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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
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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.
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1. M8

YoM £3] #E AL Multiple System
Atrophy(MSA)9t 8317] g & A&F9 shielth
MSAZ U4 - WEgtg oz B AAHPA
Aoy, GAH LR T EE MSAE 371419 A
2 08 ZEE &, e Hu-AEA A5S
(olivo-ponto-cerebellar atrophy : OPCA), AZ-ZZAA
¥ 8 Z(striato-nigral degeneration : SND) 1] I AFo]-
T} A = Z-2(Shy-Drager syndrome : SDS)C.Z FEH
57 9 rHWenninga et al, 2000; Laurie & Jerome,
1999). B71& A& o 7IAY Y &571F A+
£ A% 7MY HA9) A EYE ZFHI YL
W (Frank, 2000), &=3}0] ] 2 3 Alzheimer's disease)
o 2 7Hg B3 Q) E3A o A go| thSdhapira,
1999). E34 = Ago|T Yol FARlol HAUA
AEG AREAE7 S WAl AVlE A$-E 3T
A Aste TolthALYA, 1992). 53 Ale 2
B 54 AYHSNoH 9] E 5T (Dopamine : DA)
A AAAREL AAF ZA-HZA Z(nigrostriatal
wact)®] THFIA AAZ] HRF HYPA wgl]

g3 FHARA, B4, F A, AGF, A
g, ) 133 F71EARAY WS HL, §

A B 4FH 29 3450l g
yEhe, A5 o] 2 Q8] 4] Fel FFS 7AA
Ao(ah23l §, 2001; Andreas et al, 2000; Okihide,
2000; Jing et al, 1999; Cristina, 1998; Morris, 2000;
John, 2000).

18174 9] SAe] James Packinsono] -0
2 An Essay on The Shaking Palsy2}= =5-0| A} =}4
o] 3% 6d o] PFAAE st ARFHOE
A A gl EEAA HA 23y 1 o] A Q)
9} obF 2| thAyurveds) 122 F3 ] AU
T4 2L 2398 9N SdME BISEH dX
e YA i 715ES ZolE UK
718}, 1997). 18] BRie 258 S 28 &
T AFA @A A 27E ol FH, £3] 50~60
o o) Fo Z IS FAE AAjel vls) 7t B
o] LAt o] AT FFFY AT FAS
Z#3teg Fa FEYfAE AP ARBA ¥4
Agoln, & A (brady-kinesia)Z}il F2= =3
S3Y9 o, K 0| F718ke A (igidity),
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- wo] el R H(tremor) 17
A7} ’fJEH AE A EARYE ‘—}E}‘-H
ZpA| ¥ 3Kpostural changes) 2] YA 54 £
BolA frkeold 3], 2000). 53] A& %Z}—
HlAed 7199 E A E YeAT e 719
< H A AR FAHY, ST M3
719 BelHM T oA 712 e A58l
FHE 7HAA DR, 1998).

HZ 7] G3hl$-Q) Michael J. Foxoll 93 1371
& Ago] L AHAE BT § ks Aol
G2 A A = AA THSteven, 2000), YRHAH QI o] A
o FHES 959 A9 654 o) k9l A7
A 109 93 100822 BRIHT kol 3,
2000; °]%, 2001). J37]& 9] W ALS A
T 507 Syt xRAAFE AM3F] F7t
3 9leH, of T T wils AFI - HY
A4 ¥ Ago] F718 F lvke o3 U 9|
T EF Y IER 2 =RdAE *’5134
AEE 53t BEXEAA B HRE F
o] w99, 714 233 YA SAE A3 }04
Loty A gto] FE FFo|t}

n, =2

Lujzie Hst

AAH 07 ARMEER= £0]¢] Parkinson's Disease,
Idiopathic Parkinson's Disease Z-2
< H7l& Ao 2 Aoy, Parkinsonism -2
Parkinsonian Syndrome-2 B}7l1& £3.3702 7|43}

I ATl 3], 2000).

