.9 26.9

3VD (%) 25.8 36.5
AHA type

B2:C (%) 69.7 65.4 NS.
Stent

stent diameter (mm) 2.90%0.35 2.96+0.31 NS.

total stent length (mm) 33.0£17.9 355+21.3 N.S.

LAD : left anterior descending, LCx : left circumflex, RCA : right coronary artery,
LMT : left main trunk, VD : vessel disease. Data are Mean +SD

% 2-2 PES Wi B o MmiEH 5 K1

Group P Group N P value
Number 54 40 N.S.
stented coronary vessels N.S.
LAD (%) 33.3 42.5
LCx (%) 25.9 27.5
RCA (%) 38.9 30.0
LMT (%) 5.6 2.5
number of diseased vessels N.S.
1VD (%) 25.9 25.0
2VD (%) 315 225
3VD (%) 42.6 45.0
AHA type
B2-C (%) 51.9 50.0 N.S.
Stent
stent diameter (mm) 3.05+0.34 2.89+0.33 NS.
total stent length (mm) 30.9=18.8 33.0£22.9 N.S.
Data are Mean = SD
WiEtERT B ®
FERIE Y = ik EAE (Mean+SD) T L7 #& XFRAER] 212 B SES 281 L 72 118 HlicBWT P
FHLER I, 2 FER oMU B3 2 AT IR IS Ho66l, NES2HTHY, F7/-PES ZHiE L7946
Wt M€ £ 7213 Mann-Whitney ® UKZEZ, » 573 CBWTIZ PS4, NEHAOBITH -7,
) =R P MUE R T2 BRI KR p<
0.05 & L7, TXTOMHEN > A F 21213 Stat View 1. BEEHE (R
5.0 (Abacus compute Inc. Berkley, CA, USA) % Hw SES i fl, PES SR & b ICMmEEM CTHEw, T,

7z. body mass index (BMI), &, HEJR¥%, &5 M E,
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% 3-1 SESHWBEIEICHBIT AR E QCA BT
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Group P (n=66) Group N (n=52) P value
Restenosis rate (%) 12.1 11.5 N.S.
QCA analysis
pre
reference diameter (mm) 2.47+0.59 2.55%0.67. N.S.
minimal lumen diameter (mm) 1.03+£0.46 0.95+0.54 N.S.
% stenosis (%) 67.23+13.75 63.45+17.84 NS.
post
reference diameter (mm) 3.02+0.41 2.99=0.56. N.S.
minimal lumen diameter (mm) 2.61=0.45 2.61=0.53 N.S.
% stenosis (%) 13.67+8.35 12.38+8.34 N.S.
8 month follow up
reference diameter (mm) 2.75+0.43 2.97+0.54 NS.
minimal lumen diameter (mm) 2.18%0.77 261053 0.028
% stenosis (%) 20.36+24.44 12.20+£6.86 0.098
late lumen loss (mm) 0.36=0.56 0.13£0.22 0.048

QCA : ruantitative coronary angiography

5 3-2 PES BRI BIT 5 kA & QCA T

Data are Mean = SD

Group P (n=54) Group N (n=40) P value
Restenosisrate (%) 13.0 125 NS
QCA analysis
pre
reference diameter (mm) 2.65x0.75 2.30=0.52. N.S.
minimal lumen diameter (mm) 1.05+0.54 0.91=0.29 N.S.
% stenosis (%) 60.71+19.46 59.23+13.30 N.S.
post
reference diameter (mm) 3.08%0.49 3.04%0.77 N.S.
minimal lumen diameter (mm) 2.58+0.37 2.67=0.67 N.S.
% stenosis (%) 15.92+10.04 11.63+6.48 N.S.
8 month follow up
reference diameter (mm) 2.75+0.39 2.71%+0.83 N.S.
minimal lumen diameter (mm) 2.07%0.50 2.40=0.69 N.S.
% stenosis (%) 20.73+18.36 12.9+4.61 NS
late lumen loss (mm) 0.31+0.22 0.25+0.29 N.S.

