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ATERZE, 20 mmbl ooy 7257 v MEEIZBRL
7o 7o, mipcEEERER Y, HitERE, 150,000/mm’
LT o a4, AST 60 TU/ml BL_E o> fF # he 55 2,
M7 L7F =2 mg/dl L EOBRRERE DD 5 REF)
b ERAL L 72,

2. /&

1) 1A & 05 2 iR

EBIZT Y PREOLESEL2AMEY T ALY ¥
8l mgilhnz, WEEF7aEy 200 mg/HA > auz sy
V=V 200 mg/ H DT h & I E THEER RS
L, A7 ¥ MREHL LD 64 A THIRE R 7.
FERZ I E BRI (PCD, A5 v MEE, FORE,
BIERZ DWW CRTRNC T3 U, &6 5 1% o ik
FEFUC DN T ECHREZ 157,

2) PCl, A5 > MYAE

Lo IR ML O BINR B ATRT 2 (Ll oL h 7 —F 1L -
WRETHEBIREZWATEE (QUANTOCOR ;
Siemens, Erlangen, Germany) % MW Tik%E L7, PCI
A 7S AKRBENR, SO 7 S0 —FTiro7:. 7F
S=RALVTEAA T4 YT h T —F N ETHEALEHR
DIRAERE, WELRE/HIE American Heart Association
(AHA) ¥z & v L7z, PCLIEFTRI, £fl~s$1)
¥ %& 5000 HALFEERIRIE G- L, S S ICEBIBR PRSI 4
VVIWE RS mg a5 L7z, JREESImE DN —
THITLRZ TRV, ZOHBAT Y VEEZITo72. N
= VBRI TENCD & 60 AT VAT v b AR %
MTELEHMTE L THBNIREZIT 72, A5~
MEI ISR THIE L, S5ICHBIRY 158817 7.
BNV — Y OFIR, A7 2k ORIUINZ OH W CIT
WV, S—, AT v MEER S B EBNEEIIRE S E
(QCA) XD LA, FLAF Y oA
Palmaz - Schatz stent (Cordis Johnson & Johnson
Company., Miami Florida), GFX stent (Arterial
Vascular Engineering Inc., Santaclara California), NIR
stent (Boston Scientific, Maple Grove, Minnesota),
Multilink stent (ACS, Guidant, Temecula, California),
Wiktor stent (Medtronic, San Diego, California) @ 5%&
e Lo, WBRERBRFICOWTHS S, 5%
BICTIR BRI L 72,

3 7Au—7 v 7

Primary end point . e FBRE1% 2 A B X 124k
HERTwH, WEERR &% M U, Btz o
MR A IE A 7 > MY ERT & R EH 48, 1258, 24
I T o7z, 2L T6 s ARoOMRETSEIREY $ TIcde
BHE BT, DApMIZE, 27~ bPIMAE, T IMLAT T,
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WML A L7, S ORA Y — )L F 730
FraET TP E D EEZ SNANRP L E
T AHIEHRNREIEH A U2, YPRZ#H L Wi st
HT740—=7 v TARAREE Lo R T+ O—T v
TR E L FRAMAT Y PNIRIE AT MEE
R24WEM LI, BAMEZ 7 2 IR X 24 W A5 1
yAVPHISERE L7z o b EF L. AT & MR L
203 DL < i, LB OH L&A1k, creatinine
phosphokinase -MB (CK-MB) DHifE X Y 2450 o
FROZHEHHOY L2 L LgaE L, i)
W& %2 CRERE L 352 & b FEPCL % fafT L 7=,

Secondary end point : 6 # B %O EEEIRE R TH
PAERRDIIGEHTT7+0—7 v TR T L L7

4) 6 7 H MRS Bk S 5§

HERRTE B IR AE 13 RBRBYIR F 7248, A EIR 7 7o
—F T, 6F—RAXD6FBHA 7T —F V2 /A
L, @EOHETER T 7.