Idiopathic Parkinsonism

230 2 Azl
WAE 24 Fo T%, 47, 4% 127 k8t

|
-—

A

g Pt QA S AXEA Al o] 2A] |t
e F2 AT AESFT FIHLY,
A3 E NE &40] F7kete I A&
Ae AE 8 A2 &30 713 F71E A7)0
o ol9t= B kdtd AE F FAEFHY A
T ol A% A9 AFo] FAA Ek F
=3t 2FAQ AFL JAAY AEF AR 7F
o A g3t A ArZ2F 9 AE 5 T4
o|Z Q% 7% At FHL & F UKAETE,
1988). 12 EE A= k3l A S +29 75
B2 HstE 2 o)y FEAR Mt F
ARAE 9 ofUrt dutzoz gjRe]

% laL 304 o] F7E wid 123 =Y 750l 7
AHH, o]F &3] 1%9] WA ol AT A4 F
o8 A7, HUQEE k3t&E Y k3] Axe
Ztzb th2 ) Shock 5 YubE 2 Z 30~804] Alo]
AN NARAEEEY 72U 20%3 % A
st Hlste, QMY Al A wE 2 30%, HEFH
A EFEe 509 187 J) SEFL 0BR Tt
A ZAsTha tﬂ-]:}(.d .ﬂ 1997). z-lALo]_,] 39
404171 do X BT A TR ol NAMES}
Zou, 45 65471 HE 59 7 o] AARME
7t AgEE Aot ¥ HAA 2P gE X
Aen g2 44 34 T glon, 9uxr F
o Qtel] A AAMEE 7 TN FJAY L 9
7HE] FA 2 852 dof tE2 25 k¥ Eo] A
EA ¢l £A457] 4191, o] % ki E 3
& AN Alipofuscin)ZH . Fch A MiAE
A B A5 ARHEAA 8H Aol A &3
3, AR F7tek Eo] Frtsid, ojg) e
g0 od A S AR WEA I ojFA o]
€ Y 7 AeTt 3 B AW dA) g
o] Fof A IekurA -, 2001; 234, 2001; A€

- 75 -



et ofFAhd), 1998; AU, 1992).

7P &3 JAAEHE TRAA 7159 Wals
1§ 7} 2vibratory sense)®] A 3toltt. Hd7lol= 4
Ao < &7 AF7zo] ojnty AR
o 2zsitk ey ksle) st} ez o) 7
TR AR Adtd FEF oufe] FFFzol
HISehA “ARA L 23] dE FUFHLE o &
ZeA Aok 39 £5 45234 4 g o
Ao A3 BRHoE dojd F o, YZhe
FE SHAAM G271 F71eHA Aok AR vt
o AY G5 S e FAAE, e vt
€ HRE A9 28 34 2 534
o] &5 A3sted 200) 9} vl ¥ o 6orhel A
< 9 40%9] ZEAEHI e Fo] YW &
22 43A itk ko] M g Hx2H AT
&9 F3 a7t B9 A7 Al E(anterior hom
cell), =28 A E(dorsal roor ganglion cell), 24~ F7+
9] & F-(intermediolateral column of spine)®] W 7HA| ¥,
228417178 A E(autonomic peripheral ganglion
cel), A2 = ZT2 A7 Ad-f(anterior & posterior root
cell) 12] 37 B2 4174 fi{peripheral neve fiber) 52|
THQ ZA7E ko 93t FrHgith 3] 25
A Z(lumbar ventral root)®] F4= 4 -f(myelinated fiber)
108 F F5%RE £33 A7t Ak 47
A Qo ek ohygt kit Mg we T3
R ZAANA BB F2E M3k i3
2 ARBATE Xt JAARHEEEE A%
7Hl e} 10-15%3 = At ok § 495 2
07 YFANE 930l 240 G2t 22
A%o] 7047 51E 2049 WO E 25 €
SULTHEAAL S AF AN P25, A
ARESEE 404 ol A ARsel 4z
ok 0.15% F=H AQE ol 2 A2 A7

o 4

o\

]
o

N
=2

puad

o|N

pd3

2 &

k)

L%

Af9 "33 F-bo] Jon, ZHAAA e
<A AFF wsks g5 Esl 9%
Ao 294 A, Hold AY A 7= 8y
OMEEY AXA Y 7HEES] Za Fo] Udolth
(A2 vrAa$-, 2001; K3, 2001).

