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EXsAEENMEEYE2 L Giant left ventricular
7z hypereosinophilic syn-  thrombi in the hypereo-
drome ® 2 fEH) sinophilic syndrome :

Report of two cases
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Summary

This is a report of two cases of the hypereosinophilic syndrome with an unusual apical filling
defect suggestive of an intraventricular mass.

Case 1 (45-year-old man): This patient had marked eosinophilia, congestive heart failure, and
murmurs of aortic and mitral regurgitation. A subcutaneous cervical mass revealed histologic features
of angiolymphoid hyperplasia with eosinophilia (so-called Kimura’s disease). Left ventriculography
confirmed mitral regurgitation with extensive obliteration of the left ventricular cavity. It was sus-
pected that an extensive ventricular mural thrombus was superimposed on a thickened endocardium.
Right ventricular endomyocardial biopsy showed focal regions of fibrosis in the myocardium, and in-
filtration of eosinophils were identified.

Case 2 (70-year-old man): This patient had marked eosinophilia and congestive heart failure.
Left and right angiography showed apical filling defects suggestive of intraventricular mass. Right ven-
tricular endomyocardial biopsy showed focal areas of fibrosis, and infiltration of eosinophils were ob-
served. Diagnosis of Lofller’s endocarditis was made.

It is suggested that the spectrum of ventricular abnormalities in these patients results from endo-
myocardial fibrosis of varying severity, and that eosinophilia may play a leading role or may associate
with the genesis of the disease in these two cases.
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Fig. 1. Electrocardiogram of Case 1 on admission.
Atrial fibrillation, right axis deviation, and poor R wave progression on the precordial leads are shown.
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Fig. 2. Electrocardiogram of Case 1 during recovery.
Left ventricular hypertrophy is apparent.

— T



W, HREl K, &

Fig. 3. Chest radiograph of Case 1 on admis-
sion.

Marked cardiomegaly and pulmonary congestion are
evident.
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Fig. 4. Phonocardiograms of Case 1.
Upper panel: Phonocardiogram shows a diastolic murmur over the 4th left intercostal space.
Lower panel: Phonocardiogram shows an ejection systolic murmur over the apical region.

— 479 —



Wi, R, R, &

Fig. 5. M-mode and cross-sectional echocardiograms of Case 1.
Upper panel: M-mode echocardiogram; lower panel: cross-sectional echocardiogram.
Echocardiograms show the extensive obliteration of the left ventricular cavity.
IVS: interventricular septum; MV : mitral valve; PW: posterior wall.
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Fig. 6. Left ventriculograms of Case 1.
Upper left panel: end-diastolic frame (LAO 60°). Upper right panel: end-systolic frame (LAO 60°).
Lower left panel: end-diastolic frame (RAO 30°). Lower right panel: end-systolic frame (RAO 30°).
Left ventriculograms show an extensive ventricular mural thrombus superimposed on a thickened
endocardium.
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Fig. 7. Aortogram and coronary angiograms of Case 1.

Upper panel: aortogram showing severe aortic regurgitation. Lower left panel: right coronary angio-
gram ((LAO 60°). Lower right panel: left coronary angiogram (RAO 30°).

Coronary angiograms show normal coronary arteries.
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Fig. 8. Right ventricular endomyocardial biopsy findings of Case 1 (Hematoxylin Eosin stain
x 100).
Focal areas of fibrosis and infiltration of eosinophils are observed.
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Fig. 9. Electrocardiogram of Case 2 on admission.
The electrocardiogram shows accelerated idioventricular rhythm.
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Fig. 10. Electrocardiogram of Case 2 during recovery.
The electrocardiogram shows left ventricular hypertrophy.

Fig. 11.
sion.
Mild cardiomegaly and pleural effusion are ob-

Chest radiograph of Case 2 on admis-

served.
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Fig. 12. M-mode and cross-sectional echocardiograms of Case 2.
Upper panel: M-mode echocardiogram. Lower panel: cross-sectional echocardiogram.
Echocardiograms show an extensive obliteration of the left ventricular cavity.
IVS: interventricular septum; MV: mitral valve; PW: posterior wall.
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Fig. 13. Right ventriculograms and coronary angiograms of Case 2.
Upper left panel: right ventriculogram (RAO 30°), end-diastolic frame. Upper right panel: right

ventriculogram (RAO 30°), end-systolic frame.

Lower left panel: right coronary angiogram (LAO

60°). Lower right panel: left coronary angiogram (RAO 30°).

Right ventriculograms show obliteration of most of the body and apex of the right ventricle.

Coronary angiograms show no abnormality.
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LAO

Fig. 14. Left ventriculograms of Case 2.
Upper left panel: end-diastolic frame (LAO 60°). Upper right panel: end-systolic frame (LAO 60°).
Lower left panel: end-diastolic frame (RAO 30°). Lower right panel: end-systolic frame (RAO 30°).
Left ventriculograms show an obliteration of the apex of the left ventricle.
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Fig. 15. Right ventricular endomyocardial biopsy findings of Case 2.

Focal areas of fibrosis and infiltration of eosinophils are seen.
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