Data are Mean +SD

BRI, RIERE S X OFF NS ONIRIIEIEICOWTHE
MERD Loz W, RERFIENRIEEE], B XN
TR =A< T 9 51 4k B A BE JR 9% % 4 (Japan Diabetes Soci-
ety : JDS) O ##TdH 5 HbAlc (JDSHH) % AV EZir
HHICHET L 65%D L2y MEFTEE L7

2. MEEFE=HF (£2)

SES #4iE&fl, PESRHER & b2, WMEEMTAT v b
ANTIRESACEBEEERO R P72, 72 AHA
type 5 - IREHBICBW T EEEZRO Lo 7.
ATV ME ATV MNRIZBOWTOMEMICAERAZR
Doz

3. REMRIHE
HHRBIEIZ 100% TH - 7-.
LTHaAEz@ld kol

T 7B RN ORAE 12 BY

4. BRREE (%3 WD

87 Atk SESWHEB TIEPH TI31%, N#ET
11.1%, PES®EBITH PR TI11.9%, N# T104%
EPPRZER T PN WEH THEEZRD Lo 72,

5. TEMEHES (%3) (K2)

SES & B, PESHERI & 12 PR, N B o i B [
2B W TQCAIZTHEHM L 72 PCILAT @ RD, MLD,%
stenosis ICABEEZ RO LN o7z, FHEHFEZ O RD,
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(%)

N.S. N.S.

14

12 -

PE NE# PE NE#
SES PES

1 SES # & & PES BBl oFE k7%
A5 MERE 8 » H#IZ SES WiEHI TR AERNPPHT121%, NBHT
11.5%, PESHEHITH PRTI13.0%, NETI25% L HERTEIAEE

EERD LD
(mm) (%) (mm)
35 30 05
P=0.028 P=0.008 P=0.048
25
3 04
2.5 - —
03
2 | I
15 - —— 0.2
1 |
01 —
0.5 —
0 PR NE PE NE 0 PE  NH
MLD % stenosis Late lumen loss

2-1 SES®HEREMICHIT B QCA EHTOKEE (8 + A follow up)
MLD IZBWTP#2.18+0.77mm, N#H T 2.61+£0.53mm & FEAEZRDZ (b
=0.028). *7:% stenosis IZBWTIE P AT 20.36=24.44%, N BT 12.2+6.86
% & P EETHAER S EWEAI 2 D72 (p=0.098). Late lumen loss I25 W\ Tl
P#T0.36+056mm, N#TO0.13+022mm & HEEZBD7 (p=0.048).

MLD,% stenosis b A BAELZBOLH o7z, 0.098). Late lumen loss & P #:C 0.36 +0.56 mm, N #
PES ¥ ##1Tid RD, MLD, % stenosis d P #f, N # T0.130.22mm L FEEZ RO (p=0.048).

OMBEMICBWTHEEZRO Lo 72h, SESHIE

BITMLD IZBWTCPH#218£0.77mm, N#T261+ = =

0.53mm, & AEAEZHD (p=0.028). F 7% steno- A4 VA VIRPUE & A2 ICBE UGS L7230 6,

SislCB W TIZPHE T2036£24.44%, N T12.2+ HHRIERMER 7~ MERAT Tl ImEmR e Z

6.86%, & PHETHRERNPETRHWEINZZD (p= FE\XRED 7 o 7278 PES R E B T3 QCA f##T T2 1%
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(mm) (%) (mm)
35 30 0.5
3 NS, 25 N.S. 0.4
r 1 W N.S.
T T
03
2 , I
15
15 — 02 - -
10 —
1 , I
0.1 - —
05 - L 5] ‘*
0 33 NEE 0 PR NEE 0 33 NE#

MLD

% stenosis

Late lumen loss

2-2 PES #BEREGIZBIT S QCA N O#EF: (8 » H follow up)
MLD, % stenosis, Late Lumen Loss d HEEZ RO L ho 72,

# MLD, % stenosis & U late lumen loss {28V THE
ZRRDBP o0 L, SES HWEHFI Tl QCA T
TIXEMEI MLD, % stenosis 8 & U late lumen loss 2
BOTHEICA YA Y E AT A TENEME R L
72, ZHMIEPESHEERICBWTIZA ¥ 21 YIPukiC
X o TGN EE % 21 2w, SESEBEFITIE
WIREEFEIZ A 2 YHEPEPES L Twb L Ebh
5.

1. 1R VERMEXT > FERE

A4 YA YIRPUE & 1T 2 BIBEIREICRESI NS A VX
) Y ORERHISN T B HRREZ O T TH L. Ll
UL RRRIICH S e BERIF 2 5RO R W EFEIZB W T
b LIE LIEEES & Ul m B S UERER IS iR B b
ZERHY, AF¥R)y sy Fu—2¢ L THEAEN
TWwb., 4 YA YR Z RIET 5 LD IEE/LD
FZA VAR VWAL BEERD, ZOEA YR
YIRENEBHIREEOEBE T & % 5%, Inoue 5138
BYIRP Bz B s B AR R S I3 0 A~ R ) VIER F WA v
2 VHRFIEE B H B E LTHE YT, Wang S 1M
Mk asm A >~ 2 1) VIREEIZ 7 A LA MAP kinase
BIEL NN EERT 5 & W LY.
Bruemmer 5134 ¥ AV YIPELHAET S L ARERN
WA VAY VIREBE DY C-RTF FPEESR,
ARG R S5 L MEL T,

PCIL I3 MAREC B EZMA T, WIEORKAZ XS T8
ThHAh. MEBEOHEIZMENEEOFEICX > THE
T 505 OREREDS T IE L 2w & BhRZER, 1AL

MR, MEREEREORE LREDY A7 S HKT 5.
S BE RS O =LA X - TWHE T 545, Bk
DI Z O MEBEREOBELERI BT % BH 00—
;) 2: éﬂélo'n).