5) D E-ll

PCLiil, A7 ¥ MEAESE, HAEEIIR S R TR
AHREFEIHG T & 2 [ — H 1 ORI W% % — 0 %R
L7z, 2 OWifg 2 il B Ik & &8 AT 5 & (QUANTOCOR ;
Siemens, Erlangen, Germany) 2 CHi%Z O % B 1IHNT %
To7. FTHEE (Lesion length), xFIF 5 %
(Reference diameter), HZE DR/ E (Minimal
lumen diameter ; MLD) %GHl L 7>, 5WZEE, Wi
BEEVIFN S PCIA Tl &, H/ Mg 51 PCIAT
(pre), A7~ MUEEHE (post), R IR G s
(f/u) O3 THIE L7z, %K (% diameter steno-
sis ; MLD/Reference diameter x 100), 2% 45 7%
% (Acute gain ; post MLD — pre MLD), HaiiIi45 %48
2% (Late loss ; post MLD — f/u MLD), Wiii$84:1% %
(Loss index ; Late loss/Acute gain) %8/ L 7. Bk
R IR B IR EH T QCALS50% Ll o sk7e & g%
L, BRI EIMATEE (TLR) HRETT5 %L b
DFAEEH L EHEIER E 2 E &ML ER, LY v
F7 T 74 —TORMAPFED SN IHERICH LHETT L
7z, WAL TORAEHEIX AHA I - 7.

6) M

T 7 e TPIME = EERAETRL, SRR
i& Student’s t-test & y -square test T\, P < 0.05
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£1 mEE % 3 Primary end point B 0 7347
Foru Ul oyt FrOuY U uRy -V
(n =65 (n = 65) (n = 65) (n =65
%) 68.8 9.2 65.2+102 NS AT v MR
R (B3 /7%2) 54/11 53/12 NS 24Em 0 0 NS
FW RO /BIRE O AT gE)  21/44 25/40 NS [iipstiea ] 2 (31%) 0 NS
LB AR AE AL A B [N - L 28 0 0 NS
& 1ML S 24@M@ 22 (34%) NS RN SR T 0 0 NS
PR 9 2 (18%) 9 (14%) NS Al 1 (1.5%) 0 NS
2 Mg I 18uwm 16 (25%) NS JEH
2 8 (89%) 56 (86%) NS B 0 2 (31%) NS
E 3 5 (8%) 7 (11%) NS Sz U 1 (1.5%) 0 NS
Sy RATIF—YER 7 (108%) 0 0.042
N 0 0 NS
F2 FHEHSEE AT~ O LhE 1 (1.5%) 0 NS
FruyyB vaAy LR i H 1 0 0 NS
(n = 65) (n = 65) THALE 0 0 NS
SRR (LAD/CX/RCA)  38/11/16 35/11/19 NS
METEE (A/B1/B2/C) 10/18/19/18  13/15/18/19 NS x4 0R IR & 5 5T
AT v b ORESE FOUCTVE SO SN P
Palmaz - Schatz 22 (34%) 21 (32%) NS (n = 57) (n = 54)
Multilink 8 (28%) 20 (31%) NS I -
GFX 8 (12%) 6 (9%) NS i x}j (mm) 123 =71 147+73 NS
NIR 9 4% 1 arw Ns T
Wiktor 8 (12%) 7 (11%) NS ffﬁﬁﬁgmﬂ ixfgi ?%fg% Ei
e co y we/h e (mm 96 = 0. 00 = 0.
BT > b L (L5%) 2 31%) NS kAR (%) 67.5*10.7 651=92 NS
LAD : fofi FA74k, CX : Mlfets, RCA @ HeKEIR, #HE 27y MRS
TERE 57 #1E American Heart Association 7712 & 5. BAMIEE (mm) 262+ 042 9259 +049 NS
Rres (%) 200+86  201+121 NS
AWM RS (mm) 1.66 £ 046 1.57 £ 049 NS

2. REEPGL, FRE, AT hEA4T

IEZEE, HREERE, A5 v b oMEICL W TH
HEEE Lo, LOLTHTLS, CHT2HIL—
VLRI BRI A D IRl C A 7 v bR L
(%&2).

