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Effect of Triple Compared to Dual Antiplatelet Therapy After
Drug-Eluting Stent Implantation in Percutaneous
Coronary Intervention
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ACC/AHA/SCAI Guideline recommends for administration dual antiplatelet therapy after drug-eluting stent (DES) to
prevent restenosis and stent thrombosis in patients with percutaneous coronary intervention (PCI). Recently triple anti-
platelet therapy including cilostazol is known to reduce restenosis and stent thrombosis significantly after DES implan-
tation. However, there is lack of data providing the efficacy of triple antiplatelet therapy. The purpose of this study is to
evaluate the clinical effects of the triple therapy after DES implantation compared with the dual therapy. This retrospec-
tive study collected data from medical charts of 251 patients who received DES implantation between Jul 2006 and Jun
2008. They received either dual antiplatelet therapy (N =154 clopidogrel and aspirin; Dual group) or triple antiplatelet
therapy (N =97 cliostazol, clopidogrel and aspirin; Triple group). Major adverse cardiac event rates (MACE, included
total death, myocardial infarction, target lesion revascularization) at 12 months, 24 months, stent thrombosis, rates of
bleeding complications and adverse drug reactions were compared between these two groups. Compared with the dual
group, the triple group had a similar incidence of the MACE rates at 24months (12.3% vs. 12.4%, p =0.99). There is
no difference in overall stent thrombosis between two groups (Dual group 2.6% vs. Triple group 4.1%, p=10.5). Sub-
group analysis showed that diabetic patients got more benefit in reducing MACE rates but, there is no statistical differ-
ence. Bleeding complications and adverse drug effects were not different significantly. As compared with dual anti-
platelet therapy, triple antiplatelet therapy did not reduce the 12-months, 24-months MACE rates and stent thrombosis.
Bleeding complications and adverse drug effects were not different.

[J Key words - Percutaneous Coronary Intervention (PCI), Drug Eluting Stent (DES), Antiplatelet therapy, Clopidogrel,
Cilostazol, Aspirin 249 words
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F7HE o8 IFEH FAlEol o3t AH{F 8ol o
2 ARSE AL Qe FAloleh. WA SRl ~EES A)
U3HA] 9= FAE F41 A< (Percutaneous transluminal
coronary angioplasty, PTCA)Z} ~ElE AM]EZE oFEFm,
WFE FA el vl 2HE AEe] Alel] AF
B FolX A AS AT KAl o], ~EIE A4
Zo| F43] F7HE A ok 53], FE4E 2"lES A}
|2 AE A ZN A FAIZE = A HEe] vl eE 343
A 7)e £ Beurd gy, oE4E ARE Al
T 2HE A7 FAH Ao 89le] FHo] HAIEE stent
thrombosist =&A9F, A28 FEFo2 T5 A2 Ao
U Abel] ]2 = o2 FAIZ A7|H A ok webA,
oFE £% 2RIE A F oA - ATAA ARl d
3] ACC/AHA/SCAI Guidelinesl] M= 241 ¥ 3 QW (aspirin
2 clopidogrel)S Hol= 1271Y Tt §X1& 7S HArsar
At 2y, 2 QAo A AEIEZS AFIEE 2312 50%
oll A aspirine]} clopidogrelel] gt WA S Hol= Aoz
Huwglen, gl gEe AR A 5T
T olerng 383 FHAA| FoAY E o FFO
FEFo7} A7 = it

Cilostazol & 4-] phosphodiesterase type 1115 A%
22 AAIste] -AMPE F7HAIA Hag 3 oA 28-S
vehgH, o] elell = 3 B 2hE, A3 HIAL M E F4
AA 2HE, A A A3 A8 5 HE el Fask o
&g gt sl AEE AN 3 AW e FoEA
(neointimal hyperplasiays- S A A7) Ao2 oejx ¢lo.!¥
Cilostazol®] &4 &3= aspirin® ol 10-30M 2 7} s}
v, aspirin|} clopidogrel?t A} 44 B} frAks)
g B gy 22 ATl A cilostazole 13} THAHE
FA%E F clopidogreloll W3t A wbgAS A AlA &
4 A0S AAL Fom 9 g2 A7 H) B FAlE
3 cilostazol®] F¢97} in-stent restenosis®] A& 3 #3F
e B uskdth!? Lee S. 52 cilostazolS E3Hs)
3A4) ¥3F 89 o] aspirin@} clopidogrel?t F-ol&}= 24 W3
L[ R} stent thrombosis®] WS FHAA 7= Aoz By
FYoh'Y 53], cilostazols 3 34 M 22 G A}
o] A 218 &3} target lesion revascularization(¢] 3}, TLR)<
A3 Far7)E A4S 1o