VLR, MR A Y R VIPUENS A T v N A2 ICH
545 ME LY. 7, LTk 4 13 DES S E B
BWTHA YR VIRPUES N ICE ST A2 L &
HELTWDY, AFEICBWTY, SESHEHFICTIEA
VA YIRPUEAERSEIC B G55 Z LIEBH LA TH
b, ZORHIVRENRLA VA VIR ERSGE S
5 Z & THIERGE 2 Il LS H O S 5 7 B TR o $I]
Zo%hB EBbRS.

2. SES & PES QR E#EIEIN G

P CEREOBREE LT PCLIZA M 2B EE L
THEZLLTWS., ZOHRTHEBIRA T > MHEIXZR
FCOMRECTH - -2 EHZEEZ WL SEBED T &
LoTWwh, LALERENKEZPEE o T,
T ORT IMHA RO ODEEGLTBY, FcavEm
WA Y a4V, BN E P A Ak L %
AbNTW5.

ATV FORBICE ) BUHOFRKETHLY) (L
P END X )2 o720, BHMOFAIT S S
T o 7z, BMERIFAE O KT B 2 Hrk NS
IR, PO EEZRESELTRAY— T 5
Inoue AT » MREIC X 4 DG T AL
&M, Late lumen loss R FARZ IS LT 5 & @l
LTwa'?, Wi - o gEEEE s LR
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RaDH 72 7 LA & NI~ OEE - IS 5. 20
WESE - BATH O K & % B AW E & L T PDGF,
FGF, IL-1, TNF-a, TNF-8, AT I 4 ¥ D & £ & %4
AMHA A2y VT— 2 HEET B, ThodA b
4%y b7 =27 FEHARICE X 2 0MRENT
mTOR %7 %k & MAPK %403 2 &M 2 #1412
fZbh, MEEEICEE 2 TEEzsI SR g& &
NTwa. DESIZZ DA A7 — K2 505F 2 M5
HIEE 2T M ST LRSI~ L, 7
O v 7352 CHBEBEIIHIRRZ BT 5 2 LA5T
5.

2004 4 8 A & W bASETH DES 2SEA SN, HERkD
GIBAT 2 b LB UFRZEES - FRHARHERIEE I ICUE
L7219 Bi4E DES 3% AT T 5 05\ TRk 4 7 fl
B DES ARG SN TEBY, ®AT 5HEANTIE,
uY) ARIREBESINLRIEIHF & 827 ) & F 12
RFESNDPPAFEICKINT L EHNTEL. Zof
T DES O RIS W& Y5 L7220 %3 SES & PES T
»H5b.

SES O W IEBFEPIH A H = X A%, YO AR &
FKBP12 Z & k234 4 L mTOR 2 v ¢ % BN O
mTOR &) MIFLEICHAET ABEE L #H LT mTOR
ERZHRTHZETp2T LRXVHBERL, 142
¥+ CDK &2 &, MR35l R 1 A% G1 & T
WILIIZE) ) B B 720 TH 5 7Y,

—7J5, PES O WIEHEFHIIE] A 1 = X 28132821 & %
VA mTOR %43 % #%i#% & MAPK %43 % R o
MR TR NE LR L, BAESZMEL, b
HORENEEAT 5. MRS ZILE LM NEOBRE
HEHHESH, MBS EZOLDENHTLIEIZE S
THINARINHIE T 2 56485 5 720 ThH 517,

NS 200K XA = AL, BIFEIREE 252
ETY T FIVOIRERITE AR E 5 2 BB NT
W5, Dawkins 5D#HEIZ L % & in vitro DFEFRIIB W
T B IRE T1d mTOR 2 A0 ¢ 5 #% % X » 3 MAPK
AT DR ENERHIC ST 2 L £ 25N TH
0, W E IS 5820 7 2RV DIE ) HEE R
RaDWE% BT LT XD, A RSl E i %h S A
HTExBELTwDY. T/, MWRIRICBT 5%
ZBWTZ7 ) FFEVIEA v 2 ¥ OMBIEEDE
THAIZE 5§ % PI3K & MAPK O[5 @ pathway
ZMH%E L, PI3K pathway LAFHETEX 2w oy AR
LRZ SRS LTI ESHE S TnE I,

