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Summary

Two-dimensional echocardiography (2-D echo) was performed for six postoperative patients who
had acute myocardial infarction (AMI)-like electrocardiographic (ECG) changes.

All but one, who had coronary T waves, demonstrated abnormal Q waves in V;~V,, decreased
amplitude of R waves, and low voltage in limb leads. ST elevation was also observed. Abnormal Q
waves in V;~V, began to resolve in a few days and the QRS complex reverted to normal within one
month; however, coronary T waves were observed for at least three months. In the remainder one,
persistent Q waves were present from the onset.

2-D echo, performed simultaneously with ECG, showed akinesis or dyskinesis accompanied by
ventricular dilatation, not only at the anterior septum, anterior wall and around the apex, but in more
extensive areas in four of five cases with abnormal Q waves in V; ~V,. In two other cases, which showed
abnormal Q or coronary T waves alone, akinesis was limited to the anterior septum and to the septal
site and anterior wall of the apex. All abnormal findings on 2-D echo completely resolved within one
month, as the ECG findings returned to normal. Compared with typical AMI showing abnormal Q
waves in V;~V,, asynergy was recognized in more extensive areas and abnormal wall motion indices
significantly improved in the postoperative cases.

In the postoperative cases with AMI-like ECG, the CPK-MB fraction increased; however, the

FESz LR M5 TERERE v ¥ —AE Department of Internal Medicine and *Clinical
*[i FRERIR AR Laboratory, Cardiovascular Center, Okayama National
LR 2-13-1 (F700) Hospital, Minamigata 2—-13-1, Okayama 700

Received for publication December 3, 1984; accepted January 26, 1985 (Ref. No. 29-36)

— 639 —



B, =i, EM, Eh

peak level of CPK was lower than that in typical AMI.
On the basis of these results, transient AMI-like ECG findings in postoperative cases are due to
extensive myocardial damage, which is probably derived from focal myocytolysis.
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Table 1. Patient profiles and electrocardiographic findings

Patient Name Age Sex Diagnosis Operating Electrocardiographic findings Onset  Peak CPK (LU.)

No. (yr) procedure at onset (post-op.)  (MB fraction)

1. HK. 81 M Rt trochanteric Open reduction Vi-2:QS, V36, Limb leads: R decay 45min 155

fracture V2-6: ST elevation. (11%)

2. HN. 78 F Colon cancer Rectosigmoidectomy. Vi-2:QS, Vs, Limb leads: R decay 20min 403
hysteretomy, [LILIIL aVe, V2-6: ST elevation (5%
colostomy

3. K.F. 78 F Gastric cancer Laparotomy V3:QS. V2.Vs-6, Limb leads : R decay 4hr 45min 330

111,111, aVr, V2-6: ST elevation (14%)

4, S.K. 83 F Colon cancer Sigmoidectomy Vi-3: QS V4-s, Limb leads : R decay 40min 120

1. 11.1ll.aVe, V2-6: ST elevation, T inversion (4%)
5. K.H. 59 M Renal tuberculosis Rt nephrectomy V2: QS V3-¢., Limb leads : R decay 4hr 25min 308
Renal stone V2-6: ST elevation (4%)

1.1L.1Ml.aVw, aVe, V2-g: T inversion

6. Il 80 F Cervical myelopathy Laminectomy 1L 1ll.aVe. Va-g: T inversion 30min 256

(4%)
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Fig. 1. Diagrams illustrating fourteen segments of the left ventricular wall.
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Postoperative cases(n=5)
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Fig. 2. Distribution and frequency of asynergy.
* p<0.05 vs anterior myocardial infarction.
MI=myocardial infarction.
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Fig. 3. Sequential changes in the abnormal wall
motion index.

* p<0.05, ** p<0.01 vs anterior myocardial in-
farction.

AWMI=abnormal wall motion index; MI=myo-
cardial infarction.
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End-diastol End-systole
Fig. 5. Apical long-axis two-dimensional echocardiograms of Case 1.
On the first postoperative day, echocardiograms show ventricular dilatation with akinesis at the apex
and the apical two-thirds of the anterior wall. On the 10th day, the dilatation improves, but the wall
motion of the apex is still akinetic, which improves on the 26th day.
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Pre-op. 1 7 20th day "Pre-op. 1 7 20th day
' Post-op. ‘ Post-op.
Fig. 6. Electrocardiograms of Case 2.
On the first postoperative day, the electrocardiogram shows abnormal Q waves in V, ~V,, decreased
amplitude of R waves in V;~Vj; and limb leads, and ST elevation in I, II, III, aVF and V,~V,. The
amplitude of R waves increases and coronary T waves appear on the 7th day. On the 20th day, ab-

normal Q waves are unchanged in V,~Vj; however, the amplitudes of R waves in other leads reverts
to that before operation. Coronary T waves are still present in I, II, III, aVF and V3~ V.
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18th p.o. day

58.2.17 D-134

End-diastole End-systole

Fig. 7. Two-dimensional echocardiograms of Case 2.
On the first postoperative day, echocardiograms show marked dilatation and akinesis or dyskinesis
of the apical two-thirds of the left ventricle. On the 18th day, wall motion reverts to normal.
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1st p.o. day 9th p.o. day 18th p.o. day

Fig. 8. M-mode echocardiograms from Case 2.

On the first postoperative day, akinesis and hypokinesis are observed at the anterior septum and
posterior wall, respectively, at the level of the papillary muscle. On the 9th day, wall motion improves,
though the apical wall is still akinetic. On the 18th day, the wall motion reverts to nearly normal.
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End-diastole End-systole

Fig. 9. Two-dimensional echocardiograms and electrocardiogram of Case 6.

The parasternal long-axis view (A) shows ventricular dilatation and akinesis of apical half of the
anterior septum. The short-axis view at the level of the papillary muscle (B) shows akinesis of the
ventricular septum and anterior wall. Electrocardiogram (C), taken simultaneously, shows coronary
T waves in II, III, aVF and V3~ V.
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