e, 3A W E 8o 9 B0 dig A7 oA
At e, A= Pslx] dermz dqr I A
ERE ohde} vefat AR A 2 F9H dFEE 29
vl A77F Qs mebA, 718 A7HY A7)7E 34
W 8¥S T, A7z A6 o Ad3 Ast
oM} EIt A& of -l Fakg wbag-o] Ajolof tjgt F
7kl 77} E 83

E AFolME GBS 2HES AT 3jellA A
A A A &3S FAFSLe], Dual anti-platelet therapy(aspirin,
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clopidogrely-} Triple anti-platelet therapy(aspirin, clopidogrel,
cilostazoly g A717F Foi3t AbE o2 4yt a2
elgt 9 AJAAF (Major adverse cardiac events, MACEs)
o) by Zhae} FEE <R 23 W YL FPHow
2Absle] - obEavel QA E3heh M-S v, 37}
s sjeiet.

AT Wy

CHAH 2EX}
20061 79HE 2008 697FA] 2 FoF Fxa Ll oA

Ol

Z 2"l E 2] 3 22] ®W3 2% (clopidogrel-aspirin)}g
o B2 o] Ay, 34| W 8 ®(cilostazol-clopidogrel-
aspiriny& Fol o BAZ 2wl et 24 B2 sPss
A}, 2 7] 7F el AAAEA 22 stent thrombosis?} Y
3 3RS AT Aoz AR slgdv). Aspirin, clopidogrel,
cilostazol ©|9]9] &84T AA| S F71H 02 F-831 3kxle}
FE A7 F FHE 59 AFE aspiring FHH3F A=
Al A A 9] slgd et &3}, clopidogrel Fo15 127014 54t
FAIBA] E3EA, cilosatzol T35 171 S<F FXI5HA]
X3t AL AT Aol A Al sl bl ARl oF
24% 28 EX sirolimus-eluting stent[Cypher™, Cordis
Johnson & Johnson, Miami Lakes, USA], paclitaxel-eluting
Boston Scientific, Boston, USA]) 32
zotarolimus-eluting stent [Endeavor™, Medtronic Vascular,

Santa Rosa, USA]°] &},

stent[ Taxus™,

E4E MM Fo{ Y

Clopidogrel- percutaneous coronary intervention(®] 3}, PCI)
A 300mg 22 600 mgS -3} R FAEH Y, F3)
Sk Fof glo] FA £ 75mg 1Y 13 AT Fo Z2
150mg 19 1315 157Y 7o F 75mg 1Y 13] Fo =3
37, aspirin PCI A 200 mg 32 300 mgS F3l84° 2 &
oJ 3t H3} 8 Fof glol ] 8%l 100mg 1 13]
o] =gt} Cilostazole 100mg -2 50mg 1Y 23] Fof
HAdeh 7 Fd g AA Q-2 clopidogrel>- 12704 o4,
cilostazol> 17} o] A} Fod =g},
2 ST oy
25 WA At disted Az 7S5 viekom kA
wes gadt 2 FES S & A7 B
W A AR 3] Sl S Ao =S

A, 2] 718 AEE FHE7I9Is A, vl Al
BMI(Body Mass Index), 359 FAl&2] H-55S AMI
(acute myocardial infarction), ¢33 #4153 FAS (A
AT EHeE EF st Alelsie) =3, AE

A
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A% 9YAA DAY, P, HEF, TR 2L
AAATE D WA FA ere YHE ATAAE,
percutaneous coronary intervention(©] 3}, PCIA] 3], coronary
artery bypass grafi(°]3}, CABG) A3 2] #4A%-& A1)

=4, FEa W Sy A T 2ol e A
-, B-blocker, X|A7}3} = (lipid lowering agents), ACE
inhibitor(angiotensin converting enzyme inhibitor), CCB(calcium
channel blocker), nitrates, heparin, glycoprotein IIb/Illa
inhibitor=. B-73}e W8 ok 3o 2Alsl9T)

A, BAHF 0<% (coronary angiography) 7] 5%], IA}
<4 A¥E W A"HlE A< (Percutaneous Transluminal
Coronary Angioplasty, ©]3} PTCA & Stent insertion) 7] X5
vlelo 2wy o] 429} POl AlES W X8 P3| ¢
Z|[LM(left main coronary), LAD(left anterior discending),
LCX(left circumflex), RCA(right coronary artery)|5 A}

g, BAEE 26de 7| EX 2 Edle] oFE 83 AHE
AR, 12704, 2009 Be) T8 AR ARLe] B o
22 zAske.

