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Clinical Evaluation in Patients with Acute Myocardial Infarction
with or without Significant Coronary Artery Stenosis

Rho Chun Park, M.D., Dong Jip Ra, M.D,, Tae Jun Kim, M.D.,
Sung Woo Lee, M.D, Sung Gu Kim, M.D., Young Joo Kwon, M.D.
Department of Internal Medicine, College of Medicine, Soonchunhyang University, Seoul, Korea

Background 1t has been recognized for many years that myocardial infarction is almost
invariably associated with significant narrowing of one or more coronary arteries. However,
the widespread use of selective coronary angiography has resulted in an increasing number
of reports of patients with proved infarction and patent coronary arteries. The purpose of
this study was to analyze whether any clinical features distinguishes patients with these findings
from those having coronary arterial lesions.

Methods . The clinical association of myocardial infarction with no significant stenosis of
major coronary artery on cineangiogram was analysed retrospectively. The findings on the
13 patients in this group was compared with those of myocardial infartion with significant
coronary artery stenosis.

Results - There were no significant differences in risk factors, hemodynamic findings of cardiac
catheterization and the site of infarction between both groups. However, the patients with no
significant stenosis of coronary artery had fewer complications during hospitalization and lesser
ST segment change during exercise test before discharge.

Conclusion . It could be concluded that the acute myocardial infarction with no significant
stenosis of coronary arteries would have the better prognosis. The mechanism of the acute
myocardial infarction with no significant stenosis of coronary arteries might be studied in
the aspect of the coronary artery spasm and the alternation of function of endothelial cell.

KEY WORDS : Acute myocardial infarction * Normal coronary angiogram.
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Table 1. Clinical characteristics in patients with acute myocardial infarction

Coronary artery stenosis (%)

50 > (n=13) 50 < (n=>54) p value

Age(vr, meanzt SD) 48.3+11.08 53.8+9.14 NS
Sex(M/F) 13/0 45/9
Site of infarction

Anterior 5 (38.5%) 28 (51.9%) NS

Inferior 4 (308%) 22 (40.7%) NS

Non Q wave 4 (30.8%) 4 (74%) NS
CHF 4 (308%) 29 (53.7%) <0.001
Arrhvthmia 1 (7.7%) 8 (148%) NS

NS ! not significant

CHF : congestive heart failure

Table 2. Clinical characteristics of 7 cases with normal coronary angiogram

Serum enzymes

Age Site of ..
Case . . CK-MB Total-CK Complication
(vears) infarction
: (ng/ml) (1u/L)
1 54 Non Q wave 124 489 -
2 30 Inferior 89 569 -
3 44 Inferior 86 850 Angina
4 54 Anterior 422 1497 vT
5 65 Non Q wave 9 81 CHF
6 48 Non Q wave 336 961 -
7 45 Anterior 86 850 -
VT ! ventricular tachvcardia CHF : congestive heart failure
Table 3. Serum enzyme in patients with acute myocardial infarction
Coronary arterv stenosis (%)
- - p value
50 > (n=13) 50 < (n=54)
Towl CK (IU/L) 835.9+ 883.52 1185.1£793.49 NS
CK-MB(ng/L) 129.9+ 138.91 170.6+ 141.67 NS
SGOT(IU/L) 128.5%+ 87.22 159.1+ 9231 NS
LDH(IU/mL) 799.1£ 794.07 534.6+ 334.31 NS

Values are meant SD NS not significant
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Table 4. Risk factors in patients with acute myocardial infarction

Coronary artery stenosis (%)

50 > (n=13) 50 < (n=54) p value

Hypertension 4 (36%) 24 (44 %) NS
Hypercholesterolemia

Total cholesterol 2 (18%) 19 (35%) NS

(> 240mg%)
HDL cholesterol 46.1+15.92 48.1+13.58 NS
(mg%, meant)
Diabetes mellitus 4 (86%) 20 (38%) NS
Smoking 9 (81%) 46 (86%) NS
~ Obesity - 4 (8%)
NS : not significant
Table 5. Hemodynamic data 2 weeks after acute myocardial infarction(mmHg)
Coronary artery stenosis (%)
- - p value
50 > (n=13) 50 < (n=54)
RA(mmHg, mean) 2.4t 235 2.7+ 257 NS
RV(mmHg, systole) 27.4% 6.54 26.9+ 5.98 NS
PA(mmHg, mean) 14.0+ 5.16 13.8+ 4.64 NS
PCW(mmHg, mean) 7.2+ 4.80 8.9+ 536 NS
AO(mmHg, mean) 86.91+12.33 85.2+ 10.76 NS
CO(V/min) 4.5+ 1.29 4.6t 0.81 NS
Values are meant SD NS : not significant
RA ! right atrium RV ! right ventricle PA . pulmonary artery
PCW ! pulmonary capillary wedge  AO : aorta CO : cardiac output
Table 6. Number and site of coronary artery stenosis
Coronary artery stenosis (%)
50 > 50 <

Number of involved vessels n = 13 n = 54

normal 7 (54%)

one vessel 3 (23%) 40 (75%)

two vessel 3 (23%) 8 (15%)

three vessel 6 (10%)
Site of involved vessel =9 n =74

LAD 5 (55%) 33 (44%)

LCX 3 (33%) 13 (18%)

RCA 1 (12%) 28 (38%)

LAD : left anterior descending
RCA : right coronary artery

LCX : left circumflex



Table 7. Left ventricular mass by echocardiography and treadmill exercise test before discharge

Coronary artery stenosis (%)

50 > 50 < p value
LV mass (gm/m? meanzt SD) 126.2+ 27.15 137.5% 30.98 NS
(n = 13) (n = 54)
Treadmill exercise test 3/13 (28.1%) 28/36 (79%) < 0.001
positive (n = 13) (n = 36)

NS : not significant
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