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Summary

A case of acute idiopathic myopericarditis with transient severe swelling and akinesis of the
interventricular septum on echocardiograms was reported. A 35-year-old man was admitted to our CCU
because of cardiogenic shock five days after the onset of ““common cold”’. Electrocardiograms revealed
low voltage and ST-segment elevation in all leads except for aVR and aVL. Serum CPK, GOT and
LDH were slightly elevated. Echocardiograms showed severe asymmetrical septal hypertrophy (ASH,
20 mm), akinesis of the interventricular septum and moderate pericardial effusion. With improvement
of the clinical course and of the hemodynamic data, the thickness and wall motion of the interventri-
cular septum became normal. Serum antiviral antibodies were not elevated throughout the course.
Transvenous percutaneous right ventricular endomyocardial biopsy revealed degeneration and frag-
mentation of the myofibrils with interstitial cellular infiltration and edema in the subacute phase (8th
hospital day), but showed only focal fibrosis in the chronic phase. Coronary arteriograms and left
ventriculograms in the chronic phase (50th hospital day) were normal. From these findings we can
conclude that the severe transient ASH is due to myocardial inflammatory swelling.
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Fig. 1. Portable chest radiograph on admission.
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Fig. 2. Electrocardiogram on admission.
Low voltage and ST-segment elevation are evident.
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Fig. 3. Two-dimensional and M-mode echocardiograms on admission.

Panel A: parasternal long-axis view, panel B: parasternal short-axis view, panel C: M-mode
echocardiogram.

Prominent swelling and akinesis of the interventricular septum (IVS) are observed. Moderate
pericardial effusion (PE) is also observed. Thickness of the IVS at end-diastole is 20 mm, and
thickness of the left ventricular posterior wall at end-diastole is 13 mm. Left ventricular end-diastolic
dimension is 42mm ; left ventricular end-systolic dimension, 26 mm ; fractional shortening, 37.8% ;
and ejection fraction, 76%,, respectively.
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Table 1. Laboratory findings on admission

cac
wBC 19300
St 14%
Seg 58%
E 1%
Ly 10%
Mo 4%
Hb 15.2¢'d2
Ht 45%
Pit 21.6X10°

SEROLOGICAL TEST

ESR 2mm/h

CRP (2+)

ASLO  40u

ANTI-MYOCARDIAL ANTIBODY

ANTI-NUCLEAR ANTIBODY

ANTI-DNA ANTIBODY

CH50 61.2u'mg

LE TEST (=)

ANTI-VIRAL ANTIBODY
INFLUENZA A X 4
INFLUENZA B X 8
ADENO X 4
COXSACKIE A9 X116
COXSACKIE Bl X 4
COXSACKIE B3 X 8

ECHO 3 xX 8
ECHO 7 X 8
ECHO 11 X 8
ECHO 12 8

BLOOD CHEMISTRY

LDH 360u%
LDH 40.1%
LDH 2 28.4%
LDH3 17.7%
LDH 4 5.3%
LDH5 8.5%

CPK 67u’2
CPK-MB 8u/L

HBD 188u/2

GOT 42u

GPT 49u

Creat 1.2mg/d2

BUN 25 mg/de

TP 5.7g/dg

Na 135mEq/2

K 4.5mEq/2

Cce 103mEq/2

URINALYSIS : n.p.
FECAL OCCULT BLOOD : (-)

HEMODYNAMICS

PA 30/17mmHg
co 3.0 2/min
cl 1.8 2/min/m?

PA =pulmonary artery; CO=cardiac output; CI=cardiac index.
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Fig. 4. Diagram showing clinical course.
DOA =dopamine; DOB=dobutamine.
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Fig. 5. Serial M-mode echocardiograms.

Panel A: echocardiogram on the 1st hospital day. Thickness of the interventricular septum (IVST)
20 mm, thickness of the posterior wall (PW'T) 13 mm, diastolic dimension of the left ventricle (Dd)
42 mm, fractional shortening (FS) 37.89%,, and ejection fraction (EF) 769%,. Panel B: echocardiogram
on the 3rd hospital day. IVST 16 mm, PWT 11 mm, Dd 51 mm, FS 25.4%, and EF 59.5%.
Panel C: echocardiogram on the 7th hospital day. IVST 12 mm, PWT 10 mm, Dd 54 mm, FS
35.19%, and EF 72.7%. Panel D: echocardiogram on the 28th hospital day. IVST 11 mm, PW'T
7 mm, Dd 51 mm, FS 41.99, and EF 80.49%,.

Rapid and marked amelioration of the thickening and motion of the IVS is seen.
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Fig. 6. Coronary arteriograms.

Top: left coronary arteriogram (LAO 60°). Bottom :
right coronary arteriogram (LAO 60°).

No abnormality is observed.
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Fig. 7. Left ventriculograms (LAO 60°)
Top : end-diastole. Bottom : end-systole.
Contraction of the left ventricle is nearly normal.
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Fig. 8. Right endomyocardial biopsy.
Top: Degeneration and fragmentation of the myofibrils with interstitial cellular infiltration and

edema are seen in the subacute phase (8th hospital day). Bottom: Only focal fibrosis is evident in the

chronic phase (50th hospital day).
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