S, A 7154 5 Folel 29 5o A8 =
Astedet.

Zn @t 9 Fo
AT F 71

rﬁ

32 AbA vl=E ksl |

A H7F AR= UT_‘ T’H}‘o]' ghatel] wjste] F2717F St oF
=4% 26E e F AR 2 wEs 12704,

240 Fote = :IL—J:?F}":] v BA8}9] 3, stent thrombosis
A2 Academic Research Consortium(ARC)2] A 2]ef 2] A
Blo] AbA WA A]A el whe} [acute thrombosis(244] 7F W),
subacute thrombosis(1-30€), late thrombosis(1-127]4), very
late thrombosis(127]4 o] 3|2 FH3}e] BA51a 20 4)
A A2 AbH(all-cause, cardiac T non-cardiac), A7
F4 W ) IF(target
lesion revascularization, ©]&} TLR), 3% &3 |27 (target
vessel revascularization, ©]3} TVR)S-Z A 2|slgiom, 8
AF AR F &R, ML TLRS 23hS 23 sl
Abe o2 Bulst Al elo] 9l 3 cardiovascular
death® 733}, A2 T2 A o2 AT ol
x5 7-$-(Creatine kinaseZ7} A+ AFgEx] 2] 2u) oA} &7}
g 79, AA M9 35215 UL)E 8193, TLRS ~HIES

Ak 3t @-‘4'-4 in-stent restenosis =3 A ﬁﬂ'xﬂﬂ' =S /\]
3t 7352 Aol on, TVRS ~EIE AH 3] A3
oz ols dIAAFEE AY3 A2 A3
Stent thrombosise= A5 Fod% 7] EX|A4} thrombus?} &
A= 7= Aoy 24 Hr gz 284 HEH
oFE-o| F2h8-5 ek 8 F2hS 2470 B3 A
Z1e] Wb wl=4E BA319 3L, Major bleeding®t Minor
bleeding®-Z T-£3}33t}. Major bleedings F7173 W &3

A} Z(myocardial infarction, MI),

A A 3A a2 24 e o] A &I v AL 115

(Intracranial bleeding), 782 23}= %3, hemoglobin 53]
7} baseline®=} > 5 g/dL F}48= 71} hematocrito] > 15%
Zaste A2 A3k ?Y Minor bleeding2  major
bleeding ©]2]9] Z-E &3 (UGI bleeding, easy bruise, epistaxis
DE  AYsdeh oE FAES thrombocytopenia
(thrombocyte < 100x10%/L), neutropenia (neutrophil count < 1.5x
10°/L), hepatic dysfunction 22 F-8-3}ed 2 519]c}.

4 =4

At A B4 M=l SPSS version 12.02 o] -85
443 3= Student t-test, 'HF3 A3 Chi-square test
&2 Fisher’s exact tests A|33}9] o], 143 =5 o3l
*]= meandstandard deviation(SD)3 2] 22 A3, HF
3 ‘ﬂ d AfE A (%)E e SAITE #o
T2 pgkel 0.05 v]akel A2 Aol sigle.

A7 Az

4% 28l E 1S -2 AA) 3zt
= 3429 0]l e o] 3 5] aspirin, clopidogrel, cilostazol
o] 9]el] sarpogrelates F7HH 22 B-8-8191 31, 129 9] aspirin
allergy, duodenal ulcer 5] ¥-2H-°2 aspirin 588 F4
sl om, JHAFAA 8% F 519 ] clopidogrel 1274
4 B fAskA] Bk, 1] cilostazolS 17H% Sl
frABIAl Ealomg Aol Al elstadc). =3t 24704
53k 2 EAKfollow-upy’t $hE A 22%& Xﬂﬁ%}‘%iu}.
wrebr], £ o] 7hsst tiAF A & 251 e oA i
g 89 (clopidogrel-aspirin) 7o ~(°]3}, Dual-)°] 1549, 3
A W3 89 (cliostazol-clopidogrel-aspirini®) o9 7(°] 3},
Triple?) ©] 979 ] 2™, cilostazol®] AA] Fof7] 7k
17.248.8770<4 (1~2471 L))o St

