Abstract

J Cardiol 1999; 34: 273-277

Hypertrophic Cardiomyopathy
With Mid-Ventricular Obstruction
and Splenic Infarction Associated
With Paroxysmal Atrial Fibrilla-
tion: A Case Report
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A 54-year-old woman had been treated for hypertrophic cardiomyopathy and paroxysmal atrial fibrilla-
tion since 1992. She was admitted with paroxysmal atrial fibrillation which was resolved by medical treat-
ment. However, on the next day, left lateral chest pain appeared. Computed tomography disclosed a low
density area in the spleen. She received anticoagulant therapy under a diagnosis of splenic infarction, and
the pain disappeared. Echocardiography showed hypertrophic cardiomyopathy with mid-ventricular
obstruction. She was treated with cibenzoline to prevent paroxysmal atrial fibrillation attack and attenuate
the hemodynamic load. After treatment, the pressure gradient decreased from 41 to 7mmHg.

This patient with hypertrophic cardiomyopathy suffered a rare isolated splenic infarction associated with

paroxysmal atrial fibrillation.
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INTRODUCTION

Atrial fibrillation occurs in as many as 5% to
15% of patients with hypertrophic cardio-
myopathy'~>. Moreover, atrial fibrillation in
patients with hypertrophic cardiomyopathy is often

B Thromboembolism (splenic infarction)

associated with thromboembolism complications*® .

The brain, kidney and femoral artery are the most
common locations of thromboembolism’™®. We
report a rare case of hypertrophic cardiomyopathy
with isolated splenic infarction due to paroxysmal
atrial fibrillation.
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Fig. 1 Electrocardiograms recorded during an attack of paroxysmal atrial fibrillation(4)and on

admission(B)

A Atrial fibrillation with tachycardia was observed.

B: Left ventricular hypertrophy with negative T wave and ST depression was observed.

CASE

A 54-year-old woman had been treated under a
diagnosis of hypertrophic cardiomyopathy since
1992. Paroxysmal atrial fibrillation had occurred
twice in 1992. However, she had discontinued the
treatment since 1996. She was admitted to another
hospital because of paroxysmal atrial fibrillation on
June 16, 1997 (Fig. 1 —A). Disopyramide (50 mg)
was administered intravenously. After 9 hr, her car-
diac rhythm returned to sinus, but she complained
of left lateral chest pain on the next day. Computed
tomography disclosed a low density area in the
spleen (Fig. 2—A). She received anticoagulant
therapy under a diagnosis of splenic infarction, and
the pain disappeared. Thromboembolism was not
found in other organs such as the brain, kidneys
and lower extremities. She was transferred to our
hospital to receive the appropriate treatment for
hypertrophic cardiomyopathy and to prevent parox-
ysmal atrial fibrillation on July 22, 1997.

On admission her pulse rate was 60/min and
blood pressure was 128/72mmHg. Auscultation of
the heart revealed a big fourth heart sound at the

apex and systolic murmur of Levine IIl at the third
intercostal region. Electrocardiography on admis-
sion showed negative T wave in the Il ,II, aVF and
Vs leads, and ST depression in the I, aVL, Vs and
Vs leads (Fig. 1—B). Paroxysmal atrial fibrillation
accompanied tachycardia of 120/min (Fig. 1—A).
Chest radiography showed cardiomegaly. Fig. 3
shows the two-dimensional echocardiographic
study. Interventricular septal thickness and left ven-
tricular posterior wall thickness were 13 and
10mm, respectively. Left ventricular diastolic
dimension and left atrial dimension were 47 and
29 mm, respectively. Systolic anterior movement of
the mitral valve was not observed. The systolic
peak flow velocity at the region of the mid-ventri-
cle was 3.2m/sec and the calculated pressure gradi-
ent was 41 mmHg (Fig. 4—A). Based on these
echocardiographic findings, the diagnosis was
hypertrophic cardiomyopathy with mid-ventricular
obstruction. Left atrial thrombus was not observed
even by transesophageal echocardiography.
Coronary angiography showed the intact left and
right coronary arteries. End-diastolic left ventricu-
lar pressure was 13 mmHg. Computed tomography
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Fig. 2 Computed tomography scans of the splenic level
A large low density area(arrows) was found in the spleen at the episode of infarction (A), and this low den-
sity area (arrows) was markedly decreased 2 months after the episode (B).

Lower panels are enlarged.
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Fig. 3 Stop frame of two-dimensional echocardiography obtained in the parasternal long-axis view

at end-diastole (4) and end-systole (B)

performed 2 months after the episode of throm-
boembolism showed marked reduction of the low
density area in the spleen (Fig. 2—B).

The patient had sinus bradycardia and sinus
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pause of 2.2 sec suggesting the existence of sick
sinus syndrome, so she was treated with cibenzo-
line and warfarin to prevent paroxysmal atrial fi-
brillation attack and attenuate the hemodynamic
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Fig. 4 Continuous Doppler flow wave in the mid-ventricular region before(A)and after(B)treatment

with cibenzoline
A : Peak flow velocity was 3.2 m/sec.
B: Peak flow velocity was 1.2m/sec.

load. After treatment with cibenzoline, the systolic
peak flow velocity decreased from 3.2 to 1.2m/sec,
and the pressure gradient decreased from 41 to
7mmHg (Fig. 4—B). In addition, paroxysmal atri-
al fibrillation attack has not occurred for 3 months.

DISCUSSION

Previously, we treated 24 patients with hyper-
trophic cardiomyopathy who suffered transient or
persistent atrial fibrillation. The incidence of sys-
temic thromboembolism in these 24 patients was
7.1% per patient year” . In addition, there was no
significant difference in the incidence of throm-
boembolism between patients with persistent and
transient atrial fibrillation. In view of these find-
ings, we think that anticoagulant therapy with war-
farin is mandatory for patients with hypertrophic
cardiomyopathy and transient or persistent atrial
fibrillation.

The present patient suffered splenic infarction.
Thromboembolism associated with atrial fibrilla-
tion in patients with hypertrophic cardiomyopathy
usually occurs in the brain, kidney or femoral
artery’ ®. Splenic infarction occurs as a conse-
quence of several cardiovascular disorders.
Autopsy series have substantiated the presence of

splenic thromboembolic lesions in up to 9% of
patients who have died early after an acute myocar-
dial infarction'”. Clinical series, in contrast, report
a much low incidence of splenic infarction''?.
Splenic infarction is often difficult to diagnose clin-
ically without a high index of suspicion. Thus,
symptoms of fever, tachycardia, and left-upper-
quadrant pain and tenderness in a patient at risk for
systemic embolization should prompt examinations
including computed tomography or ultrasonic scan-
ning to rule out splenic infarction'®.

The class Ia antiarrhythmic drug disopyramide
and cibenzoline can markedly attenuate left ventric-
ular pressure gradient in patients with hypertrophic
obstructive cardiomyopathy'*'?’. However, disopy-
ramide has several troublesome adverse effects,
such as dysuria and thirst, resulting from its anti-
cholinergic activity. Disopyramide treatment is very
difficult to continue in patients who suffer from
these adverse effects. Cibenzoline has only little
anticholinergic activity and can also improve the
diastolic function. In our patient, cibenzoline was
very effective both to ameliorate the hemodynam-
ics and to prevent the attack of paroxysmal atrial
fibrillation.
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