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— Abstract —

A Case of Reactive Systemic Amyloidosis Due to
Rheumatoid Arthritis, Involving Heart and Kidney

Ki Hwan Kwon, M,D., Choong Won Lee, M.D.,
Shin Dong Hwan, M,D.* Nam Sik Jung, M,D,, Soo Kon Lee, M.D,

Department of Internal Medicine, Department of Pathology*,
College of Medicine, Yonsei University, Seoul, Korea

Secondary amyloidosis, a serious complication of chronic inflammatory disease,
is caused by the deposition of amyloid fibrils in various organs. Because of the
decrease in chronic infectious disease due to the use of antibiotics, rheumatoid
arthritis has become the most common disease which induces secondary and
systemic amyloidosis. We had experienced a case of reactive systemic
amyloidosis associated with rheumatoid arthritis especially involving heart and
kidney, confirmed by renal biopsy and endomyocardial biopsy. This case was
AA type amyloid confirmed by method of permanganate reaction.
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Fig. 1, 2. 2D echocardiography revealed moderate global hypokinesia
of left ventricle with concentric hypertrophy of
interventricular septum and posterior wall. Cardiac
chamber dimensions were normal and left ventricular
systolic functionwas reduced (EF=40%).
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Fig. 3, Polarizing illumination after congo-red staining of
endocardial muscle showed typical green birefringence of

amyloid fibril.

Fig, 4, After potassium permanganate reaction confirmed amyloid
protein ‘AA’ in congo-red staining by absence of green bire-

fringence.
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