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ABSTRACT

Background and Objectives : Platelet activation and aggregation, with resultant arterial thrombus formation, play
pivotal roles in the pathophysiology of acute coronary syndrome (ACS). The efficacy of tirofiban, a specific
inhibitor of the platelet glycoprotein IIb/I11a receptor, combined with heparin, or low molecular heparin (LMWH),
in the management of ACS were evaluated. Subjects and Methods : One hundred seventeen patients (60.8+
10.9 years, 76 male), with unstable angina or non-ST elevation myocardial infarction, who had ST-T changes
and elevated troponin, were divided into 4 groups : Group I (n=30 : heparin alone), Group II (n=28 : LMWH,
dalteparin alone) , Group III (n=29 : tirofiban combined with heparin) and Group IV (n=30 : tirofiban with
LMWH) . The major adverse cardiac events (MACE) among the 4 groups, during 6-month clinical follow-ups,
were compared. Results : Percutaneous coronary intervention, or a coronary artery bypass graft, was performed
in 23, 19, 19 and 22 patients from Groups I, I, I1T and TV, respectively (p=0.87). A minor bleeding complication
developed in 2 (6.7%), 1 (3.6%), 1 (3.4%) and 2 patients (6.7%) in groups I, II, III and IV, respectively
(p=0.79) . During the six-month follow-up MACE occurred in 7 (30.4%), 6 (31.6%), 3 (15.8%) and 4 patients
(18.2%) in groups I, II, TIT and TV, respectively (p=0.02 : Group I and I vs. Group IIT and IV). Conclusion :

Tirofiban combined with LMWH is safe and may improve the long-term prognosis of patients with ACS.
(Korean Circulation J 2003;33(7):559-567)
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coronary artery bypass graft), FEX5 507 M-
3o} 21531lt) PCl= 6WA] 8 F 54 Judkins 5
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Myocardial Infarction (TIMI) —major bleeding] & %
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ZJe]= SPSSE o831 Student’s t—teste ANOVA
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B AHS 17 62.8+10.94), T 63.8+8.74),
MolA 58.6£8.94], V- 58.1£12. 7410101, &
A= TellA 1591 (50%), TelA 214(75%), T
oA 18e1(62%), IVaollX 2261(73%) 2 A%
gulof QlofA] Z} - Fhof] f2] $h zlol= YISiTh
AEe [ FoA NSTEMI 11¢1(37%), E<H39

Ml o

HAZ 1991(63%), LrelA 9¢1(32%), 191(68%),
Ml 170(59%), 1291(41%), Z2F Vel A 20
A67%), 1041(33%) Z M3} Vol 133 I+
of nlslo] A2 HlEo] =9ktHp=0.02). Wil Al
ARE STAE a7 169(14%), STE A 40
(3%), T3} 9] 801(68%), STE 3P} g7 T}
29 10(9%), A4 STH 741(6%) 1o 7+ +
Zre] Zolis Holx| odoith Ul Al CK-MBx 1+
o M 24.3+24.3 U/L, I+ 19.1+£16.5 UL, I
31.0+36.4 U/L, IV 51.1+47.6 U/Le]H, Tropo-
nin— [ = [oAE 22439 ng/ml, I 3.116.6
ng/mL, i 1.5+2.5 ng/mL, Vi 4.8 6.9 ng/mL
o|lom 7F 77k zfo)i= HolA| A9kt

W Agke] A QrkEA FA2 TellA 109
(33%), Ma-ollA 13901(46%), MlA 1200(41%),
Vel 199 (63%)©191em, n8d Z47F 179
(57%), 111(39%), 101 (34%), 14°1(47%)©1).2H,
Gt 42 99 /(30%), 441(14%), 741(24%), 51
(17%)°1lem, IAEFTL Z47F 209(67%), 11¢]
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oJst Zol= HolA] ¢t (Table 1).
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Table 1. Clinical and angiographic characteristics