Atgel HE 25~904|0] ol27|7HA] FRAHQY
=3RS AXH, H 100~150gm F ¥ AA| F
Ao o 7-10%7}F 4 Ett. 53] e xS
Tl A W7t dojue 40~90MI7HA = wid the¥
2~3gmA T ZFAs, ol o FA Y FAE
Z2E £52 Holx & Ao] ol 6ot o] Fof 7}
&3tE|= Aol itk A73E 654 =9 i ¥
FAE 1360gmol™, 90417k A = FA 7} 1.290
gml 2 ZHAsH "ok ¥ FAY Faes gAY
73-F 6otholl, JA &) 79 sochel] BAH S Al
H, 9 9L F(sulcus)7t FHE T 3)(gyrus)7}
FOHAA Eok o 29 k914 Wate AAHY
X §A 3 FA L A, AN EY 24, tjxeE
Ao ZAXE F4F, AR/, o1F
A AEEI 55 EF Ak ¥ 29 A
slol Al AARAEY 2AHE XS Aol Yot
el Antel] 24 #AH = 272 gy
A F E3] 3171 F3 o] FKinferior frontal gyrus)3 A}
A %3 o] 2hsuferior froncal gyrus)oll Al #A 3}, A Z
A o] BHprecentral  gyrus)@  FZF A1 o] FHpostcentral
gyrs) 5-& A4S At vl 183 s uke}
HEA FoA ¥xd Z #Fdo.

ol e 140-2309] 749 NAAE7}F EA5hm,
37t Fg o] oMl o]29 AFMEY &3}
F 10%7} 748t dok & k37t ol ubet
ABAEL 71 o]AF Fo]E9 7t Hlshd,
2373 Ml Eastrocyte) S 7+ A1 73 ok WA E(glial cell)®]
TAE A FH 2R S8 "ok o] F 3 A2
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919 oA NAotwA Eo) £t Bl
oju} 49 o] FL dHFEUE FUHEUE
SA AFHT AUtk AFFHLE kst
AR otw A x| LA A F7he A73A
ZAG AF Y] ZAE FAANE F dv &
& A B3 o7t SolrtaA A3 AZRA
E F FAE7Y spineT Aol7t @A A Ha
A Bt} Neural transmissiono| Al S 23 & &
= axon®] myelination®l] W37} e Ho] A=
% 3Hdemyelination)7} Yoj A Hch 2 I
Z0] 79 & myeline fiber®] Z10]7} 118,000kmol] ©|
2R 5k ko2 iE o] Z0]7} 86,000kn FEZ
oF Zo|EA "ok =% =919 BBBE 3
< A¥EZA vt # |IHMEDY ghe
L&A HY 3R xR EFEY &
Hhol] i3t A gke] YolAA Hrh

Hrl& A8y FHE TR THF A9
EA s 7 ERAQA FHEIZEA AAAGE
Hojt}. ol F, 8F, 9A, IA, ¥4 %3l =4
AR I83 HEv e 28 2L g 7sE
< 35, o) 2 =g AAELS IAA 30
d 5 B2 d7EY “4’37']3]7]' oA gttt F
FAZANA =7 FEAA ] EANE HFLE
e AL 1972 adenyly cyclase®] 2ol o3 =
g T Atk A ATl oA
olty. =l S At FA 5o AAAE &4
T Ad71eA 972 HolE8A ZadEd o
o oyl AARYEY] AEAEL THY IF
A8ZA S FZA 9Fo ) AxEZAY] AEF
) T3 AlHSAA FARe BS €A 79
: VIAYY tiEE RS Qo =98] Al 259
T 71539 Fele AF ARSE e SNe A
ZYEN VIAY AEES ZH3= WSS H B

