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Early Onset of Minimal change Nephrotic Syndrome
during Treatment with D-penicillamine in a

Ki

Wilson's disease is

Patient with Wilson's Disease
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an autosomal recessive disorder characterized by degenerative changes in

the brain, liver, and cornea. Treatment includes D-penicillamine, trientine, and zinc sulfate.

D-penicillamine has
nephrotoxicity can
merulopathy is the
also been reported.
but very rarely can

been used frequently as first line therapy for Wilson's disease. However,
occur after D-penicillamine treatment. Among them membranous glo-
most common histological abnormality but minimal change lesions have
Nephrotic syndrome is a late complication of D-penicillamine treatment
occur within 2 months after treatment of D-penicillamine. We report the

early development of minimal change nephrotic syndrome in a 3-year-old ‘girl with Wilson's
disease 3 weeks after initiation of D-penicillamine. (J Korean Soc Pediatr Nephrol 2004;8:

250-255)
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ser-Fleisher's ring& #2349 gkt §4% 2 albumin, alpha 1, alpha 2, beta, gamma frac-

=

e

Fraction

ALBUMIN 70.1 hi 0.0
ALPHA 1 12.5 hi 0.0
ALPHA 2 4.1 hi 0.0
BETA 8.2 hi 0.0
GAMMA 5.0 hi 0.0
Total UPE 100.0 hi 0.0

Fig. 1. Urine protein electrophoresis.
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412/1.77 g/dL, 84 a4
Adole)d  286/044 mg/dlL, A
phosphatase 232 TU/L,

1l 0.16 mg/dLolATh
107/80/132 mg/dL, C3/C4
Foz Ha AFRT 02 kg AES  79/17 mg/dl, CH50 14.1 IU/ALeIie™ ce-
2 Aee 370C, WS 125  ruloplasmine 2.4 mg/dLelh ASO=
pH 6.0, &1]% 1.025, 9¥x
Hyw(++), sx(+++H)oldm 244
13,635 mg/day,
2 A79E AAMY

7.7 mg/dL,
6.42 mg/dL, FZU=HE 387 mg/dL, F48A
W 245 mg/dL, FEF
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Fig. 2. Light microscopic findings: The section
reveals a near normal looking glomerulus. The
tubules, interstitium and blood vessels are umnre-
markable[PAS(A), M-Silver(B), X400].

Fig. 3. Immunofluorescent findings : Show trace
mesangial IgM deposit(A) and C3 deposit(B) (X

200).

Fig. 4. Electron microscopic findings: Show mild

mesangial expansion with focally increased me-
sangial cellularity. Ultrastructurally, the glomerular
basement membranes are of normal thickness. The
epithelial cells are markedly swollen and their foot
processes are diffusely effaced. Mesangial spaces
are diffusely expanded and show focal electron-
dense deposits in the subendothelial space.
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