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A Case of Minimal Change Nephrotic Syndrome Associated
with D-penicillamine Therapy of Wilson’s Disease

Ki Won Oh, M.D., Se Young Kim, M.D., Hwan Suk Lee, M.D.
Byung Ho Choe, M.D., Cheol Woo Ko, M.D. and Ja Hoon Koo, M.D.

Department of Pediatrics, Kyungpook National University
School of Medicine, Daegu, Korea

Wilson’s disease is a treatable autosomal recessive inherited disorder of copper metabolism due to
mutation of the copper transporting gene. The basic strategy of treatment is to reduce the amount of
copper in the liver and other tissues by administering both a low copper diet and copper-chelating agents.
D-penicillamine is the first choice as a copper-chelating agent. Some serious side effects could occur
in 3~5% of all patients following D-penicillamine therapy. We report a 19 year-old male with Wilson’s
disease who developed nephrotic syndrome 6 months after the initiation of D-penicillamine therapy.
Prednisolone was administered to control nephrotic syndrome and D-penicillamine was switched to
trientine. Urinary remission was achieved within a week and maintained thereafter. Nephrotic syndrome
was proven to be MCNS by kidney biopsy. (J Korean Pediatr Gastroenterol Nutr 2002; 5: 206~ 211)
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Fig. 1. Liver biopsy of Wilson's disease: Light microscopic finding shows hepatic steatosis and mild

portal fibrosis (H&Ex400).
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Fig. 3. Kidney biopsy of MCNS: Electron microscopy of a glomerular capillary loop showing fusion
of the epithelial foot process seen all along the urinary side of the basement membrane (x10,000).
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