3. Primary end point DR

A7 v PRI TR o7z AY AT b
MM CHETIER L, THTIR2HEDZ. S 24
B L T, B8 L@Mﬁ%ﬂ*®h*;DﬁPG%m
L, 740—%%ild72. 65 AUPNICEME OISR
BBNA AT &R otrMiWﬁt% IR B o
7. TETWEH 7 + o— I KENRFHEASE D, 20
WRTHRCT LA, HIL/MMEORERIE T T
(13.8%) CEET2H1 (3.1%) 27z (P<0.05). 2
D7D THP 6B, CHEHR 2B A BT/ IMEE O Nk %
L7 Zofbfii/ MUEEIs & % & Bb s iitinmn,
LB ML & v o 72 4 S IHE IZREO S h o
7z (¥%3).

TATA—=T T

He/NMIAERE (mm) 1.99 = 0.75  2.35 % 0.53 0.008
e (%) 33.6 218 24.7=114 0016
M I A R 1B 2E (mm) 0.69 = 0.79  0.28 = 0.40 0.002
gt A 2 AR B 0.42 £ 0.56  0.16 = 0.27 0.006
ke 17 (31%) (13%) 0.048

BRGNS P M AT FF A R 12 (21%) 4 (7%) 0.036

CI & Rz AR ED AR Aty

4. Secondary end point D#EE

TA =7 v TREEIRE L6 £ 3 5 BB THRIATL
7o THEPHIEAT >~ PRAELH, EC16, RI{EHAT
PRI L7 6 B DR 8 Bl & B < 5761, CHREPHEEA 7
Y MRE G, RBIERTHRPIE L7226, ZohiEE
X 5 7HIOF 116 % B < 54 6 THE AR BN IRE #2212
% QCA TiEBNIRINE D EFl % 17 - 7=.

F A QCAMRHTR R A 79, TE CHi#ER <PCIRiT
WIRAE R, SBIMAERIC S R o, AvEmE %
BIWMEM I ELZ IR o/ 2257 PEEE
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AT v NHEEBER, #RE

7 0 —7 v TEEIRE R TORNEEOREERIHOELERL
Twb, IoOWRPCIH, AT~ MEEBHE%E, @TEMmizRL Tw
b, ForulYrBELYOAS - VBERIKLTARAL EPCIRIE AT~

bR R TR/ E O BRI R I IEE Ui e <

LH»L

EREI A BT A L HL I T A Y VU — VRIS R E E B &R BRI o i

Ak <,

SHIZREERNIF > T 5.

Ih&bh, YarRyv—IiF

DHHF I UEY YHED b AT Y MBI RN RN E RO %

WS L,
L D/AS .

Yo THMMEFRBES YIRS — LV EEOEPF 7oy

(O PCIRiHR/MILER, [ 27> MEIBEER/NER, @ HEY
B/NMAETE, PCIL %52 89 aE B IR B i)

BORNMERE, PFEFIMBMTEE L7 77
O—7 v THEREHREEEORADMBEFICHETIET
I LABIZKRTH -7z (235 £0.53 vs. 1.99 = 0.75
mm, P<0.01). BHMERBLIECHTHBEIITEC
HL/ANT (0.28 = 0.40 vs. 0.69 = 0.79 mm, P<0.01),
T oML R CHTTHINVEZIINTH 72
(0.16 £ 0.27 vs. 0.42 = 0.56, P<0.01). HR/PNIMEFEDR
oA c b EB R/ L E R E A7 v P EE B
INMEROMARBSTEHICIL L CEH T, Lo CCH
DOJFHH S B MR IEAN S W I EATRE N
(1), SS5IZTF%EER (13 %vs. 31%, P<0.05), &
B FMATEREE (7% vs. 21%, P<0.05) & TH#
I CHTEEIIE -7 (FE4).
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1. A7 MOREDFHHR