WA gzl EA-S Table 13} 2. Duale#} Tripled-
B FA%(64.81£11.64 vs. 62.09+11.64]), FA B E(74.0%
vs. 76.3%), BMI(25.342.6 vs. 24.69432.9) 7|24l EAL
T Atolell o] gt xfo] & HolA] ket

e 8§45 ~EHIES AR § HEFE Dualtoll A=
273 Fe] T3 (47.4%), B FAFol 488 (31.2%),
HASEHEE JAS E3hel 338 Q214%)H L, Triplestol
M AT Sl 458 (46.4%), BAAY HAFel 291
(29.9%), FAEQHE JAF 23] BHRIT%E F T
Zke] zkol 7k gladekp =0.91).

HAsH 21 A= Duald# TripleZell Al 28 %H(59.7%
vs. 60.8%), HE3(9.1% vs. 124%), TAHZ024.7% vs.
20.6%), FAAH37.7% vs. 392%)2 F & ZH] F-2|3F o]
7} gisl e}, W= Duakoll A= 377H(24.0%), Triplex-ol 4]
= 539 (54.6%) 22 TripleZ-ell A f2]3HAl @3keH(p <0.0001).
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Table 1. Baseline characteristics of patients
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Table 3. Procedural characteristics of stent implantation

. Dual group Triple group 3 Dual group  Triple group
Characteristics (n=154) (n=97) p-value (n=154) (n=97) p-value
Age(yrs) 64.81 £11.6 6209 <Il.6  0.07 Vessels treated
Males (vs females) 114 (7400 74 (76.3) 0.69 LM 9 (5.8) 5 5.2) 0.82
Weight (kg) 66.15 +103 66.82 +104  0.62 LAD 82 (53.3) 66 (68.0) 0.02
BMI (kg/mz) 253 26 2469 29 0.08 LCX 54 (35.1) 37 (381) 0.62
Hypertension 92 (59.7) 59 (60.8) 0.86 RCA 62 (403) 40 (41.2) 0.88
DM 37 (24.0) 53 (54.6) <.0001 Mutllvessel icggo;;lry 92 (597 69 (71.1) 007
Stroke 14 1) 12 (124) 041 tnvolvement =

.. . LM; left main coronary, LAD; left anterior descending, LCX; left
Hyperlipidemia 380 (247) 20 (20.6) 046 circumflex, RCA; right coronary artery
smoking 58 (377 38 (392) 081
Hx 0.72 ACE inhibitor= Duali=el|A] 1327 (85.7%), TriplexellA] 687
previous PCI 10 (6.5) 6 (6.2) (70.1%), heparin2 Dualz=ol| 4 374 (24.0%), Triplex-ol|A 124
previous CABG 107 2 @ (124%)2-2 Dualell A fro]3Ml o wo] A3 7l o= v}
el(zh = - o o= =2 )
previous ACS 2 (1.3) 3 3.1
Clinical diagnosis 0.91 Table 4. Clinical outcomes of stent implantation
MI 73 47.4 45 46.4 i
“474) (464) Outcomes Dua_ligsrzup Tnplf g;oup p-value
Unstable angina 48 (312) 29  (29.9) (0=1549)  @=97)
Angina(Stable £3) 33 (214) 23 (23.7) 12-month >
Values are described with meantSD(standard deviation) or N(%), and Death 0.36
p-values are from chi-square test or t-test Cardiac 5 (33) 4 @D
BMI: body mass index, PCl:percutneous coronary .
intervention, CABG: coronary artery bypass graft Noncardiac 3 20 0 (00
MI: myocrdial infarction, ACS: acute coronary syndrome MI 320 2 @21 0.95
TLR 7 46) 5 (52 0.83
TVR 4 (26) 6 (6.2) 0.16

