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$5AzE o aglxojolA felE wE BarEA
FAA, Hz3LE oufsl= 1o & 3] Hippocrates?}
Ag AFAek 204171 Sl A 5] F=23E 9
u|7} Sazwlo] AgE] 7] AlEFske], 204171 7] Holmes
7} @ E(posterior fossa)oll F84& Y FA=o] E1
KA olar, =gl Hels Holx AgS wl hE HA e
3, Wz o g 4 22w, tandem E3Y Al & FF
A FRheka A5 AAls] Hasigiok(l). FedzEe
SR o] ko] f-gA ] 2-oldH(dysmetria) & FE
Hol= AR 54 =(imb ataxia)9} Hejolu} #8 f
Aof] o]Hg-5 Ho|x A7t E5AZ(trank ataxia)E
5 Fdhsle o= e Agu L ot

HEF ¥ TeARE doule WHe 7Y, WA
(internal capsule), Al &5 W& F (suprathalam-
ic white matter), A& (thalamus), 71A#(basal
ganglia), ¥]7H(brain stem), 4] (cerebellum) 59!
o, olF &7t E8= S ul 7P S5l A= E
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B}, el g™ (posterior inferior cerebellar
artery)y 45 (superior cerebellar artery)
9l w7 o] whAlsh= A9 oF 756% 3hAtellA] K3l
S HolAl Bla, i W el 75 ki
= wof] vlel AA] FEA=(imb ataxia)7t B &
A WhAReH(2).

TEAE WA B4 Y] 2 HERHA] S
ol o] WeFolu} HEo] glo] UASIA| ob= B2
oAl ¥]1, JHF wgke 7 TlgolA 7P| % sk,
o ® vl Al "eh(3). B3t Als wi= ZHA
Asl7] ofelg] §iA dol=la, #9S FAskaat
s W7 HHAE Bl 3t

HaollAe HZe| ofe] £ wHsle] A=z
54, Hallell gl AR =, AR
Az 7L i, A HkE w3 A
o] 54& Yool A= Hejol Wy Az
= o=t Bva FaLAtk skaich
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LE=A=2E 19399 Holmes7t A3t H& %A
zAol 4 (dysmetria), <5854l (dyssynergia),
| Zo]F Al (dysdiadochokinesia), &%% ol
(dysrhythmia), 25 % (intention tremor)o] &
ol A vehs sldekdolth4). -gA = uff veht
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<5 B0 = B AR 24 F R vl o
urzu 274 58, Al WAIZ uAAA % elol Bl
A, vl WA 2% qu] S7F o WA= gl
ZHA frA] 53 5ol 3
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TEAEE e e o7E wl, A% A
Bll7]ell ol HolA Hol 3xE
xEol BA Xl A9 de

s AWt #FEe A9 A
$-5 =4 As15 (hypometria)olg} star, 32}2] 73-%-
ZA3Z (hypermetria)o]ghal gk}, o] F 714
e 3 s7elzZ ol (dysmetria)ol2lal
ofgtet, o3k A2 Rl vlsl g2 gde] A2
uf] ZH8-F(agonists)e] A =317 AlAslar, A3
vehebrt SA] BubA =w, AL A 58
=7] wiitell FATHZe] e Al w3(5,6), o3t
HIAAAAR &5 5% A7l 3 AEE RS =W
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Finger to nose testd® ofe] 3H8o] ofsl= g
_‘%%9‘ a3 u:H s 3414 011013] s ‘:.a_:llo] /Lﬂ_;ﬂ )
=t ol& &5 54 ol(dyssynergia)glal g}, o]
3l g2 1e] AFe] ARl w2]le A¥ = 2l
HlAAH o7 AlslA H¢ (deviation)E Al (7). o]
= A AFRE uiel o] 3w e gEsle] Al
W7ol Aeliz} ofe] HAo] FAloll FofalA] wo] o
Ao gA o] Al uff B o] AEl] wlitolrt.
= QA3 e T P of] wHAY] Ae] 3
Aol A e ol & 5 S, o] ] interac-
tion torqueo] WAYsHA B3, o] 5 AAkele] 7§ kg
WA Ahgo] PoluARt FgA =zl = o3t B 2
o] Zox7| uliteo|th(8).