INFTAT Y MVEBEHROSME, WA MAELEDTA
B A% EWESNY, 2O TFRICHUM/ M ME A &
NAHBRBIEORP I HE SN TS, HEAT Y MY
BHREROPIIBRFHELTCETAEY v eFo70EY XD
PERAS— M TH 5. AETEIAT ~ MEERD

Foru¥ Y e T, HAtA T bk 2 s
(3.1%) 2RO MMEMETH Y, ARheEZONA. 2
MR ORFEE1~2% L I1ZIZMSETH L. —FHA
WFFEAERIE Ry — Vi 65 FICEME, HAaMm
BIEE R, Fruddr EmMBEL A, WAk
MAEDFIEFRFICERTH Y, A7 M EHOHUML/
WHIE L CHE BRI EEZ OGN, L LANIETIE
SRFID OB OHIEE, AEEFE, 25H1I2EBEE
SERE, ETWHRRE, IFAMWRE, #EAT7 v
MHES, oy 27y PHEMIBRALTEY, 4%
T Vo 7GR D G K SR AR L, ME
ZBUEND L.

2. BIRENHZR

AR TIZIORY V= VEIEF 70y VBN
BRET I ARAR G, WRHASRICAREL, FEsEEE, BEE

MAFFECTFILLNTHo2. DTS TrRy )
— VI EBIA R L THFHIRE AL L
AR ENT, ATV bPOEARY T4 IVOFFR L
— VHEIRIC & BB IRREE, MAEMEOBELESICL
720 T OHITEINEREMN OB R % 1 E S22
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T, BUEMoOBkERE L F L CRP s L
L bab20 %HiEICASNE AT ¥ bNOFFH%E

5
EERLMETHL Y. a5V — L ORRRET
W09 AR R TR R 2 E Tlonw ok
EDHLHTT Fru Y L O & ML LR
BRZI A OEDP O TTH 5.

BRI EEAIE IV — Y R ECHE SR NED
BEMBEKICEEZ 5N, PCIEZOMY ) a4 L, *
L TEDRITHAT 5 A PRI GE & iU R O FRES3 7
DHLIME)ET) 7 WGEEEY EFY 7)) Luvo:
ARZRALDBEZLNT VS, AT ¥ FOBEIZIEER
WY a4 vE)ETY) 72 FHT 50T, #HidNE
BRAFAEDOE D AN AL E 2T L v, BEN
TR TE T LA o, SR i oo BE gl & Ak <
M) w7 ZOWAI L - TR, ZhiENL— 2k
BMENEOWREIZT] k& £33 RO RMERE, I
I OFEPEAL, BEFEIMAEA N ) H =258 s
NIRRT 2B TR O 8 BUS I ME S 5 i
Ty ry—& LT/, BILER, PR 2
EOMBLOWEEAL & M MA A EH, L TEIITAE
THMBEAE T OFENHITON L. 2 s oM
ARV EE SN A M A RN, 7Y —
ZYUANE EDORIBIS X D FENBER AL - 8B
EEZHNTWAEY,

AR = VOFRETROBT L LTI
AR OESEVEH & L COR A BN R A3
5N 5. Kubota b ' I3 KOIEBEBIR~D ZF > M
& EOMNFEIEA T 5 R MO rrb S5 oo R
T =NIZEDEFEBEIZIAR IS L EBEL .
Takahashi & ' (355 38 if 55 57 18 5 MK 2 5 L 728 o
[’H] thymidine ®» DNA~NORLY jAd & Z i L - THE
T OB S O X 7 S — WX > THEICHE S
HIERRLI. TS ORI RIE I OR Y v —
VOPDEMHEMEHIZLAEEZ2 615, —JiPCIED
MR OTEHEACIZ A IMER & oMM HHEAEH 2 H 725
L, BHiiEkx &ML 4. Sl A MERZE I O 5% 5
FTdh DB, 4571y, Mac-1 (CD11b/CD18) ®
eIl BT A HEREEE XN T3, Inoue
5 197 13 PCI £ 0 HUER R0 B BR #2100 Mac - 1 ) 834
MAEEEFATE LI EXHEEREMTRLTED,
Rogers %> Simon 5 *** 13 Mac-1% 70 v 7 4 % 24
BB ET, WL—rRAF > ML BIMEBEHD
AN AZHIR L9 52 2 & 2B EBETITIL T 5,
% 72 Inoue 5% IZES D in viro DEBRTI TR 5/ —
W2 & ) ADPHIEZ O M/MIBEERBRI~NDP-EL 7 5~
DFEBWIMAHIF SN L & 2B, 3 5ICEBOM

