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Abstract :

A 52-year-old male was admitted to our hospital in 1981 for evaluation of

cardiomegaly and bradycardia. A permanent pacemaker was implanted for complete A-V

block with bradycardia and myocardial biopsy was performed for diagnosis of his cardiac

disorder ; he was diagnosed as having idiopathic dilated cardiomyopathy in 1982. His older
brother and younger brother were also diagnosed as having dilated cardiomyopathy. He
died from congestive heart failure in 1993. The autopsy revealed infiltration of eosinophil

in perimyocardial fibrosis.

We think that infiltration of eosinophil in perimyocardial

fibrosis might have affected this patient’s cardiac function.
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Table 1. Laboratory data on admission BNEBRBSERD . TRICFSEEDRELRD 5.
Urinalysis HDL-c(mg/dD 56 ABERF AR | MK s X OE(LERE I, HFEeEk
Protein(g/day) (=) | BUN(mg/dD 16 DELHIZED BT, GEES EERENCS -7 *
GO - B A e g e
Na(mEq/dl) 142 BHThHy, ASLO BIEFBHHANCD -7. EDIT, =
Hematology K(mEq/dD 4.3 2RIV 7y F— UL ARDFMEMS EF LT
RBC(X10*/uD) 418 | Cl(mEq/dD 104
Hb(g/dD 13.8 | IgECU/D 50 07 (Table D).
Ht(%) 41.2 B X A& - DA 70 BITHER L TR Y, BED
WBC({/uD 5,800 | Virus antibody 5 -lfix R L (Fig. 1).
St 4 | Coxsackie Bl <4
Seg 49 | Coxsackie B3 <4
Eosino 0 | Coxsackie B4 <4
Lym 40 | Coxsackie B5 <4
PIt(X 104/ 1) 12.5 | Coxsackie B6 <4
Echo 3 16
Blood chemistry Echo 7 <8 e
T-Bil(mg/dD 1.0 | Echo 11 128 Ii.1
ALP(KAU) 265 | Echo 12 <8
Amy(U/D 224
GOT{IU/D 16 | Serology
GPTUIU/D 11 CRP -
LDH{IU/D 356 ASLO 240 E
CPK{IU/D 169 ANA - 1I
TP(g/dD 6.2
Alb(g/dD 3.7
T-cho(mg/dD 190
TG(mg/dD 71
I =

aVr

Fig. 1. Chest roentgenogram. Fig. 2. Electrocardiogram.
Mild congestion and moderate car- Pacemaker rhythm is shown (heart rate 60
diomegaly (CTR 70%) are present. /min). -
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(Fig. 2). LBREOIEKEZRLTEY, KIFEAVPBETHS.
e o= EREIIEEL W inwa, EZEofkK Eﬁ#&@ MR EETHS. ﬁﬁ&ﬁuéﬂ%ﬁf%b
L ERBELEROBEERETARD b, ¥BEDOL , MfEEEED bhity., RRCEER RS
BWE L BREOMBAYRIAD bhie (Fig. 3. hm\ (Fig. D).

Fig. 3. Echocardiogram. Fig. 4. Atrophy and mild hypertrophy in myocyte

Severe dilatation of left ventricle and de- are shown. Fibrosis is moderate, and
creased wall motion of left ventricle are inflammatory cells are not shown
shown. (Hematoxylin-eosin stain, X200).
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Fig. 5. Clinical course.
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Fig. 6. Increase of perimyocyte fibrosis and focal
infiltration of eosinophil (arrow) are
shown (Hematoxylin-eosin stain. upper
panel, X40, lower panel, X400).
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