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Deve lopment of easy and less invasive diagnostic technique for senile
systemic (cardiac) amyloidosis.
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Senile systemic amyloidosis (SSA) is a main cause of intractable heart failure in the
elderly individuals. To make a definitive diagnosis of SSA histological demonstration of amyloid
deposition is necessary and endomyocardial biopsy might be most suitable. However, this biopsy cannot
be always applicable for the aged patients. During past 3 years 11 patients with SSA (6 males
and 5 female; ages from 70 to 97 years) underwent skin biopsy from abdominal wall and 8
showed amyloid deposition. It is concluded that surgical skin biopsy including deep subcutaneous
tissue is useful in demonstrating amyloid deposition in SSA patients.
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