IRFITIE, PCIEDOP-tL 7 F » OIL/NMIUEREET~O
FEBUEMABE L Twb. P-EL 7 F VIR ET
DY A FTHh A P-selectin glycoprotein ligand - 1
(PSGL-1) &#45 42 & TM/AMK, FIILERRE oMk
MAAHEAERZ L7251, ZOMEOHEILE 512 Mac-
1DFEMALEERT L OV FVEFEET L EE L LN
TWEY, o TIORY YV —LEO—HO 7O+ 2
ZHHILY B, I ax 8= Db ) —2DFk
YT E £ 5N 5.

3. YOXZJ—ILDHEIE

1) B VESE AR B R

YHRY = IVICIERITER & U CRIFZET L i 728
BALIELIEA SN S, TSRS EERIZ X 5
I G 2 A AR BEBR 0 72 b D LT B N 2T RS 5
FEREFEZ DB, S SRR L BB 263 2 54
BT LEMEZ RO MEHH Y, phosphodi-
esterase (PDE) FHE/EMIZ X % cyclic AMP (c-AMP)
B 2 o LCEMBBEOETIER T2 - Z2 50T
VB F e U R AR SRR 00 7 o O W N B
B £ 2 0E RO HME S hTws Y. e
WKL TEESHEI O T RREPLEEE 2 5.

2) Pk e

F 7 a ¥y OH/IMIUTER 1 adenylate cyclase % iif
PALL CTc-AMPDEAZFHD L Z L1285 ba vy RF
H A, (TXA,) EAEEMROM, GPIb/Ia ¥
ANEZORTRR™Y, = azy = Lotz
FEuteH#F & LT/ Mo PDE 2 520912 HE L,
c-AMPgE% F& S ilivMURE > B2 3 20 E
THihbtu b=, ADP, 25—4 >, V¥ %7,
farEr, TXA, S0+ ThHha ™Y,
T, BB LZEHICY RS —NIZIEP-EL 7 F
EIEIT BEASH LD P-k Ly F i IRER
ML /ARCTHE o BRI AFAE S 2 25, PRI P
B UM SR LIc RN 25%% yaz2ay vy — iz
in vitro, n vivo T HIZBWT, o AL DOP-LL 2
FrORBERMHTLIOTR RV EEZZ LN T W
5. KW TIEF /U Y OB, YuRAy L EE
A, B SRR o AR A BRAE L R AR L IR S A R
THY, BOBOEHRTIZED LOOBIMBEMR L L
TRMEE L HENLERLEEZ SN

4. EORIER

Fr U BRI, AR i LR
REWERIABIGD = & AR ST 0BT, A%
THEIERIRD & 1B (1.5%), B Rebi® & 7 0
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(10.8%) 28, EEZLGPLETHD. Y aA
=N Frue Yy L0 b EERRIERI RV E
STV A, L, PR, EAEE L E v o 7
BER DS TB) % SR LRV ELE R
5. KW TREBIEZ 26] (3.1%) BOOAT, &
DO ERE 2% DIZFED SN TEEIMH LS WIEAIT
Ho7e.