W gokE- 2 Duali3} Tripleol| A B-blocker(682% vs.
67.0%), lipid lowering agent(79.9% vs. 85.6%), calcium channel
blocker(9.7% vs. 13.4%), nitrate(40.3%, 41.2%), GP IIb/llla

inhibitor(8.4% vs. 144%)2 2% §-23 Zpo|7} ¢lglon},

Table 2. Concomitant medications

Dual group Triple group

(m=154)  (m=97) Pvale

-blocker 105 (68.2) 65 (67.0) 0.85
Lipid lowering agent 123 (79.9) 83 (85.6) 0.25
ACEI 132 (85.7) 68 (70.1) 0.002
CCB 15 (9.7 13 (134) 037
Nitrate 62 (40.3) 40 (412) 0.88
Heparin 37 (24.0) 12 (124) 0.02

GlycoproteinIIb/Illa Inhibitor 13 (84) 14 (14.4) 0.14

Major adverse cardiac event 16 (10.4) 10 (10.3) 0.98
24-month >

Death 0.19
Cardiac 5 33 4 @&
Noncardiac 5 (33) 0 (0.0

MI 4 26) 2 (21 079

TLR 7 46y 7 (712) 037

TVR 5 (33) 6 (62) 027

Major adverse cardiac event 19 (12.3) 12 (124)  0.99

Stent thrombosis (3] ) 4 (26) 4 A1) 050
Acute 0 (0.0 0 (0.0
Subacute 1 07 3 @I 013
Late 1 (7)) 0 (0.0 043
Very late 2 (13) 1 (1.0) 085

ACEI; angiotensin converting enzyme inhibitor, CCB; calcium
channel inhibitor

MI; myocardial infarction, TLR; target lesion revascularization, TVR:
target vessel revascularization



5 obE §F 2AE A F gda

9] 2hol7h G190 (Table 3), FAE Do) SHIT Al
7%= Dualie] 9279(59.7%), Triple?-e] 699 (71.1%)% Triple
ol A wsrort, A 02 felaA] ekstehp=0.07).

1X} W} X|=

oFE §% 2EIE AE F 10, 24049 12k o}
2|2 2 A Table 49F 2ot 1270 F<F 8 A4
AP Z AL Dualio] 169 (F10.4%, AFE 87/5.3%, MI
3%/2.0%, TLR 7%9/4.6%), Triple7=¢] 109 (& 10.3%, A%
473/4.1%, MI 273/2.1%, TLR 5tﬂ/5 2%)E BAsHo g &
o8t Zfeo]7} ek (p=0.98). =3}, 2470 F<F T8 AA
AP & DAE Duaki-ol 19%1(% 12.3%, AF 107/6.6%,
MI 4%/2.6%, TLR 778/4.6%)°] %13, Triplez-o] 127 (%
12.4%, AP 473/4.1%, MI 29/2.1%, TLR 79/7.2%)%
T 7ol BAITHLE Fogt o]k A HH(p=0.99). TVR
o A W= JA] 127HY F¢t Dualitoll A 49 (2.6%),
TripleZ-oll A 674 (6.2%) 22 2]t 2lo] 7} $191-27 (p = 0.16),
24701 A|AH N M % Dualiol| A 57 (3.4%), Tripler=oll A 67
(62%) 22 2]t 2] 7} A Thp = 0.27)

247014 F<9t stent thrombosis®] -2 Dualiel| A acute
thrombosis®= 914127, subacute thrombosis7} 19, late
thrombosis?} 19, very late thrombosis?} 2/ oA WA 819

I, TripleZ| A= acute thrombosisE %1127, subacute
Table 5. Clinical outcomes in diabetic patients
Outcomes Dl(lfll:%;o)ulj Tri(lilli %(;up p- value
12-month >
Cardiac Death 3 @81) 2 (38 038
MI 2 G4 1 (19 036
TLR 3 @81 3 (57) 065
TVR 0 (.0 4 ((76) 0.09
Major adverse cardiacevent 6 (16.2) 5 (94) 0.33
24-month >
Cardiac Death 3 (1) 2 (38 038
Ml 3 @D 1 (19 0.16
TLR 3 @81 5 (94 083
TVR 1 27 4 (@#6) 032
Major adverse cardiacevent 7 (189) 7 (13.2) 046
Stent thrombosis (&7]) 2 54 2 (39 0.71
Acute 0 (0.0 0 (00
Subacute 0 (0 2 (38 023
Late 0 (.0 0 (00
Very late 2 (54 0 (0.0 0.09

MI: myocardial infarction, TLR: target lesion revascularization, TVR:
target vessel revascularization

A A 3ALH I 24 o] YA B3 vlw 117

thrombosis”} 39, late thrombosis= B 3}X] 9EkIT, very
late thrombosis?} 1™ el|A] WAl om EA A o2 F9
gk zpol = vERA] 49kh(p = 0.5).

