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A Clinical Study on Acute Myocardial Infarction
— An Analysis for Cause of Death in the Thrombolyiic Era -

Sung Jung Kim - Si-Hoon Park - Hong-Keun Cho - Gil Ja Shin
Department of Internal Medicine, College of Medicine, Ewha Womans University

Background : Many studies have reported that successful reperfusion with intravenous throm-
bolytic therapy in acute myocardial infarction(MI) decrease in-hospital and longterm mortality.
Therefore thrombolytic therapy is used as an important treatment of early acute myocardial
infarction. But the thrombolytic therapy has not been established in the patients representing
cardiogenic shock. The purposes of the article are to characterize the clinical findings and to
analyze the causes of death in the thrombolytic era, and therefore to improve the treatment
modalities.

Method : A retrospective clinical study was done on 112 patients with acute myocardial
infarction, who had been admitted to Ewha Womans University Mokdong Hospital from
September 1993 to August 1995. All patients was evaluated for coronary risk factors, EKG
findings, Killip class on admission, coronary angiographic findings, treatment modality such as
thrombolytic therapy, direct percutaneous transluminal coronary angioplasty(PTCA) and conservative
treatment, and complications.

Result :

1) Patients’ mean age was 59+11 years, and the male : female ratio was 2.1 : 1.

2) Patients’ Killip class on arrival at emergency room was I in 52%, II in 38%, III in 6%, and
IV in 4%.

3) The mean pre-hospital time delay was 2 hours and 40 minutes, and 54 patients(48%)
arrived at emergency room within 2 hours after onset of chest pain.

4) The location of the infarction were inferior wall(37.5%), anterior wall(21.4%), anterolateral
wall(19.6%), inferoposterior wall(8.0%), lateral wall(3.6%), anteroinferior wall(2.7%), lateroposterior
wall(0.9%), posterior wall(0.9%), anterolateroinferior wall(0.9%), anterolateroposterior wall(0.9%),
and Non-Q infarction(3.6%).

5) Coronary angiography were performed in 80 patients(71%), and mean ejection fraction
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was 48 +11%, and mean wall motion score index was 1.9 £0.6. One vessel discase was 49(61%),

two vessel disease was 18(23%), three vessel disease was 7(8%), and normal finding was 6 (8%).
6) The conservative weatment was done in 23(21%), and thrombolytic therapy in 80(71%).

The nine patients(8%) were treated with direct percutaneous transluminal coronary angioplasty

(PTCA).

7) The complications of infarction were pericardial effusion(8%), left ventricular aneurysm(6%),

and ventricular tachycardia{4%).

8) Twelve patients(10.7%) were expired. Their mean age was 67110 years, and mean pre-
hospital time delay was 3 hours 30 minutes. The thrombolytic therapy was used in seven
patents. Mortalities were observed 0%, 50%, 33%, and 18% in patients with Killip classification
I, II, 111, and IV, respectively. Patients age and Killip class on admission were the most

important factors for to the mortality(p<0.05).

Conclusion : In this study, the mortality rate of acute myocardial infarction was low as
compaired with those of other studies perfomed in the Korea. It seems that patients arrived at
emergency room much earlier, so thrombolytic therapy can be used in more patients. The most
important prognostic factors were patients age and Killip class on arrival at emergency room.
Thus, even in the thrombolytic era, other treatment modality(e.g. direct percutaneous
transluminal coronary angioplasty and coronary artery bypass graft) would be considered.

KEY WORDS : Acute MI - Thrombolytic era.
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Table 1. The coronary risk factors of infarct patients

Number of the

Risk factors patients(%)

Smoking 66(59)
Hypertension 40(36)
Diabetes 27(24)
Hypercholesterolemia 9)
Family history of ischemic heart disease 3( 3)

Table 2. The killip classification on arrival at emergency
room

Killip class Number of the patients(%)
| 58(52)
I 43(38)
it 7( 6}
v 44
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Table 3. The time delay to emergency room after onset
of chest pain

g 189(23%), H3H HFho] 7¢)(8%)THTable
5). 24 B8 92 & 317 FHo] 3841(48%),
34 FHo] 139(16%), ¢ B3 o] 2841(36%) %

tHTable 6).
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7397} 534, accelerated tPA Tell, double bolus
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Table 5. The coronary angiographic findings — 1