By
=2
— .
9|

Uy
-?L
2

junction©]

o

djo

SNe A PES BEZ o2 7A=Y, 55 ¥
ik 433801 712 2E 389 458714
A AARALERY EHNS WEHL Yok 3
o] ZAL nigrostriatal systeme 0¥ %71 "E"%
ZA 3, VTIAZ 2 E|= thinencephalon(mesocortex)o]]
FAR 2] A7l e ohie Wi
B E 37 Aok 53] A0 @9 S B5F
SNc /‘ﬂj‘:‘:‘c’] o T3, 1 oft wWEFe
VIA & SNc Btk & o {7 ¥4 =] gZolch
SIS AR A2AZEY 52 249
pigmented neuron®] TAM= 40~454] FHEE A&
8t7] AlFate 65417 S B 35% P =7 Ha
2ok SR S ARel IYAA SHEE &
A9 NAMES 80%o) AT ook et
wEd o] A NAME AN 2E 71542
Z R st 2sA gon, FEolF &
19 FEE v Hcaudate) 3] ZHputamen) 5
A ok 25wt adhe A0E gEA Atk =5
A3 wolzdgAL A4S 3 3 M 3L
3 A tyrosineS dopa AFA7IE FHHo &
SJ3HE tyrosine hydroxylase®] BUEE A& Aol
AFE AdtEo] A A2E dBA it ojd
3 dopaZ dopamine & 2 A3A]7| £ dopa decarboxylase
o Aol kstol wet ST s Ao
2 4 A dou, x-Sl wetA 11 Aol 2}
ol7b UTKA LB, 1998 &&7 5, 1998;
Andreas et al, 2000; Cristina, 1998; Wolfram, 1998;
Cragg, 1997; Cristina, 1998).

o

3zl Zete| Ay uE

A=t29] oAl James Parkinsono| 18173 HZl&
A3 7lesia g A717E Ad § o] A&e] He
] AZE°] HAFHLE WA AR
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1895 29| g A3 ARQI AR A
Z} o FolEE Ha]aX(1852-1909)= 2 AL S A
o2 ZA9 o)ige] HAE Aol FAE A
7] Stk I F 19153 Tretickoffs 971< 2 g
Al BA ] NE7F A 2AE gleH, Fokdl
T AEY Z$ AxdY FYAA 29 Lewy
bodyE 7|&3le & A, FIAE 12
Lewy body<}te] @A A & ¥yt o] &A= Xvf
M LAY BlE A3 A ZH Wl o}
Ygt B8 A5 dE9FgMT 2AHL Je
o, B¢ 08 5 A7 F8AE 2AHT Q)
ok 2y o9k e W g AFREL dy ¥
oFE A A 9kthrt 19373 Hassler7t 32 9] 24|
AR - HRGH FRE 7|&3HA oA
Tretiakoff?] 4% &3y, 1 F AAE WA
H A 1953 IHHET 5F 9 o]o] #l&
We dozigy AFAE FHer, 1960
Ehringer$} Homykiew icz7} 8381|723 AANYE o]
L3t} AxRANA Y TuRl Aol TS FEst
o, 3ANZAEZY E9UA A2} Faga
A ZA o] AAA x| WA o] wlEH e A
ol AR Aol A S A HUh A= slE
BAte] AzxA 2 FAA Tvle A% AYS
A=A H7, 12 Q8] T9Tle] ARe R uiyl
&He S0l Yeidthe o8 d71ES HgeR
& tig X gxo) vlekF o2 et g
2 thA 243 Edmond, 2001; WA, 1995; %¥7]3},

ol

1997)

B7e A8 %%ﬂl% gFE TR 4AE
o] Ao, Hg, A *33—}‘2} a3y FARES
3 2L 7|2 ge] HHOE o] AL AFd

M2 e WeE dTa Utk JAHeT Ann
W Anden 5°) F9 T3 AR AL =

19 T2 g S o2 o8 FAE) EN

2 BRI Z A3 XA =97 T4 E 7 Ao
= B3 ol HAEL A& W
&3 A7 gEo 2RI SANZA AFY
715309 AFAAA = Ath. A HornykiewiceS
HAEold AzxA o7l A9 5324 oz
2 A7 HAeH, o]9 22 o2 ZAE vt
B0 2 1958 Garlsson3} Hornykiewicz 2}2} 1}
A& A8 FASNA Ldopa AEY N8 7H54 S
FA3HA =HAJTHOIt 3], 2000; Elizabeth, 1988,
Anthony, 2002).

