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A Case of Wilson’s Disease

Sang Kwan Lee*

Department of Internal Medicine, College of Oriental Medicine Wonkwang University

Wilson’s disease is a rare inborn error of metabdlism inherited as a autosomal recessive trait. The disease has
varied mode of manifestations. It is characterized by different neurologic disorder and hepatic disease. | experienced
a case of Wilson’s disease in 40 year old woman who was suffered from liver cirrhosis, severe anorexia, and classical
neurologic symptoms such as tremour, dysarthria and ataxia. The symptoms was not relieved by D-penicillamine,
Youngyanggaksan and Samchulgunbi-tang but anorexia was improved significantly by same medication.
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"Fig. 1. Brain MRI showing high signal intensities in putamina,
thalami, and pons tegmentum{whtie arrow).

9. Y¥ F FApad ¥ Ay
1) 200004 58 9%

BEZ S0 71E3510] AR defo) 7HIZI9] heterogenous
BHL coarsegt nodular margino] FEE AL, v] &S B EE
U TEREHJCHL B4 @39 2ae BEEHA @ttt
(Fig. 2).

Fig. 2. Abnominal sono showing heterogenous and coarse
parenchymal echo of the nodular margin of liver.

A B
Fig. 3. The liver biopsy showing developing and macro-nodule
formation that the porto-periportal area reveals dense lympocytio
infiltration and piecemeal necrosis of most portal area and the
hepatocytes show ballooning degeneration and occasiona)
glycogenated nuclei(A: x 400, B: x1000).

Edl Ha

2) 20004 58 10

% Cu : 3680 (E1LX); 70-155ug/dl)

@3 Ceruloplasmin : 7.70 (Z11X]; 20-60)
3) 20004 52 11

24AIZY 55 copper : 33.18 (EH1LX]; 15-30ug/day)
4) 20004 59 162

Prothrombin Time : 16.7sec (£}11X];12-14sec)

Activated Partial Thrombin Time : 33.6 (#11X]; 30-52sec)
5) 20004 59 17

liver biopsy : Cirrhosis, marcronodular (stage4) with
severe poto-periportal activity(grade4) and moderate lobular
activity (grade4) (Fig. 3.).
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1) 1o (Y JUEE N&H0F Fao)
MEER  BEER, BT H, TN, BB, BRESC, SER RIE
BUHERE : A, A, A%, B B Ui 2, 5
=, Gl B, B, HE, 48 KB
2) ot
(1) CFTZ 1.0g, kvacin 60mg im (£047]7k 523 ~52272)

(2) pyridoxine 25mg, D-penicillamine 250mg (Fi717k 59
279 ~ 5 1))
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11 Alaber wst

OE Fof T 29 AApge nlush] el ' Fo H 1
B0 Bo & IE0F Lo SHEE THEE Adsiunt
(Table. 1.).

Table 1. The flow chart of food intake for admission and the result
of t-test between two groups.
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Group Admission day Food intake
Before medication 27 37592+ 35007 1=13.75™
After medication 5 62000+ 44.72

a MeantStandard Deviation. **  p(0001. The dafa are shown as mean+SD of
each group. The stalistc analysis between after and before medicaton was performed
by test Aslersk denotes significance differences of between after and before
medication
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