3. BEAEl 25 Eolgl U o4

0

Az B3R s 2%k, Fedw A
sz dlef] o4& HolAl ¥k o] uHgH o R )
she 3k AL 35 Al BlE Aell ulire®, oludk a4
+ &84l (dysrhythmia)oleglar F-2m gl of#]
e 5 Aloll AL FAe] T2 ol WiT R
¥ ZFo| &5 4ol (dysdiadochokinesia)glar ghcH(3).

7ol (dysrhythmia)« 2| 7AA] E71Et ez -+
A sh A o 7 e, FEol sl (dysdi-
adochokinesia)& vt 555 Wzol HAXA &

ol 5

wl 2l5o] A5, WA A 91217} B et
XT—E-_Q. 71— J/]—Z‘]A Q_Z] 01‘4 E]_o]uh/]. 7],_-_ 71—1_51‘_ ;g]—o].lg/]_
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7t o] Fx=3t A HA) o) wiolv). Bk -5 A
3Jell Slo] AFE A= ot} elo|de] Aol o)A
of] AJFEIAY gl tHall 243k elol) & Algshe &
xol] oJsl] A== FA AlAl(central clock)ell Zell7}
27171 wiiEe]eH9).

BAR} e & o BN A= e e =
o WS ¢ A FEAEE Al vl 2
ufjulc} gl = o]zt wrh(6,10). ol AFsA A7)
(autonomous generator)7} EeHgs}7| wiifel7|=
A Aeol] gt Fed g wisell MIzksiAl whgsh]
U 5 93],

o [F
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5. HIFYHL TM RA S8

wEAE = AYds Wl ETRHeE AR
S &3] WA 7 g, k] wishi 4o o
SR 7é—r°ﬂ upe} Hol A A Hek(11). o3t
787&lell mlel AstAl vehdei(12). 4
= FABHEl Bofei, ol= Al A
Az edoll A /H °‘lr: AAE FAE wl] o] ] F
S17F A= Aoz S vk eH(13). ol2dt 7]
HA Aol A «17“743«1 A=< Gatev 59 d7ollA 2
a3k njel Fro] HeY 5 Ao} fado] glek(11).
=4 &9 9471011 wpe} 7"l $lof vhe 54
< HolA| Hrp(14). 3+ /‘14 HWUPg e 735
= AL, T= 7-}7%] 5]“3_ o AR AR S Held

A Cerebellar Subject B Healthy Subject

Dincction of Motion
Lateral CG 2.1 @
Lateral CP = @)

35cm

Figure 1. Plane of atypical ataxic subject (A) and a typical
control subject (B) during a stepping trial. Ataxic subjects
demonstrate abrupt changes in lateral CG velocity midcycle
during the weight shifting phase, unlike the smooth progres-
sive velocity change seen in the control group plots. The
healthy control subjects (B) show precise CG control and min-
imal excursion during single limb stance (modified from
Hudson CC, Krebs DE, 2000).



A< (anterior lobe)& HHI ZFoll= thE W3kt
AE Fo| 31xA-] v AlsiAl vehH, == 27
= oF 2-3 Hz AE9] A$ 9] A7k 21do] Ho|7| =
gheH(15). e]#gk A7 1AL long-latency stretch
response?] Z1&3 7|7to] Zlslr] wiFo® A9l 21
Aoz dFoz A7tEr}, A4 (vestobulo-cere-
bellum)& Wb BE Hlgko 2 oF | Hz Axe] &
Eo] el A =, vk 4 vRE s 7Y
el AskA] eAIRE, /dRlell wlsl of7k E5= ol
7V A =] oL, v Fo g 2 22 A A] et

