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Go Tae-hyun, Eom Jae-yong, Chae Jin-suk, Shon Sung-se and Choi Ik-sun

A case of Wilson's disease

Department of Acupuncture and Moxibustion, College of Medicine Pochon CHA University,

Bundang CHA Oriental Medical Hospital, Korea

Objectives . Wilson's disease is an autosomal recessive abnormality in the hepatic excretion of
copper that results in toxic accurnualtion of the metal in liver, brain, and other organs. The purpose
of this case study is to show a case with Wilson's disease treated with acupuncture therapy.

Methods : We experienced a 17 year old male patient with a Wilson's disease whose main
symptoms are neurological symptoms , such as spasticity, quadrpleia and dysphagia. The patient
was treated with acupuncture therapy for 3 weeks.

Results - Spasticity was assessed by the modified Ashworth scale in an every week.
1. Lt. elbow, wrist and ankle joint improved Gr.II to Gr.H.
2. Rt. each joints and Lt. knee joint seemed to improve a little but no grade changed.
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Conclusions - This study is just one case and the period of acupuncture therapy is short, which
make this case study less sufficient to decide the effect of acupuncture therapy. However, in this
case study, acupuncture therapy seems somewhat effective to neurological symptoms of Wilson's
disease, such as spasticity and quadriplegia. We suggest that oriental medicine should be studied to
cure Wilson’s disease from now on.

Key words : Wilson's disease, Spasticity, Acupuncture therapy, Modified Ashworth scale
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(1) Wilson’s disease

(2) Liver cirrhosis
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(1) gt g ArPd WBCS PLT= 7+ 2600/
ul. 71000/uLZ #AFe] AR Hgb 12.3g/dLe]
At s AAE AST/ALTS ALPE 7
42/681U/L, 3B7IU/LE ‘4<%, LDH= 166U/LE oF
7 ZAaEe] %o Albumin 36¢/dl, T-hilirubin
058mg/dLS A HYol &3} 71gr AY3}E)
AN A T-chol® LDL-chole 109/ 40mg/dL.E
7+ CK 292U/L, Mg 256mg/dLE F55 3
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(2) 8 Wy FelFXE blug/dl (x| 70-
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< ok A Z7)el 1010ug/day (Fr3rx} 38-70)
oz Z7te 27E Roln A Fd F 32N
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(3) EKG : Sinus bradycardia. Rightward axis.
Borderline ECG.

(4) Chest X-ray : normal
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(5) Brain MRI+Diffusion (6) Abdomen routine sono

H ZA7EH ARl e T2WAlA %= Y 250 AWM 1HEske vz
basal ganglia, thalami, ponslA iAoz 3 7} ##EAt (Fig. 3)
S9& 2Yo) (Fig. 1, Fig. 2)

Fig. 3. Abdomen routine sono shows liver
cirrhosis with splenomegaly

Fig. 1. Brain MRI. T2-weighted images show (7) Liver MRI

increased signal intensity in the bilateral basal F A7) 3 ARG A = B AEYE B9k 7
ganglia and thalami symmetrically Aslel we o MAAHo] BHEYow 7t

AEGo 2 diEWS 2 EHE - YUtk

Fig. 4. Liver MRI shows liver cirrhosis with
Fig. 2. Brain MRI. T2-weighted images show splenomegaly and numerous regenerative
increased signal intensity in the pons symmetrically  nodules. There are no evidence of HCC
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Table 1. Modified Ashworth Scale for grading spasticity

Grade Description

0 No increase in muscle tone
Slight increase in muscle tone! manifested by a catch and release or by minimal

1 resistance at the end of the range of motion when the affected part(s) is moved
in flexion or extension.

5 Slight increase in muscle tone: manifested by a catch, followed by minimal

- resistance throughout the remainder (less than half) of the range of movement.

3 More marked increase in muscle tone through most of the range of movement
but affected part(s) move easily.

4 Considerable increase in muscle tone, passive movement difficult.

(@3]

Affected part(s) rigid in flexion or extension.
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