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LONG-TERM EXPERIENCE WITH RENAL TRANSPLANTATION
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Renal transplantation was performed on a 39-year old woman with secondary amyloidosis due to

rheumatoid arthritis.

the exception of proteinuria ten years after transplantation.

She remains alive and renal function has been maintained satistfactorily with

Recent renal biopsy showed no amyloid

recurrence, but the presence of chronic rejection reaction and mild cyclosporin arteriolopathy.
Symptoms related to systemic amyloidosis and rheumatoid arthritis improved after transplantation.

Renal transplantation is the recommended therapy for the type AA systemic amyloidosis.

This is the

second report of long-term experience with renal transplantation in systemic amyloidosis in Japan.

(Acta Urol. Jpn. 47: 415-419, 2001)
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Fig. 1. Early clinical course after kidney transplantation. ALG : Anti-lymphocyte globu-
lin, CsA : CGyclosporine, MP: Methylpredonisolone, AZP : Azathiopurine.
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Fig. 2. Clinical maintenance course after kidney transplantation.
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biopsy shows extensive amyloid de-
position in glomeruli, blood vessel and
interstitium (Congo red, X100).
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Fig. 4. Light micrograph of allograft biopsy at 8 years after transplantation. The interstitium
shows foci of chronic inflammatory cell infiltration and focal fibrosis along with focal tubular
atrophy. A hyalinized glomerulus is also seen. Chronic rejection reaction is considered
(Fig. 4A, PAS, X100). Marked hyalinous thickening of arterilar wall (CsA arteriolopathy)
(arrow) and hyalinous changes of a glomerular tuft are present (Fig. 4B, PAS, X100).
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