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Summary

Ventricular aneurysms are rarely observed in viral myocarditis. Three cases whose left ventriculo-
grams showed localized left ventricular aneurysms in the chronic phase of myocarditis are reported.
The etiology in one case was herpes simplex virus (Case 1).

Two cases (Case 2, 3) of myocarditis were admitted to our Coronary Care Unit in the acute
phase, when diffuse hypokinesis of the left ventricle was demonstrated by two-dimensional (2-D) echo-
cardiography. Hypokineses progressed to localized left ventricular aneurysm formation, demonstrated by
cine angiography. In the acute phase, ST segment elevation was observed in these two cases, but it re-
solved. Abnormal Q waves also resolved in the chronic phase. Negative T waves were nearly normalized
in one of them (Case 3). Abnormal Q waves with ST segment depression were observed in another case
(Case 1). Thus, there were no characteristic or consistent findings suggesting a left ventricular aneurysm
on electrocardiography. 2-D echocardiography and cine angiography proved useful for diagnosing this
uncommon complication. Long-term follow-up of these cases will be important, because viral myo-
carditis can develop into dilated cardiomyopathy.

The mechanism of left ventricular aneurysm following acute viral myocarditis included: (1) direct
viral injury of the myocardium, (2) localized injury due to immunological mechanisms, and (3) coronary
thrombosis due to increased platelet aggregation by viral infection.
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Fig. 1. Electrocardiogram of Case 1.
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Serial changes in electrocardiograms of Case 2.
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Fig. 3. Serial changes in electrocardiograms of Case 3.
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Case 2 (upper): on admission without congestive heart failure; (lower) before treatment.
Case 3 (upper): on admission with congestive heart failure; (lower) after treatment.
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Fig. 5. Two-dimensional echocardiograms.

Anteroseptal dyskinesis (white arrows) is shown in Case 1, and wall thinning is also observed.
Regional akinesis of the inferior wall (white arrows) without wall thinning in Case 2, and akinesis of
the posteroinferior wall (black arrows) without wall thinning is shown in Case 3.
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Fig. 6. Thallium-201 myocardial scintigrams.
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Case 1 shows a typical perfusion defect (arrows) in the dyskinetic area. Cases 2 and 3 show indis-

tinct perfusion defects.
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Fig. 7. ECG-gated X-ray CT scans, RI angiograms and SPECT image in Case 1.
Anteroseptal dyskinesis is shown by ECG-gated X-ray CT scans and RI angiograms. The SPECT
image (right) of the myocardium shows perfusion defect clearly.
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Fig. 8. Left ventriculograms.

End-diastole
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Case 3

Localized left ventricular aneurysms (arrows) are illustrated. These are anteroseptal in Case 1, and

inferior in Cases 2 and 3 (segment 5). A mural thrombus is observed in Case 2, and mild mitral

regurgitation (grade: Sellers I) is observed in Case 3.
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Fig. 9. Coronary arteriograms.
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Case 3

No abnormalities of the coronary arteries are observed in the three cases.
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Fig. 10. Endompyocardial biopsy findings in Cases 2 and 3 (Hematoxylin-Eosin stain).
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(Left, Case 2): Infiltrated small round cells into the interstice and fibrotic change are shown.
(Right, Case 3): Small round cells (mainly lymphocytes and plasma cells) and histiocytes infiltrated
into the interstices, and myocardial degeneration are shown.
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