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- ABSTRACT -

Parkinson' s disease(PD) is a progressive neurodegenerative disease that affects the functioning of the basal ganglia,
a brain area that contributes to the control of movement, The disease is caused by the death of nerve cells in the
brain that produce dopamine, a chemical messenger. The cells affected usually produce a neurotransmitter(a chemical
that transmits nerver impulses) called dopamine, which acts with acetylcholine, another neurotransmitter, to fine-tune
muscle control, In Parkinson's disease, the level of dopamine relative to acetylcholine is reduced, adversely affecting
muscle control. When the supply of dopamine is depleted, the function of the basal ganglia is disrupted and its ability
to control movement deteriorates. The result is that PD patients experience moderate rigidity, difficulty in initiating
movements and slowness in executing them, and a rhythmical tremor at rest.

Although the cause of Parkinson s disease is not known, genetic factors may be involved, About 3 in 10 people
with the disorder have an affected family member, About 1 in 100 people over the age of 60 in the US have
Parkinson' s disease. And Parkinson s disease is slightly more common in men. The course of the disease is variable,
but drugs may be the best effective in treating the symptoms and improving quality of life. But, The doctor may
arrange physical therapy to help with physical mobility problems, It is important to continue to exercise and take
care of your general health, Try to take a walk each day. Stretching exercises can help you maintain your strength
and mobility,

So, This papers will serve about the information of PD for clinical physical therapist, Finally, The aim of review is
increasing approach method and technique for PD patients by the view of physical therapy.

Key Words : PD, BG, SNc, DA, Clinical Sx.
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Argoly AEFEAA 549 =ayAdEe A93
22 GIANA BE AT fAS F4E Yo
g= Aol dHAAHARHe|Y, &, MPTPEHE A%
54 I AACAY I fAHA g8 222 3 A-
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nucleus : CD)3 ¥ 7} (putamen : PUT), AlA3l¥
(subthalamic nucleus : STN), B3 F(globus pallidus
! GPi, GPe) 18|32 &7 (substantia nigra : SNI,
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o Jehde, 23239
T3 &3 g A
: < A 9A 2 A3
Ao 1% Aol T A Akl HA
TYE AT 23 YUY &%= FA3A o
g AN FFHA SHYS ANIH AT A
go] Yehde Aol & A3} FHsE EFJE0
123

2 #3 232 (two-pint flexors) E0] 53] 2 73
o Qs JHF B ¥ WA dn dutyez
T A Y FF23 A2 29 Aol Fts)
AT, FoldA 2329 o A% AFol YehiA
Hy A AAY F4 REEC FEYAH U9
Simian A& H3HA €t ®at oblE} AT 2§
o AL AzvY A, AA, F27] a3 gE
A 5 HFAY doXE I g &S TAANZ
o 57 259 AL Yo 48 9AsE

—_—

F %Y AAE JtALd 9 otwa ¢Fe 2
9 AL Q3 A7ed oHeE AT,
Adet AHE 729 B wio] BhE FolA
I HEEG B3 2 & XA dcoh dEo
ot &9 74202 ¢8| Parkinsonian mask z}3
3 55§ ¥t "“°ﬂ Z A ggFHEsA A

o oldAlst AEE, 1998 olth3, 2000;
Niall, 1995 Morris, 2000; Haines, 2002; Laurie, 2002).

4)AA o B
$E A8 A A4,
A 5o uAgAA
gk 2dd k9
Bg%d §& WA 3
< BAEY A4
7] o|AE 2 1A
&gl A7t U U2 A Fde
B¢ A8 276 E &9 ALd Y -
27] FolAM Fel7t dojus, HgFe) & &
&

A4 122 AL Fol 8% 92 32 Ik

£7} ek, 54

C oS ARG Z%s He 48

A0 -A2%

mazscles ».11'\1%

Healthy state

I 5 93¢ 82y & 1% ol
(from : http://www Holisticonline.com)

Fel7k debd & lon, E3] 84 228 & o
g7t Wusts PAALHT, oA Ty 3
A8/ sk QuwrHog d&FAoF uiAGHY
%9 et AJRsA T o] gl me} Ha}
F& o] AFol Aol BARL AN 1
Zapo] vehiA gt

H3e gutroz A2 ALoF FI 7‘/\10] o}

o2 #aE A Yol ASH, AN ¥ ¢ gt
we A Asd B9 £ERE Ad B0 ¥ 4
Ut A&e Fuol YT ¥ AR A2
oJe SEE MEA ZF7tsE sMEHge) AU,

Fo g I AHA (stooped posture) BEF

(stance) L FoIA T Fo] ¢o 2 EHA Ha A
e &2 wabd doid RAAME ZA (festinating
gait) F o], B8 A 2] EEgo] ZAHAYU /4
A, &g upgo] F %ol 2o (shuffling gait) 1
g3 wrtge g E02gE FAoY AL HAF2
AN g FHWE F o (tuming) Al F7t
ZolA A FF A2 (hesitation) ¥IAGAHA XS
o] Yebdt} w3t zpMukAM postural reflex) T FA
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Ho, 53 IRA-ZHA-YY A A4 v =3, 1991; ©]th 3, 2000: Frank, 2000; Niall, 1995;
Agoln, 9 FHAANE A AL 4+ YrH$  Sandra ackeman for institute of medicine, 1992);
Some Sx of PD cognition
motivation
masked - face la<ck of DA(80%) from SNC in MB

Symptoms:

1) Early - tremer of one hand

2) Tremor disappearswith
purposeful movement

3) Earl - difficulty in performing
simple manual functions

4) Micrographia (iny writing)

5) improvement after L-DOPA

rigidity : flexor > extensor
two joint muscle(++)

most common movement disorder
bradykinesia  akinesia < freezing
Cogwheel with temor
Lead-pipe without tremor

stiff, shuffling gait e

Postural Instability
Increased falls

stooped posture
(Simian postwe)

rest tremor{70%)
pill rolling(4-6Hz)
thalamus(?)

o

Degeneration of cells in the SN¢ result in decreased movement through
disruption of both the Direct & Indirect Control Pathways

3¥ 6 HUE A8 YA F4E(fom ¢ http://www.axonbhsmgeduau)

mz &

A YL =AU A4 Y Axg |
4oz g8 +F, Y IYZ AT T O

T FHY g AN DB FHYA
¥ Agolnt, J&71E3 qEeH AHLE U
EAdFE UL 2w, of 2 Z w3
83 22 HYA AAA Ago] solux Yo

T3 9 AEedy € F dd $ie 3
9 RS FEolv Ay se2yel A gy
HolAw & Y8/t 4FHoE HUE AW
3AAANAY W9 JgE T AL otk 13
A 28] 7HA He ddd FHY A4 3
AEE As) BASA HE JAHA IYFES F
o B2 #9 FFA FUAM EHAgE
A5 MH| 29 & Eopgdo Edlch

FLY

a2z ZeXgAls 97E Ao e,
7214 2282 WY 71AGY BAR A3 O
3 Heg SFANE oy, F O UL EFA
B3 H2YH N84 7ley Pl NS /A
oFATh

g8

IR 9 219 FHAE BT ANAHTE A
£, 92 1998 '
A& AA O dA3 Ady AE, 49

83 A 19(12); 1333-1342, 1998,
8% - A& SF AAY. g Egx,

23(11): 947-950, 1980, :
uho gl . o AW - AYS - AEY, AYgE wE

BN 9S4 ST H9E F HdEEY X
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