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The Prognostic Significance of Maximal Precordial ST-Segment Depression in
Patients with Acute Inferior Myocardial Infarction
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Background : Inferior myocardial infarctions account for 40— 50% of all acute myocardial
infarctions and are generally viewed as having a more favorable prognosis than anterior wall
infarctions. However, nearly 50% of patients suffering inferior infarction will have complications
such as heart block, concomitant precordial ST-segment depression and right ventricular
infarction or distinguishing features associated with an increased mortality that will substantially
alter an otherwise favorable prognosis.

Methods : Clinical characteristics, electrocardiograms, and angiographic findings of coronary
artery were viewed in 47 patients with inferior myocardial infarction. Significant ST-segment
change was defined as > 0.1mV horizontal or down slopping depression in acute inferior
myocardial infarction patients with ST-segment elevation on leads II, III, aVF measured with
reference to the TP segment, 80ms after J point.

A group=no precordial ST-segment depression.

B group=sum of ST-segment depression in leads V, to V; equal to or more than the sum of
ST-segment depression in leads V; to V.

C group=maximal precordial ST-segment depression in leads V, to V.

Results :

1) Incidence of multi-vessels disease in group A and in group B were 23% and 22%,
respectively, compared with 60% for those of group C(p < 0.05).

2) Incidence of Killip class III and IV rates in patients with group A and B were 8% and 12%,
respectivly, compared with 47% for those patients with group C(p < 0.05).

3) No significant difference of sex, age, peak CK level were found among three groups(p >
0.05).
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Conclusion : The patients with inferior acute myocardial infarction with the maximal ST
segment depression in leads V, to Vi would be at high risk for congestive heart failure and

multi-vessel disease.

KEY WORDS : Acute inferior myocardial infarction - Reciprocal ST-segment depression -

Prognostic significance.
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Table 1. Clinical characteristics of patients
No. of patients 47
Men/Women 33(70)/14(30)
Mean agel(yrs) 5926 - 71)
Hypertension 15(32)
Diabetes Mellitus 8(17)
Peak CK(U/L) 16691380
Summed ST T (mm) 0.5106+0.3
Thrombolysis 28(60)
Killip class
i 34(72)
it 2(4)
i 9(24)
vV 2(4)

( %

Table 2. Clinical characteristics of different groups

Group A Group B Group C

No. of patients ~ 21(45) 9(19) 17(36)
Male/Female 1467)7(33) 6(67)/3(33)  13(76)/4(24)
Mean agel(yrs) 58(13-74) 56(43-73) 61(43-75)
Summmed ST

T (mm) 0.39£0.1 1.03+0.3* 0.47+0.3*
Peak CK(U/L) 1223+1048 3243+1700* 1469+981
Hypertension 5(24) 2(22) 8(47)
Diabetes Mellitus  5(24) 101 2(12)
Thrombolysis 12(57) 9(100) 9(53)
Killip class
I 18(88) 7(78) 9(53)
I 14) 1(12) 0
il 1(4) 1(12) 7(41)
1\ 1(4) 0 1(6)

*p <0.05, ( ):%, CK: creatine kinase
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(55%)Z <A Ctol Bkthp <0.05). L))
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71 021(0%), 1¢1(11%), 6°1(35%) = <JnIUA CatollA
23kt (p <0.05)(Table 5).

Table 3. Comparison of coronary artery lesion

zt7
s
£

Group A Group B Group C

(n=21) (n=9) n=17)
1-vessel 15(73) 6(68) 6(35)
Multi-vessel 5(23) 2(22) 10(60)*
No lesion W4 1 5)
*0 <005 ( ):%

Table 4. Comparison of coronary arterial lesion

Group A Group B Group C

(n=21) (n=9) n=17)
RCA 13(63) 4(45) 6(35)
LCX 2(10) 2(22)
LAD+LCX R
RCA+LAD 4(19) 1(11) 3(18)
RCA+LCX 1 4) 3(18)
RCA+LAD+LCX 1(11) 4(24)
No lesion 1(4) 1(5)

( ):%, RCA : right coronary artery,
LAD : left anterior descending artery,
LCX : left circumflex artery
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Table 5. Comparison of infarct related atherosclerotic le-
sion site of right coronary artery in each group

Lesion site Group A Group B Group C

Proximal 8(38) 4(44) 10(59)

Mid 5(24) 1(11) 5(29)

Distal 5(24) 1(11) (

Total occlusion 1(11) 6(35)*

Collateral 1011 2(12)
*p < 0.05

Table 6. Distribution of regional wall motion ab-
normality on echocardiography

Wall Group A Group B Group C

(n=21) (n=9) (n=17)
Anterior 0 0 1( 6)
Septal 0 0 0
Inferior 13(62) 5(56) 9(53)
Postolateral 8(38) 4(44) 7(41)
()%

Table 7. In hospital complications

Group A Group B Group C

Complications
(n=21) (n=9) n=17)

Pulmonary edema
Atrioventricular block
Ventricular tachycardia
Pericarditis

1

1 3

0 0

0 0
Postinfarction angina 0 0

OO O =N

*p <0.05
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