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Summary

This is a report of a case of the hypereosinophilic syndrome associated with extensive asynergy of
the left ventricular wall.

This 41-year-old man’s hospital admission in March, 1982 was for congestive heart failure, with
marked eosinophilia (34%,). Slight depression of the ST segments and flatness of the T waves were
observed in electrocardiographic leads I, II, III, aVF, and V;_g. Digitalis and diuretics were ineffective,
but supplementary predonisone therapy resulted in a decrease in eosinophilia and improvement of
congestive heart failure. He was transferred to our hospital for further examination in May, 1982.
There were no signs of congestive heart failure, but a third heart sound was detected on admission.
Marked ST segment depression and inverted T waves were observed in the left precordial leads. Echo-
cardiography showed extensive asynergy of the left ventricular wall, and progressive enlargement of
the left atrium and left ventricle. High density area near the apex of the left ventricle suggested the
presence of mural thrombi. A left endocardial biopsy showed organized thrombi sparsely invaded by
eosinophils. There were no signs nor symptoms of peripheral emboli. Tapering of the dose of pre-
donisone was attempted twice, but each time eosinophilia resulted. The patient is now free of symptoms,
and is being maintained on 25 mg of predonisone daily.
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Fig. 1.

Chest radiographs.
Left: Cardiomegaly (CTR=589,) is noted two months before admission.
Right: No cardiomegaly is seen on admission.
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Fig. 2. Serial electrocardiograms.

Hypereosinophilic syndrome
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Slight ST segment depression and flatness of the T waves are observed in leads I, 11, III, aVF,
and V; ¢ at the onset of congestive heart failure (March, 1982). Marked increase in these changes and
left precordial high voltage are noted on admission (May, 1982). They improved temporarily (October,
1982), but progressively deteriolated thereafter (March, 1983).
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short axis view

Fig. 3. Echocardiograms.

Hypokinesis of the left ventricular basal segment is seen on the M-mode echocardiograms and high
density area near the apex of the left ventricle is observed on the two-dimensional echocardiograms
(left). Enlargement of the left atrial and left ventricular cavities is seen five months after admission
(right).
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Fig. 4. Echocardiographic changes in the cavity size and wall thickness of the left ventri-

cle and in the left atrial size.

LA =left atrium, LVDd =left ventricular diastolic dimension, LVPW =thickness of the left ven-

tricular posterior wall.

Table 1. Cardiac catheterization data (June 4,
1982)

RA: (1) mmHg
RV: 25/EDP 6 mmHg

HR: 100/min

CO (I): 5.62 L/min
(4.36 L/min/m?)

PA: 26/6 (14) mmHg SV (I): 57 mL
(44 mL/m?)
PW: (10) mmHg EDV (I): 108 mL
(83 mL/m?)
Ao: 132/88 (100) mmHg ESV (I): 57 mL
(44 mL/m?)

LV: 124/EDP 10 mmHg EF: 0.48

( )=mean pressure, (I)=index.
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Fig. 5. Left ventriculograms.
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Fig. 6. Coronary angiograms.
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Fig. 7. Left ventricular endocardial biopsy specimen.
Organized thrombi sparsely invaded by eosinophils are observed.
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Fig. 8. Indium-111 labeled platelet scintigrams.
Thormbus imaging is not observed within the heart.
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