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Abstract: A 41-year-old woman was admitted to our hospital because of dyspnea.
Physical examination revealed pulmonary congestion, hepatomegaly, and bilateral pretibial
edema. She was diagnosed as having congestive heart failure. Blood examination revealed
eosinophilia nor acute viral infection. Chest X-ray film showed increase in the cardiac
silhouette and pulmonary cogestion in bilateral lung fields. Echocardiography revealed
severe and generalized hypokinesis in left ventricular wall motion, and enlargement of the
left atrial and ventricular dimensions, resembling dilated cardiomyopathy (DCM). En-
domyocardial biopsy revealed severe hypertrophy of cardiomyocytes and their disarray.
Moreover, eosinophils infiltrated into the fibrotic lesions around cardiomyocytes. As she
was diagnosed as having eosinophilic heart disease, she was given predonisolone, 30 mg
daily. About 14 days after prednisolone therapy, dyspnea disappeared, and the cardiac
silhouette decreased. In addition, échocardiography showed an improvement in cardiac
function. We reported a rare case of eosinophilic heart disease whose systolic fuction
decreased as DCM, and did not exhibit the eosinophilia.
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Table 1. Laboratory data on admission (1)

Urinalysis
protein (D)
sugar (CD)]
occult blood (CD)

Hematology
RBC  484X10¢  /ul
Hb 15.3 g/dl
Ht 42.9 %
WBC 5,600 /ul
stab 2 %
seg 60 %
eosino 3 %
baso 0 %
lympho 30 %
mono 5 %
Plt 24.5X10* /ul
ESR 14 mm/h

Blood biochemistry

T-Bil
GOT
GPT
ALP
LDH
y-GTP
TP
Alb
TC
TG
CK
AMY
BUN
Scr
Na

K

Cl
UA
Ca
FBS

1.5 mg/dl
19 10U/
12 IU/N
191 IU/1
390 IU/
29 IU/
7.6 g/dl
4.4 g/dl
165 mg/dl
89 mg/dl
61 IU/1
60 IU/1
15 mg/dl
0.4 mg/dl
140 mEq/1
4.9 mEq/1
101 mEq/1
5.0 mg/dl
9.8 mg/dl
90 mg/dl

Table 2. Laboratory data on admission (2)

Serology

IeG 1,287.2mg/dl
IgA 155.2mg/dl
IgM 108.5mg/dl
IgE 257.5mg/dl
CRP 0.2 U/ml
C3 78 mg/dl
C4 32mg/dl
CH50 36 U/ml
LE test -

ANA (GD)

Virology
Coxsackie on
viros admission
B1 =1
B2 <1
B3 =1
B4 <1
B5 =1
Echo virus
9 =1
11 <1
12 =1

14 days
after

admission

=1
=1
=1
=1
=1
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Fig. 1. Chest X-P on admission.
Chest X-P shows enlargement of cardiac
silhouette (CTR 61%) and pulmonary con-
gestion in bilateral lung fields.

Fig. 2. Electrocardiogram on admission. .
Electrocardiogram shows non-specific neg-
ative T wave in II, IIl, and aVF leads, and
poor R progression in V1-3 leads.
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Fig. 3. Echocardiogram on admission.

Echocardiogram shows severe hypokinesis of left ventricule and enlargement
of both left atrial and ventricular dimessions.

Fig. 4. Right ventricular endomyocardial biopsy (X
400).
Myocardial biopsy reveals severe hypertro-
phy of cardiomyocytes and their disarray.
Eosinophils infiltrate into the fibrotic lesions
around cardiomyocytes.
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Fig. 5. Echocardlogram after predonisolone therapy.
After 16 days predonisolone therapy, echocardiogram shows an improvement
in cardiac function.
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