Lesion Number of the patients(%)
Normal 6( 8)
1 vessel disease 49(61)
2 vessel disease 18(23)
3 vessel disease 7( 8)

Table 6. The coronary angiographic findings — 2

Infarct related artery Number of the patients(%)

Time(hours) Number of the patients(%)
0- 2 54(47)
2—- 6 30027)
6-24 22(19)
24-72 6( 7)

Table 4. The locations of myocardial infarction by elec-
trocardiographty

Location Number of the patients(%)
Inferior 42(37.5)
Anterior 24(21.4)
Anterolateral 22(19.6)
Inferoposterior 9( 8.0)
Lateral 4( 3.6)
Anteroinferior 3( 2.7)
Posterior 1( 0.9)
Lateroposterior 10 0.9
Anterolateroinferior 1( 0.9)
Anterolateroposterior 1 0.9)
Non-Q 4( 3.6)

LAD* Proximal 20(31)
Middle 18(23)
Distal o0
LCX** Proximal 8(10)
Distal 5( 6)
RCA*** Proximal 13(17)
Middle 10(13)
Distal 5( 6)
*LAD : left anterior descending artery
**LCX : left circumflex artery

***RCA : right coronary artery

Table 7. The treatment of myocardial infarction

Treatment Number of the patients(%)
Conservative treatment 2321
Thrombolytic therapy 80(71)

— urokinase 53

— accelerated tPA* 7

—double bolus tPA 20
Direct PTCA** 9( 8)

*PA : tissue plasminogen activator
**PTCA : percutaneous transluminal coronary angioplasty
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Table 8. The complications of infarction

Number of the

Complication patients(%)

Pericardial effusion 9( 8
LV aneurysm 7( 6)
Arrhythmia
- Premature ventricular contraction 26(23)
- Ventricular tachycardia 5( 4)
Conduction abnormality
- Complete AV* block 12(11)
-2nd degree AV block 6( 5)
— LBBB** 3( 3)
—~ RBBB*** 3( 3)

*AV ! atrioventricular
**| BBB : left bundle branch block
#**RBBB : right bundle branch block

Table 9. The characteristics of the twelve expired patients

AHTable 8)

259 Fae 11285 12%8(10.7%)°] Argehs

o] o3 8ol UPAOE A% HAY SO ALY
S 238 A4 dmoe 19e asad A=
F ¥29s, e 198 A58 AYagch Yo
10099 BAEE = 37 Qo] HAsg

7. NYB 1287159 54

AA 11290) BAEF 1290 34 A2 J4F A
A Ee A5 GUFOD Al AR 10.7%

E Bt FuHle @R T8(58%). AR 57 (42%)
Atk AbY BAEe] Wit A% 67110410 ]
T 599 FAZo] AU %‘—r7} 6'8(50%), =8
b 28(17%). @x 38 (25%). ¥ 39 (25%), 1A

2 it o

Expired patients Alived patients p-value
Mean agelyears) 67+10 5811 0.0408**
Sex Male 7(58%) 69(69%) 0.4624
Female 5(42%) 3131%)
Risk factors Smoking 6(50%) 60(60%) 0.4942
Hypertension 2(15%) 38(38%) 0.1427
Diabetes 3(25%) 24(24%) 0.9431
Obesity 3(25%) 7( 7%) 0.0539
Hypercholesterolemia 1( 8%) 9( 9%) 0.9155
Infarct location Inferior 6(50%) 46(46%) 0.8064
Anterior 6(50%) 43(43%) 0.6615
Killip class | 0{0%) 58(58%) 0.0032**
] 6(50%) 37(37%)
1l 4(33%) 3( 3%)
[\ 2(18%) 2( 2%)
Pre-hospital time delay 3 hours 30min 2 hours 53min 0.9412
Thrombolytic therapy yes 7(58%) 73(73%) 0.0906
no 5(42%) 18(18%)
Peak CK-MB*(U/L) 3274255 319%273 0.3987
Time to peak CK-MB(hours) 11+3 1347 0.6333

*CK-MB . creatine kinase-isoenzyme MB

p<0.05, between alived and expired patients
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