A Yol o] BH HH ] ZAel vl #ztsA
A= BAS Holrl Hudson S(16)2 W4
ol 2 22|75 = (stepping task)ollA FAIFAL] £
Z Ho| & FA4slo] &¥ 75 o)A €F Holrl Tt
= Hasldoh(Fig. 1), B3k &% Wo] gl 973}
oflAl 3k floll AA| skaL, 342 4% FEe] whEdo]
dojupAl & uff alA] 252 Hhs BEE M HH F
7+ 9l Wk-g-(immediate response)¥ =2 Hk3-(late
response)< B Z4Ho|Auk 27| vk&(long
latency)= HIAGH o2 i, 1 vk JEE B
AAslo] 4R A Po] WAt (14,17). B3 F3
o] FAlE vBAHRl ke Hlch o3t 3t
=2 el gk vIA A Q) vk obnke 2557l 2
dEoE & 5% Uk
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He2 o] 7S A8k, iH o A5 dAsk
2] = dohe ke ® £ 9%+ fviA]
4okl A B ol EATIE AR AoH). K
371419 7164 e4E dew sh=ul(18), AW
ZA (progression), FHAl= 84 (stability),
£ oA EZE(energy conservation)e]t}, A
o Yo HUE Vs Welke Aela, 5o gk

T8 A= A AlA 273 sEAof w3l 4
o T AARE 3l 4A &5 Ewk ot AXE
B kA WAl gAde® Qs A
CaHEg 53] Hjo] E7bsRt 79l Kl 3
7] S1iA = HEEA] Zhpojof & @ dolrt. o dHE
AshHA AR & drEks wg B2 dlUAE
&R S EIpEQl Hego] of A Bz wE vhE B
o] A 75 24w oduA 9] Kot
FA AL 17k A% Y ek = vt
AA=]A] kol 55 o R SolAl HH ukx]| A5 Aol
22 3kA1e] A }le] Kol 2bs B3l #4d(automat-
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ic stepping)& HolAuk 24| ZH o] w7 ¢lo} AA|Z
2Ag 7 ok 2R B gkes] HEQl oA
o] A Qe ofye}l M el =4 (supraspinal
controDoll F# et 52 Ao} 75 Fiofl A3t
AR = FAE7]13(Golgi tendon organ)3 5 W3
TEAZTE dojAA] =1L, o] A BHE i
E(spinocerebeallar tract)& E}aL 4% 2] < (ante-
rior lobe) 28 HHAIA] =] 3L, &3 ZFE]= 45234
A2 (cerebellorubrothalamic pathway)E wel o
¥4 53] WF A7 & (medial frontal cortex),
Hzg2edY (supplemetary motor area)®} F45
£ (paracentral lobule)& A==t HAAA
(vestibular system)< WolollA 2] AR 7| #-E F3l
o] AHE A9 AALY (vestibulocerebellum)
2 B AelH Azl ozl F= wele] AhA| Aol 3
ofstAl =i, X vk M (vestibulo spinal reflex)
off oJ3l] Azte] EERS WA} 53] ARAE
ot Al ko] ZhazslA| Bl ol Al 4 fAlel ui
- Fo3 95 3 (19).

X3 F3F(stepping center)2] $1x]oll el = W2
o] YA Hel ¥ 7kl Bl 2o E dA Q)
), 53] vl 22 (pedunculopontine) #-$]oll $)
o2 g Qvh. Hfle 2Ase B3l T3 7]
SHALE A 7 7 A FRE o] Al &
e, A Al Z15AAE fAsRE 78 S (equi-
librium center)o|i, -+ Bl Ade]F Kol A
2 reskar, Hals A8k -8 $4 (locomotion
center)o|tH20). o]2ldt Bl T+ 7|SH g A&
Rk, z2As 7so] A Hot. o]eh 22 Kl WAy
(stepping generator)= He§A] thEFdQl Kol R
sle Zle® dHA Yar, MY sl o] Kl
ATE B3l AzbellA o] B F5o] EAl7E S E vk
(21).