A 3x & 7[R 2 Byur) Qe 3= E 90
(Duali*=37%4, Triple?=534)2-Z subgroup analysisel|A] 12
ML F2 AR AP = LA Fo| Dualie] 6%(16.2%),
Triple7°] 59 (9.4%)%12M (p=0.33), 24714 2 A& AbA
% W52 Duali=e] 74(18.9%), Triplex=e] 7% (13.2%)°-
2 Triplez-oll A WA Eo| Wgkor}, BAHLZE fol3HA] o
ilﬁ}(p—046 Table 5). X3}, stent thrombosis HEE F

T Zroll 218 =}o] 7} ¢ eHp =0.71, Table 5).

AR po] BAMEE AR Ao 240D F A AL
7 & Y ELS = 1884 F Dualol 69 (15.0%), Tripled
o] 27(8.7%)Z Triplew-ell A WFotovt, A o2 f-of3)
A= ¢kkeh(p=0.47, Table 6).

A= (654 A}, 654 wlEh), BMIE (@25 o]}, 25 w|qh

FAES W T8 AR A F R ES 1204, 24
N A BF F i Zhell frol 3t &Fe] 7} 913 eK(Table 7).

A (AMI, angina) -2 vhro] £A8E Ao M F 1

T2 F8 A AP F B Eel ol zbelE vER

11_4

Table 6. Clinical outcomes in female patients

JA (n=63)

Outcomes i
D‘gﬁljﬁ’)“p TP S0P - value

12-month > 0.40
Cardiac Death 1 25 0 (0.0
Non-cardiac Death 2 (500 0 (0.0
MI 1 25 0 (00 0.44
TLR 2 (50 1 44 0.91
TVR 1 @25 2 @7 0.27
Major adverse cardiacevent 5 (12.5) 1 (44) 0.29
24-month > 0.29
Cardiac Death I 25 0 (0.0
Non-cardiac Death 3 (7.5 0 (0.0
Ml 1 25 0 (0.0 0.44
TLR 2 (50 2 @87 0.56
TVR 1 25 2 @7 0.27
Major adverse cardiacevent 6 (15.0) 2  (8.7) 0.47
Stent thrombosis (3H4]) I 25 0 (0.0 0.44

Acute 0 (00 0 (00

Subacute 0 (00 0 (00

Late 0 (00 0 (00

Very late 1 @25 0 (0.0 0.44

MI: myocardial infarction, TLR: target lesion revascularization, TVR:
target vessel revascularization
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Table 7. Clinical outcomes in subgroup analysis by age

Kor. J. Clin. Pharm., Vol. 22, No. 2, 2012

654 °]AH(n=124)

654 P1THn=127)

Outcomes Dl(l?ll:%IBUP Tri(}l)llz %B(;up p-value Dlgiljroo)up Tri(pﬁi gg;;)up p-value
12-month> 0.27
Cardiac Death 4 4.8) 4 (10.0) 1 (1.4) 0 (0.0)
Non-cardiac Death 3 (3.6) 0 (0.0) 0 (0.0) 0 (0.0)
MI 2 2.4) 2 (5.0) 0.44 1 (1.4) 0 0.0) 0.37
TLR 6 (7.1 3 (7.5) 0.94 1 (1.4) 2 3.5) 0.44
TVR 1 (1.2) 3 (7.5) 0.06 3 4.3) 3 (5.3) 0.80
Major adverse cardiac event 14 (16.7) 8 (20.0) 0.65 2 2.9) 2 (3.5) 0.83
24-month> 0.22 0.44
Cardiac Death 4 4.8) 4 (10.0) 1 (1.4) 0 (0.0)
Non-cardiac Death 4 4.8) 0 (0.0) 1 (1.4) 0 (0.0)
MI 2 2.4) 2 (5.0 0.44 2 2.9 0 0.0) 0.20
TLR 6 (7.1) 4 (10.0) 0.58 1 (1.4) 3 (5.3) 0.22
TVR 1 (1.2) 3 (7.5) 0.06 4 5.7) 3 (5.3) 0.91
Major adverse cardiac event 15 (179 9 (22.5) 0.54 4 6.7 3 (5.3) 0.91
Stent thrombosis (314]) 1 (1.2) 3 (7.5) 0.06 3 4.3) 1 (1.8) 0.42
Acute 0 0.0) 0 0.0 0 (0.0) 0 0.0)
Subacute 0 (0.0 3 (7.5) 0.01 1 (1.4) 0 0.0 0.37
Late 0 0.0) 0 0.0 1 (1.4) 0 0.0) 0.37
Very late 1 (1.2) 0 0.0 0.49 1 (1.4) 1 (1.8) 0.88
MI: myocardial infarction, TLR: target lesion revascularization, TVR: target vessel revascularization
A] ¢k eH(Table 9). AAE Edsl= o] w]e Fedch T LxI ACC/
AHA/SCAI Guideline 20091 w2, k& B-é 2EHE A
22Xt HIt X|® Y 5 I 2FAA 24] W3 8 (aspirin ¥ clopidogrel)S-