&3] o] AL HY Foll A7|= A, AFAF
Faute dE7F R3 JE ANSHAY AFAF
Agol A Be T8 SA o3t {fiEHE 73
+ 5S¢ URFoZ F& F Utk 2T &4
s A8 & -?;?l | H&3] B AL of
YAgk durx o2 7} f¥3 /M-S MPTPA
ot}
19803t o AP wheke] AEQ MPTPE Al
AELBHY, Aoy AP FEAM Z2 &
NA7AS AYF 02 sAHAA B0 A3 7
Ft 34 4o itks Aol dEiAHAREHelth
&, MPTPE}= A7 54 1 AAojAY 1 |AR
o 9§ k22 él AZA R TS E4A
7IAG e v EZEEolE &3AIA ATP A4t
FHE 94 l‘H’l-’b“"«l % %—"o FS AT
T3 g st 123 A7 wstE
= 2 3, A %’:‘Z‘é, DNA Y& T13|Y ©&
By 24 Foll o3 g21E #xpe] A e Al
T gAFES 3 - HFALE E4AIA B
(Andreas et al, 2000; Okihide, 2000; B}-23} £, 1991;
Schapira, 1999; Russell, 1999; Anthony, 2002). Z1%}o]]
T o) gatekAh, datsietd, A7t So] BAEH S

o=

_F_L

>~
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do gy, Ut E o 47t Z24 9l
8 718 o) oS Bol= 187 B R E Aol
AL, 1997).

4.0|M42E3 x| 7(x{
ol &Fol@ whult gokel &A@t A

@ ol%h 2L o4 2FS 2 PI4UES T
%, o4 eFoId AR HTHe $ade) Un

= o} $E S yperkinesio v} F ol
= HA 5 5(hypokinesia) 0 2 FEE 4=

Atk Fo EFFAE JA, 20% o T B

el &5 oM, TEIY 5
o] YoH, o5 AE RN UEEE
& ¥FTT WUE AEF A9 FdNES OF
stel EA o2 dojus 35S R ¢35
BACNE A FAR & AFA, &4 TL >
ANE 35 ARAZ 78T 5 ok FAZ &5
AZAY 78 g2 qAAA 5 FI8H,
adE gAAQ e 2se d¥s @9
o FANRE 25 ARAT W23} $ Z(subcortical
crui) 2 TS, YA Z YR He}
LR E FRECIT AZA, N33, £, A4
T A7 FEA Tol FAYR 27 ARAE
TR 53 FAYZ 5 AAANA FAo)
B 7IAdY 7152 G438 & 5 QAT BHA
FH dehts 25949 3%, 755 522
] Fo] Hol 320 #Ashs Aos F552
ATHHYA, 1992; &St o FHeh s}, 1998).
7NSHLE IAYLE AR AU 994 =
g ) R0l WY FEEE AAAL Utk
F7IAYE B AAYG A4S Xt 53

< 933, FE =
U 59 - A FHA TS} Richard, 1997
g gt o]zt 8}, 1998; Okihide, 2000). Brake ©]
2o =9 JAYY FAHA 71%L motor
pattern  generatorMPG)E & Al(disinhibit) &2 2 A
57 &5 Al MPGZHl| FEo| YojubA] YEF W
Azt Aotk g 9 Alge] Aoy 29
A& FEHL & o A F 3 H(prefrontal cortex),
A9, 594 2 S5 A9dE |
o] 7Z|A3 oA A= o] delwolH 29X & F
232 3= 9 E5A9 MPGY| t)§ B ol
o AdAE X WHE AN E st AT
MPG B o|aE ZFAA A5t 71549 5
0] §A ot F 71AYL diH o E At A
oA HFE WolA o]F ZAFL A HHYH A
“dehalamus)®] ZF FE-S AAFOE FFE X
A3 T3 H 7kl ) peripedunculo ponine 3-&
JA oz AN E Qg