He) S5+ vhE o A% F=ol] o8l 24K ¥
Zro 2 RHE]9] oJ8] descending efferent system, &
reticuospinal, tectospinal, vestibulospinal tract
< 53] & T (axial muscle)E3} 4slA9 & 8
% (antogravity muscles)S ZAslsl=t] ofsto]
719 S Al 23t A 3 ok A
Z+Z (corticospinal tract)q] AW AAXFEZE 55
o] Mz 7t 2 ol wxpsle] & 25 9 AskA|
o] 29 5ol Fxste] 24 Ve 3k 2
u H7tel A MR s o8] descending effer-
ent system % s}l rubrospinal tract <17kel|A]
o] A& o} A&s| FEEA 2L vk, 71A I P
H fze 22Ys vesd Fe3 IS g
@ (internal segment of globus pallidum)$} %
WA (substantia nigra pars reticularis)s Sl A
4}¥]A & (thalamocortical pathway)E Wz A 28
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o] &S AAgke}. FA|9| ZA|(extrapyramidal
system)+ A, HEZ FEHd. AHEY A5 &
FHA (striatum)7t AF WHWEF @3 (internal seg-
ment of globus pallidum)®} 44 (substantia
nigra pars reticularis)& QAL 7 2E S5+
A|e} 2% T, 915 e A1l (subthalam-
ic nucleus)Ztoll A 285 s, FAH &2 Alds}
3l (subthalamic nucleus)e] W& ¥ (internal
segment of globus pallidum)®} 544 (substan-
tia nigra pars reticularis)< &A1 71c},

U7kl ko] HZh2 ZHA| fAlel] v T 23k F2Eo]
v, ehA] At ule} 7o) Hejol] HaEl FQ AAFAR=
=7k} 7k (diencephalons)9] 91l gic}. APk el
WS fJelixe 714} A 917t Fashe, di=]

< aA FeskA gk ey A olF &
e Wl K AEsledl o3k o3 3 4
© 5 24 8 A §A 7se A Fast He 7=
2 53 8 ARA se 2R e dste] 719
AAS] TS sHer A= Ve 58 2
AelE z2-ste] F2]lo] HAsHA doluAl sl=
HegAl ofe] o] A 2AHR TS sl 7ol ]
th &3] gl oo} = Fejel] Wiro] WhAshH T Al
7 ofjial, ErAEk AeAElE Holve Az K
(ataxic gait)e] A§7]A] =chH(22].
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Sz FHH ot

ez ARAE ke 5 B Ay X8

o] a5 IFsy) Sl8l vkeA] Fesiel, s A
2 7|8 e g qrAAde] flar, ke Asto] wil-p- vhekst
7] vl e e H7F =7 0 il o] jich

D3 B2 ERte Ful A Wholv A%k B
= skt dele Ale S48 W 5ol A=
3 9eH(23-25). 53] 5= H3l == National
Institutes of Health Ataxia Rating scaleo| o]&%]
<Hl, AFol7t He 7 314 o= A= Avl(mild) &
FOog AoE|a, AFgol7h HheA] H o3t 75+ T
(moderate) Tw2& A=, walkers HH=A| LQ
2 3= 795 T35 (severe) SHFOE AHoE]a, &4t
ol= ol Fo] E7Fs3t 739+ Aell(disabling) &2
E 7 ol=eh26).

ol gk vhekt F7F W52 oH 3HA A W]
SAz2E Hledela, A=z oE] 71 BAS EF
A e AL Qlo] sk e =] WUt
£ 93 1993WdHE] World Federation Ataxia
Research Groupell4l International Cooperative
Ataxia Rating Scale® 71sto] 1997\ A5 &=
ACH27). FTolle 253 =78 BTt 45Eo]
S8l X EHe] Aol 35 P Al 7 EsiAl
o] &5 QJrH(28). o] HEE ¥ 10074 uHdoz AAl
A =l ®3Y 52 (postural and gait disturbance)
3474, limb ataxia 5273, 757l 84, -5 Aol
6HoF FA 47) T2 o0& FA =] JrHTable 1).

