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The Clinical Study on Spinocerebellar Ataxia
with Cerebellar Atrophy

Lee Jeong Lim, Ha Kwang Su, Kim Sun Mi, Ha Su Yun, Song In Sun
Department of Pediatrics, Dong-Seo Oriental Hospital

Objective : The autosomal dominent cerebellar ataxia(ADCA) is an unusal familial herediatary
disorder that has been called ohvoponméerebellar atrophy. Recently ADCA referred to as
spinocerebellar ataxia(SCA) by molecular genetic characteristics. The purpose of this study is to
focus on the improvement of clinical symptoms in SCA patient by oriental medical treatment.
Materials & Methods : We experienced a case of the 6-year—old female patient with SCA and
the MRI showed atrophy of cerebellum. The patient’s chief symptoms come within the purview
of five kinds of retardation and five kinds of flaccidity. We treated her with herb medicine
(Yukmijihwang-tang gamibang), acupuncture, scalp acupuncture. After we measured the
progress of general condition by MBI(Modified Bathel Index).

Results : After oriental medical treatment, chief symptoms (ataxia, weakness of low extremities,
dysarthria, etc.) and general condition were improved.

Conclusion : We suggest that orental medical therapy is effective to the possibility of
treatment on SCA, but more clinical study and observation should be needed.

Key words : Spinocerebellar Ataxia(SCA), Cerebellar Atrophy, Five kinds of retardation, Five
kinds of flaccidity.
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Fig. 1. Sagittal Section Fig. 2. Transverse Section(T1) Fig. 3. Transverse Section(T2)
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Mental: alert

Barbinski sign: +/-

DTR: knee jerk ++/++ , ankle jerk +/+

Muscle tone: abnormal(A 3})

Dermatome: normal

Finger to Nose: -/- , Finger to Finger: +

Romberg test: &% B 7}(self standing £7})

T8 R £3 FA FTL%(pursuit eye movement): normal

L"F”ﬁ R+ dE&A AT F(saccadic eye movement): ZA T &, Aze] oy}
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8. Clinical Treatment
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Table 1. The change of Modified Bathel Index (3. B£1.)
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702191 A(personal hygiene) 1 3 4
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AL 2 2]7|(stair climb) 0 2 2
2} - 2o(dressing) 2 5 5
dl ¥z (bowl control) 8 8 10
2¥ZE(bladder control) 5 8 10
1 3J(ambulation) 3 3 3
2R o) F(wheelchair)
0] 5 (chair/bed transfer) 3 3 8
% 32 45 58
Table 1t. The Clinical progress of General condition
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22 1 Modified Bathel Index(H& ulel x|<)

./Fsg;gi s [ e oo = o = -
A B FUAREY Z vl % A )
Hrlge e Egolde | Efol8e | E3olH8 | 5YHTY
AAAA
(personal hygiene) 0 1 3 4 5
28
(bathing self) 0 1 3 4 5
AA
(fejdir}lg) 0 2 5 8 10
£
(toilet) 0 2 5 8 10
Age 2udgls)
(stair climb) 0 2 5 8 10
2. g
(dressing) 0 2 5 8 10
gHzd
(bowl control) 0 2 5 8 10
AMzA
(bladder control) 0 2 5 8 10
iy
(ambulation) 0 3 8 12 15
A0 ol%
(wheelchair)® 0 1 3 4 5
o] %
(chair/bed transfer) 0 3 8 12 15

(Modified scoring for the Bathel Index, Surya et al. ]. Clin Epidemiol vol 42,1989)
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