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ABSTRACT

Background and Objectives: An early invasive strategy with coronary angiography and revascularization is currently
the recommended treatment for patients at high risk with an acute non-ST-segment elevation myocardial infarction
(NSTEMD). In this early invasive strategy, percutaneous coronary intervention (PCI) is generally recommended
within 48 hours, but there is little data on earlier intervention in intermediate risk patients. Subjects and Methods:
We studied retrospectively the past medical records of 118 patients at intermediate risk that were admitted at Pusan
National University Hospital and were stratified by the time interval from chest pain onset to PCI (Group I: <24 hr;
Group II: 24—48 h; Group III: >48 h). Clinical outcomes were evaluated in terms of in-hospital and 12
months follow-up of a major adverse cardiac event (MACE). Results: Baseline characteristics were not different
statistically among the three groups, except for the use of tirofiban. There were no in-hospital deaths or myocardial
infarctions (MI) in Group I and Group II patients, but there were three cases of in-hospital deaths in Group 111
patients. The incidence of a 12-month MACE was 0% in Group I patients, 6.7% (one revascularization) in
Group II patients and 17.1% (3 deaths, 3 MIs, 7 revascularizations) in Group III patients (p=0.043). Conclusion:
In acute NSTEMI, the incidence of a 12-month MACE was lower in the intermediate risk group when PCI was
performed in the early period. Early PCI could be recommended in acute NSTEMI on the basis of the status of

individual patients. (Korean Circ J 2008;38:23-28)
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Table 1. Demographic datas and clinical characteristics

Group | Group Il Group III
(n=27) (n=15) (n=76)

Age (years) 620+13.1 590+12.6 631+11.0 0465
Male, n (%) 18 (66.7) 11(73.3) 49 (64.5) 0.801
Diabetes

3(11.1) 3(133)  24(31.5) 0.080

mellitus, n (%)

Hypertension, n (%) 15 (55.5) 4(26.6) 40(52.6) 0.116
Dyslipidemia, n (%) 17 (62.9) 13(86.6)  55(72.3) 0.888
Stroke, n (%) 3(11.1) 2(6.6) 9(11.8) 0.118
Family history, n (%) 0( 0.0 3(13.3) 3(39) 0259
Smoker, n (%) 13 (48.1) 8(53.3)  55(72.3) 0.684
TIMI score 3.1 3.0 3.6 0.110
hs-CRP (mg/dL) 23 3.2 2.7 0.771

Troponin I

>10 ng/mL, n (%)
LV dysfunction

(EF <45%), n (%)

9 (34.6) 8(53.3) 33(434) 0496

3(11.1) 2067 11(14.5) 0.641

LVEEF, n (%) 51.2 60.1 56.6 0.672

Medication
Aspirin, n (%) 27(100) 15(100)  76(100) 1.000
Clopidogrel, n (%) 27 (100) 15(100)  76(100) 1.000
Statin, n (%) 27 (100) 15(100)  76(100) 1.000
Nitrate, n (%) 27 (100) 15(100)  76(100) 1.000
ACE inhibitors, n (%) 27 (100) 15(100)  76(100) 1.000
[-blocker, n (%) 26 (96.2) 14(93.3) 62(81.6) 0.112
Heparin, n (%) 27 (100) 15 (100) 76 (100) 1.000
Tirofiban, n (%) 6(22.2) 3(200 42(55.3) 0.002

TIMI: thrombolysis in myocardial infarction, hs-CRP: high sensiti-
vity-C reactive protein, LV dysfunction: left ventricle dysfunction, EF:
ejection fraction, ACE: angiotensin converting enzyme
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Fou FAA FodL ¢t (p=0.757) (Fig. 1).

Table 2. Coronary angiographic findings and percutaneous coro-
nary interventions

Group I Group II Group III
(n=27) (=15 (=76)

Extent of CAD, n (%) 0.496
One vessel disease, n (%)  8(29.6) 3(20) 25(32.9)
Two vessel disease, n (%) 11 (40.7) 6 (40) 22 (28.9)
Three vessel disease, n (%) 8(29.6) 6 (40) 29 (38.2)

Culprit lesion, n (%) 0.103
RCA, n (%) 9(33) 4(27) 25(2)
LCX, n (%) 9(33) 5(33) 26(34)
LAD, n (%) 9(33) 640 25(32)
Initial TIMI score >0, n (%) 10 (37) 5(33) 25(32) 0453
Final TIMI score=3,n (%) 24 (85) 25(87) 68(89) 0.612
Alfs?o/ Ifi/?o;)ype A/BI 11(41)  6(400 28(37) 0512
PCI, n (%)
Balloon only, n (%) 3(11.1) 4(26.7) 10(13.2) 0.339
BMS insertion, n (%) 2(74) 0(0.00 16(21.1) 0.051

DES insertion, n (%) 22 (81.4) 11(73.3) 45(59.2) 0.072
CAD: coronary artery disease, TIMI: thrombolysis in myocardial in-
farction, ACC: American College of Cardiology, AHA: American
Heart Association, PCI: percutaneous coronary intervention, BMS:
bare metal stent, DES: drug eluting stent, RCA! right coronary artery,
LCX: left circumflex artery, LAD: left anterior decending artery
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Fig. 1. In-hospital major adverse cardiovascular events (MACE).
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Fig. 2. Major adverse cardiac events (MACE) free survival curve.

Table 3. Incidence of major adverse cardiac events during 12 months

Groupl  Group Il  Group III
(n=27) (n=15) (n=76)
12 month MACE, n (%)  0(0.0) 1(6.7) 13(17.1) 0.049

Death 0 0 3
MI 0 0 3
TVR 0 1 7

MACE: major adverse cardiovascular events, MI: myocardial infac-
tion, TVR! target vessel revascularization
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