Group I (n=30) Il (n=28) Il (n=29) IV (n=30) p
Age (years) 62.8£10.9 63.8+8.7 58.6+10.1 58.1+12.7 0.10
Male (%) 15 (50) 21 (75) 18 (62) 22 (73) 0.09
Diagnosis (%)
NSTEMI 11 (37) 9 (32 17 (59) 20 (67) 0.02
Unstable angina 19 (63) 19 (68) 12 (41) 10 (33)
Electrocardiogram (%)
ST depression 300 508 507) 300 0.53
ST elevation 103 0(0 103 2(7)
Tinversion 22 (73) 21 (75) 20 (69) 17 (57)
ST depress and Tinversion 2(7) 104 207 507)
No ST change 207 104 103 310
Risk factor (%)
Smoking 10 (33) 13 (46) 12 (41) 19 (63) 0.17
Hypertension 17 (57) 11 (39) 10 (34) 14 (47) 0.34
Diabetes mellitus 9 (30) 4 (14) 7 (24) 507) 0.14
Family history 3010 104 3310 2(7) 0.99
Hyperiipidemia 20 (67) 11 (39 11 (40) 15 (50) 0.20
Angiographic findings (%)
1 vessel disease 12 (40) 14 (50) 12 (41) 17 (57) 0.38
2 or 3 vessel disease 11 (37) 8 (29) 7 (24) 8 (27)
Left main disease 103 103 1(3) (O Q0]
Coronary ectasia 2(7) 2(7) 2(7) 2(7)
Insignificant stenosis 4 (13) 30D 7 (24) 300
Therapeutic strategies (%)
PCI 22 (74) 18 (64) 18 (63) 20 (66) 087
CABG 103 104 103 2(7)
Medical therapy 7 (23) 9 (32 10 (34) 8 (27)

NSTEMI : non-ST segment elevation myocardial infarction, PCI :

onary artery bypass graft

(25%)%’\1 ZF 3 Zrell fref gt Afoli= qllth. CABG

51 AIEOR, 4ol AZZ2) CABGoIS)
onf, 160i= PCIL A9 F CABGE Agaisich
:.*g%

& BE Pl WS ke, AL 3 gL
HESERCE B R LR L D
[TelA 246(6.7%), TrelA 1(3.6%), TrelA

191(4.3%), IVtellA] 290(6.7%) oA ZAgsli o Z+
T ZE2] Fost zjoli= HolX] ¢kgrom o]F 1of|ofA
vk =go] I35tk (Table 2).

7y o wi i $ 48417k CK-MBE I+ 21.0+
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percutaneous coronary intervention, CABG : cor-

43.4 U/L, I+ 17.9+£14.9 U/L, II7*elM+= 20.1 £
189 U/L, IV&* 17.5+11.4 U/Le]™, Troponin 1+
[ 1.4%1.6 ng/mL, O+ 3.3%+6.6 ng/mL, Il
e 6.4112.7 ng/mL, V- 2.84+1.6 ng/mL ©|3
om, 9647t CK-MB& I+ 10.6+7.6 UL, I
T 8.6£6.9 U/L, MTlX+= 11.0£8.7 UL, VT
13.7+£12.0 U/L o9, Troponin [+ I 1.2+1.5
ng/mL, I+ 1.0£1.2 ng/mL, II7lA= 2.2+4.3
ng/mL, Vi 4.2+8.3 ng/mLo] o Zt o+ 7ko] xjo]
= HolA] st
FomA

A 717 T 2F 7 iy F 48A177EA] 2] MACE+
o, ZF 3 & 7R Vo] 1441(4.5%)
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Table 2. Bleeding complications

Group I (n=30) II (n=28) Il (n=29) IV (n=30) p
TIMI-major bleeding (%) 0( 0 0(C 0 0(C 0 0(C 0

TIMI-minor bleeding (%) 2(6.7) 1(3.6) 1(3.4) 2(6.7) 0.79
Transfusion (%) 1(3.3) 0(C 0 0(C 0 0( 0

TIMI : thrombolysis in myocardial infarction

Table 3. Major adverse cardiac events (MACE) during 6-month clinical follow-up after percutaneous coronary

intervention or coronary artery bypass graft

Group I (n=23) I (n=19) I (h=19) IV (n=22) Total (n=83)
Revascularization 7 5 3 3 18
Myocardial infarction 0 1 0 0 1
Cardiac death 0 0 0 1 1
MACE 7 (30.4%) 6 (31.6%) 3* (15.8%) 4* (18.2%) 20 (35%)

=p 1 0.02, group | and Il vs. group Il and IV respectively

ol AR Bl o, 142 194(4.3%) oA Ad 4
LEE A ATFEe] sk

30U 9 4 S 1 191(4.3%), T 19
(5.3%) elIA AFHREo] skl 30U4 1804
NA A 2 BF F 17 59(21.7%), T 59
(26.3%), oA 29(10.5%), IV 3991(13.6%)
A AdFEo] Besklon, T 14(5.3%) ¢lA 4
73 A0] Mgl

180 A MACE+= 1+ 741(30.4%), I 64
(31.6%), M 3%(15.8%), V- 4°1(18.2%) & Tiro-
fibang ARESH My Vo] ARESHA] 92 1%
ool vl I8kl weko v (p=0.02), dateparin}
BEael Vi 55 duiz 9geiTd
M2k Zpol= HolA] i3kt (Table 3).
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Safety of Subcutaneous Enoxaparin in Non—Q—
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9] tPA%} abciximabs FAlo ARESH FolA tPATE
= ARgrel] )3l felakAl =& TIMI 3 @% I955
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