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Abstract A 46-year old male with Churg-Strauss syndrome (CSS) was admitted to
our hospital because of congestive heart failure. Two years before admitsson, he developed
nocturnal episodes of bronchial asthma for 2 weeks. One year before admission, purpura
appeared on bilateral lower extremities. He noticed leg edema and exertional dyspnea one
month before admission. Blood examination revealed increased eosinophil count (1,491/
u1). Serological test disclosed a marked increase in serum IgE. A chest X ray film showed
increase of the cardiac silhouette and bilateral pleural effusion. Echocardiogram revealed
an enlargement of the left ventricular dimensions and reduced ejection fraction (EF 31 %).
The first myocardial biopsy revealed moderate hypertrophy of cardiomyocytes and
lymphocyte infiltration. These findings were compatible with myocarditis. Bronchial
asthma, eosinophilia, and snymptom of angitis such as myocarditis and skin lesion con-
firmed a diagnosis of CSS. Then he was given prednisolone, 20 mg daily. The second
myocardial biopsy findings 11 days after prednisolone therapy showed improvement of the
inflammation. Three months after corticosteroid administration, echocardiogram showed
improvement of the ejection fraction (EF 55 %). We report a case of CSS complicated with
severe impairment of LV function. During corticosteroid therapy, histological improvement
preceded the improvement of left ventricular systolic function.
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Fig. 1.

Electrocardiogram on admission shows
frequent ventricular premature beats and
flat T wave in lead V6.
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Fig. 2. Chest X-P on admission shows dilatation
of cardiac silhouette (CTR 65%), mild
pulmonary congestion, and bilateral pleu-
ral effusion.

Table 1. Laboratory data on admission

Urinalysis
protein -
suger (D)
occult blood (-
urobilinogen ()

Hematology
RBC 381X10* /ul
Ht 35.0 %
Hb 12.1 g/dl
WBC 7,100 /1l
stab 3.0 %
seg 44 %
eosino 21 %
baso 0.0 %
lymph 27 %
mono 5.0 %
Plt  15.7X10¢  /ul
ESR 12 mm/h

Biochemistry
T-bil 0.9 mg/dl
ALP 182 1U/1

ZTT 5.4 KU
GOT 34 10U/l
GPT 22 IU/1
AMY 175 1U/1
LDH 408 IU/1
CK 1,840 1U/1
T-Chol 172 mg/dl
TG 152 mg/dl
TP 6.3 g/dl
Alb 4.1 g/dl
Scr 0.9 mg/dl
BUN 18 mg/dl
FBS 86 mg/dl
Na 138 mEq/1
K 3.7 mEq/l
Cl 101 mEq/1
Serology

CRP 0.0 mg/dl
HBs-Ag CD)

RA 19 IU/ml
IgE 9,870mU/ml

Table 2. Echocardiographic measurements before
and during corticosteroid therapy

Parameter 4/24 7/18 9/19
LVDd (cm) 6.2 5.7 5.9
LVDs (cm) 5.6 5.2 4.5
LAD (cm) 4.0 3.9 3.8
LVEF %) 18 23 55
LVFS (%) 8 10 31
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Fig. 3. This Figure shows the changes of cardiac symptom, creatine kinase (CK), and

eosinophil.
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Fig. 4. Right ventricular myocardial biopsy
a) upper panel: First biopsy (Day 44)
shows severe myocardial fibrosis, small
round cell infiltration, and myocytelysis.
b) lower panel: Second biopsy (Day 82)
shows mild cardial fibrosis, disarrange-
ment of myocyte, and less number of small -
round cell infiltration than previous biop-
sy.
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