5. AFRDIRR

AFZE T E S E O R— i TORELRAEB TS
LA, YORY = VORMEERHET D7D MR
WX BHHEY %% 372010, £ TOERREA L
EThDH. I TIE, GPIb/MaksidE TH 5 tirofiban
% clopidogrel 72 & O LI /MMIEEDL {HEH I TW
5% EHIn S0 LR E b EBRE L Tw
VERH L., AT v MO, REREBICL 8D S
SICHMEEMARE RS v, FLERMAEOT L
QCA O A TH AEFES G 2 FEMICFHI 35 2 & IETE
¥, SHBRIEMEPEBEEE (IVUS) & Vv 7ziE b L
TLEZB.

: )

A 1] X HEVE A LEBGRER O R T O & 1872,

1. &%, WAaMREREF7aey v #T2plED
72O LT, YUY — A HTEIFLED o
7=,

2. WRMESRREZIeA Y-V EOFEF 70
VU AR o 7.

3. BHIBWEH IZ > aAy V= VHEOKEF sy
YEECIEAR D e h o 7.

w

IR A 7~ MREHOMEEHES & CEBRY O/
reTRiCYaA Y =V iEFra Yy EEEL LD
AR SN, RBIVERIE DR d o7 KRNI ZE T
FBiicb FHATH 5.

BB RAERILZCHAD, AROTHEL D
KA T U7 BREM B REBIZIER 2 5 HEE R
T2 EEHII, BIBITIREW AW R, -
B R Rl L U oD 28 1% S B K2 i e 0 B P B 8
HEAMICERHERLEYT. 4B, FaXomego—i%z
American Heart Association 73™ Scientific Sessions (T
FEELI.
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Prevention Study for Thrombosis and Restenosis Occurring after Coronary Stent Implantation .

A Randomized Comparison of Cilostazol vs. Ticlopidine

Keiichi Mizoguchi

Depertment of Cardiology, Koshigaya Hospital, Dokkyo University School of Medicine. Koshigaya Saitama, 343 - 8555 Japan

Cilostazol is a newly developed anti-platelet drug that has
been applied in a wide variety of clinical situations. Its anti-
platelet action appears to be mainly due to its inhibition of
intracellular phosphodiesterase (PDE) activity. Recently,
cilostazol has been used for anti- platelet therapy after the
implantation of coronary stents, but this practice has not been
fully evaluated and approved yet. The prospective randomized
trial was designed to investigate the efficacy of cilostazol as
used in the prevention of late restenosis, as well as its useful-
ness in the treatment of acute or subacute stent thrombosis, in
comparison with ticlopidine. One hundred thirty consecutive
patients, scheduled for elective coronary stenting, were ran-
domly assigned to receive orally either aspirin (81 mg/day)
plus ticlopidine (200 mg/day) (Group T) or aspirin plus
cilostazol (200 mg/day) (Group C). The medications were
started at least 2 days before coronary intervention and contin-
ued until follow -up coronary angiography was performed 6

months later. While subacute stent thrombosis was observed

in 2 Group T patients, no patients in Group C were observed
with it. Major cardiac events were observed at similar rates in
both groups. Elevated transaminase was observed more fre-
quently in Group T than in Group C (P < 0.05). Every
Quantitative Coronary Angiography (QCA) variable, both
before and immediately after coronary stenting, showed simi-
lar tendencies in both groups, but during the follow -up
angiography, the late lumen loss (0.69 = 0.79 vs 0.28 + 0.40
mm, P<0.01) and loss index (0.42 = 0.56 vs 0.16 = 0.27,
P < 0.01) were smaller in Group C than in Group T.
Restenosis rate (13% vs 31%, P < 0.05) and target lesion
revascularization rate (7% vs 21 %, P < 0.05) were both
lower in Group C than in Group T. In conclusion, it was found
that a combination of aspirin and cilostazol may be an effective
regimen for prevention of not only stent thrombosis but also

restenosis.

Key Words : intracoronary stent, cilostazol, restenosis,

antiplatelet drug, neointimal hyperplasia