ARIFFETIE, SESHiEBI & PES #iEF Th I THE
L 7-455, PES il cl3 @M MLD, % stenosis &
U late lumen loss ICBWTHEBEEZAD L h o 7275,

SES %2 &E # Tl 81 MLD, % stenosis & OF late lu-
men loss ICBWTHEILA Y 2 Ykt 2 H 3 58
AEEE R L. NI PESEEMICBVTIEA V&
V) VIRPLEC & B NIRBIE OB & 2T 7w S, SES
BRI TIRNBEHEEIZ A~ 2 ) Y IEPESE S L Tw 5
b5,

D7z SESHEFTIIHBERA ¥ A Vikdilk %
UGS AT LT XD X5 7% 5 PR & P L e
DN DL DB M REMEAVRIE S L7z,

3. SO REEE

ML LB ORI E L To PCLIMKR R h# L
LT SN TETWbA, DES ORRIGH S h7-B
ETHHEEOMEIRETEIDAPHFEL TS,
DES HEEFNIC B VT H A Y A VP HEIZN
BT D IPHFN B L R R L MO T &%) 9
%, BRICSES BB WTIEA v A Y V&P %
WEEELZEITLY, HhsNEMBEOMHIIZD %S
LEEbNL.

SEEF TV Y Y REHHEHREISH I A Y2 vk
P2 UEE S5 2 LI D LME A XY b2 s
BT ENHESRTVEY . 5%, BERER DA TR
, AVA) VIBPUEERIBRE L LX) REI» 5 00 A
DFIRAEROUFEIIO LML DD EBbIS.

4. KHRDRF

1) AEFNIH—HERICBIT A5 TH Y, SBER
BB il 2 e L2t comids L ORIICh
TeHFbLELEEZOND.

2) FHeO®y L Lo ikERE T o M5 3
HRETE T RIBE, 98 BERE~OMEDLTL
LT ThW/D, SRS EIMKL7REPLETH 5.

3) SHER L7724 v 2 VKB O RETH 5 HO-
MA-IR iE A » A Y & Al e B 3 & O 2% J5 IR I 05 it 7
200 mg/dl DIEFITIZHEHTE R W2D IS DIERIIZ
BOTORHFDBTE P o7, 584 VA VEHREDR
WCBWCHMATRER A » A ) Y IRFiE OB -
5.

4) DES ZEHFEHIZEMRILLTBY, 4% 3FSE
% DES I X 2B ALETH 5.

=

RELDLIERABFEZETH52200DES TH S SES &
PES Z HlWT, £hZLhIZBVWTA ¥ 2 YikhitkD
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Intimal Hyperplasia Estimated by Insulin Resistance in Patients with Sirolimus-eluting

Stent Implantation and Paclitaxel-eluting Stent Implantation
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Tetsuo Yufu, Sachiko Komatsu, 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 patients with ischemic heart disease. However,
the rate of coronary artery restenosis is still high. Drug-
eluting stent (DES) have been implanted in clinical practice
and reduced the incidence of restenosis. Nevertheless, rest-
enosis of coronary artery still occurs in DES patients. Two
types of DES, sirolimus-eluting stent : SES and paclitaxel-
eluting stent : PES are widely applied. Previously we re-
ported that insulin resistance is one of the factors for stent
restenosis. The aim of this study is to investigate the difer-
ence of intimal hyperplasia in insulin resistant patients with
the two types of DES implantation.

METHODS : We studied the 320 patients who under-
went PCI to a new lesion using DES between May 2007 and
December 2009.We divided these patients by presence of
insulin resistance into Group P (positive : n=120) and
Group N (negative : n=92). Furthermore, we divided these

patients into implantation of SES and PES. We measured

the minimal lumen diameter (MLD) and late loss by quan-
titative coronary angiography (QCA).

RESULTS : In SES implantation Group and PES implan-
tation Group, the rate of restenosis was no difference be-
tween Group P and Group N. In PES implantation Group,
MLD and Late Loss had no difference. However in SES im-
plantation Group, MLD was significantly lower (2.180.77
vs 2.61 £0.53 mm, p<0.05) and Late Loss was significantly
higher in Group P compared with Group N (0.36=0.56 vs
0.13+0.22 mm, p<0.05).

CONCLUSION : We suggest that in patients who were
implanted the two types of DES, insulin resistance was re-
lated to intimal hyperplasia. Especially SES patients with
positive insulin resistance prone to show more intimal hy-

perplasia.

Key Words : Insulin resistance, Drug-eluting stent, Rest-

enosis