24704 9] 4 717k 59t major bleeding % T EFol
A B EER] ¢kgkT}. minor bleedingS DualZol| Al 139
(8.4%), Triplez-el X 6% (6.2%)ll A A3, UG
bleeding(Dual 178 vs. Triple 29), easy bruise(7% vs. 3%9),
epistaxis(5™ vs. 1%)e] et F = Zhel] BATH 2
o3t z}o] = Hoo|A] ek9tth(Table 10).

oF & H-218-© 2 thrombocytopeniax Duali-ol| A= A 51
A 931, Triplew-ol| A5t 19 ol A WY 3} 31, neutoripeniatt
hepatic dysfunction= %F = EFollA HA3EA] ook}
(Table 10).
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Park?®® 52 sirolimus-eluting stentt} paclitaxel-eluting stent
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Cilostazol=- phosphoesterases A& - 02 A 3)|3}e] HA
] cyclic AMPS] 5% 712 4% $3& AAA| 7=
7148 713 AT A A o). el clopidogrelZ}




Ao oFE &5 2HE AN F FEaAAA A 24 e e 9 ' va 119

Table 8. Clinical outcomes in subgroup analysis by BMI

BMI=25¢|AH(n=134)

BMI=257]%Hn=117)

e -

12-month> 0.57 0.66

Cardiac Death 3 3.5) 2 4.3) 2 (3.0) 2 (4.0)
Non-cardiac Death 2 2.3) 0 (0.0) 1 (1.5) 0 (0.0)

MI 2 2.3) 1 .1 0.95 1 (L.5) 1 (2.0) 0.83

TLR 2 (2.3) 3 6.4) 0.23 5 (7.5) 2 (4.0 0.43

TVR 4 (4.6) 4 (8.5) 0.36 0 0.0 2 (4.0) 0.10

Major adverse cardiac event 8 9.2) 6 (12.8) 0.52 8 (11.9) 4 (8.0) 0.49
24-month> 0.57 0.31

Cardiac Death 3 3.5) 2 4.3) 2 (3.0) 2 (4.0)

Non-cardiac Death 2 2.3) 0 (0.0) 3 4.5) 0 (0.0)

MI 2 2.3) 1 2.1 0.95 2 (3.0) 1 (2.0) 0.74

TLR 2 (2.3) 4 8.5) 0.10 5 (7.5) 3 (6.0) 0.76

TVR 4 (4.6) 4 8.5) 0.36 1 (L.5) 2 (4.0 0.40

Major adverse cardiac event 8 9.2) 7 (14.9) 0.32 11 (164) 5 (10.0) 0.32
Stent thrombosis (37]) 2 2.3) 2 4.3) 0.53 2 (3.0) 2 (4.0 0.77

Acute 0 (0.0) 0 (0.0) 0 (0.0) 0 (0.0)

Subacute 1 (1.2) 2 4.3) 0.25 0 (0.0) 1 (2.0) 0.25

Late 1 (1.2) 0 (0.0) 0.46 0 (0.0 0 (0.0)

