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Efficacy of Continuous Intravenous
Drip Infusion of Disopyramide in
Hypertrophic Obstructive Cardio-
myopathy During Cardiogenic
Shock: A Case Report
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Abstract

A 54-year-old woman was admitted to our hospital complaining of dyspnea due to hypertrophic obstruc-
tive cardiomyopathy. On admission, she was treated with 4 antiarrhythmic drugs and 2 {3 -blockers. After
4 of these 6 drugs were withdrawn, the left ventricular outflow pressure gradient markedly increased and
then she fell into cardiogenic shock. Therefore, disopyramide (600 mg/day) was administered by continu-
ous intravenous drip infusion to reduce the left ventricular outflow pressure gradient. After intravenous
administration of disopyramide, the left ventricular outflow pressure gradient markedly decreased from
100 to 16 mmHg and the cardiogenic shock could be improved.

Continuous intravenous drip infusion of disopyramide is effective for the treatment of cardiogenic shock
due to severe left ventricular outflow obstruction in patients with hypertrophic obstructive cardiomyopathy.
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Fig. 1 Electrocardiogram at rest(left)and chest radiogram (right)on admission
Left: Sinus rhythm and left axis division (—40° ) are seen.
Right: Cardiomegaly is not present (cardiothoracic ratio 42%) .
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Fig. 2 Magnetic resonance image of the heart
Severe wall thickness at the left ventricular outflow
tract and the cavity obliteration are seen.
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Fig. 3 Clinical course after the withdrawal of 4 drugs
given since admission
Mexiletine, propafenone, pilsicainide and carvedilol
were withdrawn every 3 days after admission.
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Fig. 4 Electrocardiogram (left)and chest radiogram (right) after onset of cardiogenic shock

Left: ST elevation at the I, aVFand V,—Vj is seen.
Right: Severe pulmonary edema is seen.

Before intravenous administration

After intravenous administration

Fig. 5 Changes in ejection flow velocity pattern measured by continuous-wave Doppler recofdings
of the left ventricular outflow tract before(left)and after intravenous administration of

disopyramide(right)

The ejection peak flow velocity markedly decreases from 5.0 to 2.0m/sec by intravenous administered

disopyramide.
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Table1 Changes of hemodynamics and concentration of disopyramide before and after the
intravenous administration of cardiovascular drugs

HR BP Mean PCWP CI/SI LVOT peak V DP concentration
(beats/min) (mmHg) (mmHg) (m/sec) ( pug/mli)
Onset of shock 110 78/— 31 1.78/18 5 <05
Verapamil 5 mg+PP 2 mg i.v. 108 78/— 32 1.66/16 5 <0.5
DP 50 mg i.v. 110 92/66 23 2.20/22 35 1.3
PP 20 mg+DP 400 mg/day 95 94/66 22 1.92/19 2.5 2.3
PP 20 mg+DP 600 mg/day 90 102/70 10 2.21/25 2 3.1

HR=heart rate; BP=Dblood pressure; PCWP=pulmonary capillary wedge pressure; CI=cardiac output
index ; SI=stroke volume index; LVOT peak V=left ventricular outflow tract peak flow velocity ; DP=
disopyramide ; PP=propranolol ; i.v.=intravenous.

100

(mmHg)
140—:- o

Fig. 6 Pressure recordings of the ascending aorta and left ventricle before (left)and after intravenous

administration of disopyramide (right)

Left: Pressure recordings of the ascending aorta show the spike-and-dome wave phenomenon.
Right: After intravenous administration of disopyramide, there is no pressure gradient between the ascending
aorta and left ventricle. Furthermore, the spike-and-dome wave phenomenon is not seen in pressure record-

ings of the ascending aorta.
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