MY 2M2 S5t 2SMT U0l 51

Table 1. Components of International Co-operative Ataxia Rating Scale

Components Items

|. Posture and gait disturbance
2. gait speed

1. walking capacity

3. standing capacities, eyes open

4. spread of feet in natural position without support, eyes open
5. body sway with feet together, eyes open

6. body sway with feet together, eyes closed

7. quality of sitting position

I1. Kinetic functions

8. knee-tibia test

9. action tremor in the heel-to-knee test
10. finger to nose test: decomposition and dysmetria
11. finger to nose test: intention tremor of the finger
12. finger to nose test(action tremor and/or instability)
13. pronation-supination alternating movements
14. drawing of the Archimedes spiral on a pre-drawn pattern

I11. Speech disorders

15. dysarthria: fluency of speech

16. dysarthria: clarity of speech

V. Oculomotor disorders

17. gaze-evoked nystagmus

18. abnormalities of the ocular pursuit
19. dysmetria of the saccade
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(temporospatial abnormality)

5= A= ARl visl| By &57) Zhaska
He) £50] A4 9019l |87 48 7 AHoxE: Bk
oo} K3l A] 3k vke] x1ef Ae|Ql A R Zhasgict
Hallett S(3)ell oJapH E&hvks &EAo] oul 9}
Al Zrasshekar Harsigl o), Stolz 5(29)2 Zwst &

EAz 3] 7Soll= Hallet 59 Hueh= 2a] i
AR B4t o S A 2asls Bt 9e]
He) £52 Adsled] B4 o $984], R Ao
Y Fo3k eqIQlAel 3t AL FEstet. HZ
Ebersbach £(12)& ojg] Azle] H3) &5 skyx)t
7e] BAE BEAsl] Hoks wf 5=z HErE
FrA ] oJEH 0|7 g Zl o Haslar gt whehA
SEAzo|| 9lo] HejLro] AAQole 3Hal Wl
PEFPE SRoh ek o2 2ejsle BRS04
Hepks B4l oEshs 2o Az

Kreb S$(30)9] a7l olsbs 3] wHo] 9= 7S
of] Ad<lell vl3l] 9§77 71ZH(stance phase time)-

°F 8% AL 7Vl vhd oFslA] Z|A17] 717K double
support time)e| A4l vl ¢F 20% = 718t

3, §77 = & 7% BT HAgcka Bagk vl 9l

sy S i g 715 skl ol deRRe 2
E 250 $49 57} el WEeR, & $F
o w Hhe 259 % Akt 5% 717o] 27w

—rxo%‘:‘r[F) 6). sHAIE i) g9 o)
ksl A173eHd Aslol|a] B3] 57 7HAEE Ao
2 Ho} —-*5:—’%5— Halol|A] W3l Hro] Zhas dF9]
HA 7Rer AZshs o] ¥ &5 F de ez A
ZpEle}, Bafish= E]bell= vEkEA] 3 A7) 7]7k(sin-
gle limb support)e] Z st ==vl(11,14), 54
27} o o] w] & FAI7F FA] Fslod, WFslA] A
7o) A7 A shar, B SRS A7 0ZA w
SEZ Q3 7 B S Haslslas sl Ale®
ok W 271 =8jx 524719 AlAbe] ol
, §Z717F Ao AA H31(31), = o]& QI3 A
E71(push-off), ¥ w7 (toe-ofe} F27] &<t
o 34 F o] A dofuiA Kt

B3P Z(step width)oll el L F3lolA] A4t
Ql7} Zpo]7} glekar Bk n= QAR tFEe] ol
A, E3] Kreb S(30)0] Aekdel uhylo 2 ZAs)9S
uf] gl H] OH oF 24%0ll4 F7FRbrka Haska 9l
tH29). Y Fo] F7he HAPA F FAlell ol2 5ol
o, o] & FHasfsle e HAd 28 wiiEel ).

