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A CASE OF HYPERTROPHIC OBSTRUCTIVE CARDIOMYOPATHY TREATED
WITH PERCUTANEOUS TRANSLUMINAL SEPTAL MYOCARDIAL ABLATION
DUE TO BLOOD TRANSFUSION REFUSAL
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Abstract A 54 years old female with hypertrophic obstructive cardiomyopathy (HOCM) was admitted to
our hospital. She had a family history of hypertrophic cardiomyopathy and had heen treated for 11
vears by her family doctor with 8 blockade. Her subjective symptoms had gotten worse in the last
vear. The pressure gradient of left ventricular outflow tract detected by cardiac catheterization was
140 mmHg at rest. Temporary atrio-ventricular pacing did not decrease the pressure gradient.
Intravenous administration of varapamil and disopyramide was effective. However, the effect of
oral administration of S blockade with those medicines did not decrease the pressure gradient
enough. Subjective symptoms have continued and she was re-admitted. Since her religious dogma
did not permit her to accept blood transfusion, surgical treatment was rejected and percutaneous
transluminal septal mvocardial ablation (PTSMA) was selected. The pressure gradient and
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subjective symptoms decreased markedly after PTSMA, Medical insurance is not available for this

treatment. Advancement of technology decreased the acute complications, but long-term prognosis

remains unknown, So medical indications should be closely monitored, since it is thought that this

treatment 1s effective in only certain patients.
(Key Words :
cardiaomyopathy)
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Fig. 1 Electrocardiogram a) on first admission, b) just after PTSMA, c) 6 months later.
ST segment elevation (V1, V2) and R wave regression (V3) in precordial

leads were seen after PTSMA.

Fig. 2 Ultrasound cardiogram a) on admission b) 6 months later.
Thinnning of anteroseptum and decrease of systolic anterior
movement of mitral valve were seen after PTSMA,
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Fig. 3 Coronary angiogram.
a) control b) baloon inflation in the first major septal branch
c) ethanol injection through PTCA baloon d) post PTSMA
First major septal branch was comletely occluded after PTSMA.
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Fig. 4 Pressure gradient between aorta and left ventricle
A) control, B) during baloon inflation in the first septal branch,
C) after ethanol injection into the one side of the septal branch,
D) after complete occlusion of the septal branch.
The pressure gradient decreased from 120 mmHg till 12 mmHg
after PTSMA.
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Fig. 5 Thallium scintigram

upper : cotrol, lower : 6 months after PTSMA
left : vertical long axis, center : short axis, right : horizontal long axis
Perfusion defect of anteroseptum at basal segment was seen

after PTSMA,
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