Very late 0 (0.0) 0 (0.0) 2 (3.0) 1 (2.0) 0.74

MI: myocardial infarction, TLR: target lesion revascularization, TVR:

o2 AE71AS 7P g8 Al cilostazols ol 3t
AT Ai}Eo] W 9le}. Cilostazole clopidorelZ} ¥] 2L
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frAket gdawt 835 /A, AR Blssiea B
atadch? Lee® 52 24 W32 T cilostazold F713 3
A W 9WS vlask dTelA oY S 34 2AE A
34 W& 8xe] TLRY} F8 AAAA A E(Dual vs.
Triple, 7.6% vs. 2.8%, p=0.016)% AA3HA FF= 7oz
H syl

2 d7e A A7 FARBM = £F 2EIES A
U3t A= AR 24 Wgk QW (aspirin-clopidogrel}s} 3
A W3 2" (cilostazol-aspirin-clopidogrel)] 9AH &=
vl Fpglem, 2470 b 4 FAlsle] A7) AAAR
A EE v d7ehs Hell 9w & Faat skt 13 3
7} A FAA 34 I 9w 24 Wy Qe Bls) 2470
Aol F8 AAAR] HAE 9 APLE, MI A E, TLR,
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Table 9. Clinical outcomes in subgroup analysis by indication

AMI(n=118) angina(n=133)
Outcomes Dlzilz%o)up Tri(;r)ll:e igg(;up - value Dlzilz%;rlo)up Tri(pl)llj %c;up - value
12-month > 0.45 0.71
Cardiac Death 3 4.1 3 6.7) 2 (2.5) 1 (1.9
Non-cardiac Death 2 2.7) 0 (0.0) 1 (1.2) 0 (0.0)
MI 2 2.7) 1 2.2) 0.86 1 (1.2) 1 (1.9 0.75
TLR 2 2.7) 2 4.4) 0.62 5 (6.2) 3 (5.8) 0.92
TVR 3 4.1 3 6.7) 0.54 1 (1.2) 3 (5.8) 0.14
Major adverse cardiac event 7 (9.6) 6 (13.3) 0.53 9 (11.1) 4 (7.7) 0.52
24-month> 0.45 0.36
Cardiac Death 3 4.1 3 6.7) 2 (2.5) 1 (1.9
Non-cardiac Death 2 2.7) 0 (0.0) 3 (3.7) 0 0.0)
MI 3 4.1 1 2.2) 0.58 1 (1.2) 1 (1.9) 0.75
TLR 2 2.7) 2 4.4) 0.62 5 (6.2) 5 9.6) 0.46
TVR 4 (5.5) 3 6.7) 0.79 1 (1.2) 3 (5.8) 0.14
Major adverse cardiac event 8 (11.0) 6 (13.3) 0.70 11 (13.6) 6 (11.5) 0.73
Stent thrombosis (37 4 65 4 (89 0.47 0 (00 o (0.0)
Acute 0 0.0) 0 (0.0) 0 (0.0) 0 (0.0)
Subacute 1 (1.4) 3 6.7) 0.12 0 (0.0) 0 (0.0)
Late 1 (1.4) 0 0.0) 0.43 0 (0.0) 0 (0.0)
Very late 2 2.7) 1 2.2) 0.86 0 (0.0) 0 (0.0)
MI: myocardial infarction, TLR: target lesion revascularization, TVR: target vessel revascularization
Table 10. Adverse drug effects DES 23 24
Vari Dual group  Triple group Sarpogrelate 4 bt ASP#3
ariables (n=154) (n=97) p-value N-5% Dual or triple N- 129
antiplatelet
Major Bleeding 0 (0.0) 0 0.0) Clomidasesl, D}he;;;;
Minor Bleeding #‘;' :‘!5?;% cg]p(;:gz;;;l
UGI bleeding 1 0.7 2 21) 032 247 31 g»;: 4 7;01_3127.713@:
easy bruise 7 (4.6) 3 (3.1) 057 e 29 ?:'fm?é f},ﬁ 3{;
epistaxis 5 3.3) 1 (1.0) 0.26 =
Side effecs St
Thrombocytopenia 0 (0.0) 1 (1.0) 0.21 — Trinle @
Neutropenia 0 (0.0) 0 0.0) N - 1544 N - 7949
Hepatic dysfunction 0 (0.0) 0 0.0)
Fig. 1. Study design.
Lee 5= Wk 325 B2 3 d7olM" 32 W
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