2. 2SYUSH

J

28

B
Y

olH Uy

X|E O|Ak(kinematic abnormality)

SEAz WA Q7] Eoke] SRR Fo| 7haw
W, S0, SRAs wde] wa 7] E<k S5

H0

S
HI

0%
|

7} ZHazsledl & ] HA e ¢ %7} o] QA 4
ghek(Fig. 2).0l+= ‘—‘T‘EJ 4% = Forssberg
5(32)0] Hargt H}Q} o] B 1% V”LP-* A2
9] E3=]7] o2 A7), sl Hagy] Bk

o] 2|3 E]o] Qr}29) 0] HY Fo] & 1_35‘% |43}
J-]_gq E’:L,] 019}__& Aﬂﬂﬂq_

Z+l7t =8 (angle/angle diagram)-2 5Alel F 7}
A PAL] FASlE HME U WHeE Az
RHayol Ay 3ol izt 23 (angle/angle
diagram)< A= Em 17b7] wr)e LE3bAe] 3 A
7ol vl3l] SR 9] SA==o] ZA| dojutar, ’5‘4'7‘43}
A o] Zhzt = :‘(angle/ angle diagram)ollA =
2717} AAFe o] 3k 3ol vl £33 F50) ;
Al o= dxdo] Iz =d(Fig. 3), ol thde]
274 59 (coordination)e] "o|X]7] wifo & AY7t=

t}(7,8).
3. 58 A& 0|AK(trajectory abnormality)

AR Kl A W EX] 7t WA ol oFE
(center of pressure)e] WHgx|ol|A A|Zlsto] <k
Z AWeor APt AWHA FF

(metatarasal joint) %22 W Aulo g wha] 218y

R ol
oF i o mx

A ANKLE ANGLE B ANKLE ANGLE

140.0
wanl, _ 7N -~
? AN “ / ~ =
w.s =
"’l - | ] ”» 100
. 4
105.0 —
(P4
“a .
18.00
®.00 — \ 0o»n
[} L J L] ™ %0 ° " L] ”n "w
P HIP ANGLE
waw ~ - \
Tln.u = ~ -
ure
120.00 |
° - L] ”» 1w . M 0 ™ 200
PERCENT GAIT CYCLE PERCENT GAIT CYCLE

Figure 2. Comparison angular motions of ataxic patient (B)
with normal control (A). Single trials (solid lines) are plotted
together with the normal confidence limits (dashed lines) of 2
standard deviations (modified from Palliyath S et al, 1998).
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Ho Angl (dog He dog's Lhegh

Figure 3. Comparison of left-sided angular motions of ataxic
patient (B) with his matched control (A). Single bials (solid
lines) are plotted together with the normal confidence limits
(dashed lines) of 2 standard deviations (modified from
Palliyath Set al, 1998).

5
2 % 2
TIME(s) TIME(s)
15 1.5
= =1
SINTMUNE AVAVA
o o
0 0
1 2 3 o 1 _ 2 3
TIME(s) B TIME(s)

>

Figure 4. An example of plantar pressures of a normal control
gait (A) and of ataxic gait (B) Top recordings. discriminative
recordings of toe (solid line) and heel (dotted line) pressures.
Bottom recordings: summation of toe and heel pressures. PP:
plantar pressure, BW: body weight (modified from lenaga Y et
al, 2006).

A B v, $EAE B Bl E
2o] FAloll B 51, whE gk 4le] A
A oFerh(Fig. 4)(33). ol Bebgd 3
g0z AzkE,

!
&0 0] J/]-)'d—E,]
ol g 2

4. HEA Z7}(increased variability)

78] thE-Ee] Hagah sl A FeflA] Welrt by
Aut E3] #dE A (stride length), 2XA9] 294
(stride length symmetry), £45=, 24 A|7H(step
time), Y27 A17H(stance time), Jr_Vé 5He €
W FEslel Wolrk Sk ol tiite] _,_5
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SEIXI M 82 M 152006 58 -

AollollA LR 4ol AR, $EAZA TS Ae)
498 941I(6,29). ol HHA 814 o] el
SEATE, 7390l wiz} ko] §77] ) A2 HolAE ol
A% uste Wake T oeh(3). 2l =gl
A o)z} 27, ol 7 MAge] 24 SHol
7ol H|91e-& FeIA L B9l slolch,

4 =

Bl MEF ¥ e S5 B 2
oz o olg) £YE Wl $EAZS B4,
ool AR AFARAAQ T2, G £EU=
=
=

Gotnsiet. $EAE BHE 54T o) 4S wol
Al Hew e e 2 54
xje] 7} u) A goll Eg
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