A FFH 02 ZIAHE thH 9] 7| A A= FL
UE ABAE HE9] Fdholn, v ¥ (caudate
CD)3} 97} (putamen : PUT), Al/g3}3
(subthalamic nucleus : STN), B4 globus pallidus :
GPi, GPe) 18] 2 & (substantia nigra : SNr, SNo) 5
o] 7|1 & FAdt JIAYLE Eojo= YN
o AERE qH A 21 o] FRE AXA
o} At o R st Z|AH e 944 AR
T FE7Y WS FHGP)F TH 9] AR (SN
A Eiste] AT HZEeE WAMET 18X
T NAYANA AY R LFIZE WALEE A
ZE YUtk SN, GPe 18 1 SNcE2 T2 71438

nucleus :
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Normal

Cerebral Cortex

S

Putamen
D2 <:; ;D1

SNc

|~ ssssonnsannnuseovenvannn

A 4

Brain stem
Spinal cord

. HAEOl 7K Ee] & -

GPpi/SNr pases
81

13
2

9

=

34 dFHAA JoH, ARG 2L o
& Zlojth

A ZA & A (orebrain)ol] 9 )30, v} s} 3}
Zto 2 FAH itk HAGHOE & F
F(telencephalic vesicle)ol] A WA & M ZA| = FFo]
TR AR sia)d ZTHIL A striatum©] & ©]
Fol EdRth AxA 9 95% =& AL 3
= F8 AEE §$23E7] F(denditic spine)Z 714
I )& medium spiny &0tk o] A EE AZA
A} GPis} SNe7HAl FRE AD3le] GABAE 2734
g EAE ARG 7 HA AZEA A X9
oF 1-2%°f s et FFE7] Fol /IE large aspiny
TrEolth o] MEE acetylcholines ALEZAE A
&3 F7+ wEolth Al WA
aspiny 7T 22 2 somatostatinS AL EHZE AMH3IE
Axolth. MzAe A AA9A A4S
A ZE A JRE won, ojg 7
AN & NEE glamaeS AEEZE AHE-3}0]
ZF2 medium spiny 7E FAE7) F W 71A
£ A4y ok dAZEE 2= FAHAA Y6

o

e

3
>

P R
FTTT

X2 =

=5+ medium

Parkinson's Disease

l Cerebral Cortex

T

Putamen

-------- IVL

r

i t

Gpi/SNr prsssn

Brain stem
Spinal cord
3|29 i Ao F - 21 32

MZAZ B2 o8 714 4AE7 dedl by
A A}3Y 9] centromedian, parafascicular F-9]o A L=
glutamated] M E 2large aspiny WE2E FE
cholineA] M E 3)GABA, substance P, enkephaling A}
43t F¥ ] medium spiny & 12| 4SNcl A
95 Eoheldopaminel AE o] Ak olF 3t
A AZBAEE SEA A ahE M= A
AN F2st

A8t 7 (diencephalon)$t F 9] F 7kl
A5, B 02 AF AAFHE M EF(cell
column)f| A A ghek. A|FEHE 2 M1, A-F 3 A,
SMA, A 5eFEod H(frontal eye field, Brodman, 8)ol| A
glutamated] TEA JHE W=t} E3 GPeZ Y
A4 GABAA & Weth At A GRi,
SNr9} GPeE HWIALEE MEE 773 glutamate?]
A Eo|th Aag o] MEA % thE H2 NIEH
AMT FRE wom HEFHNIE FEHAE
olm 1| X )MEA A A GPi, SNrZ 7h= 73
20 A4EHNL F33e] 71 227} o we
G AMel
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Normal

Substantia Corpus

nigra striatum
| S——— | . |

Dopamine A
o0—0—
Acetylcholine GABA
| EOUS— |
Parkinsonism

| peseammem— | | ]

OIIIIIIIllllllllllllllllllllllllll.
R

Oo0—0—

| SO — |

2. MZI& HEOAM =molnt ofME SRl A
|

o
o

ok

F& FA SNcpars compacta)®} SNr(pars
reticulata) 2 Lo A £, 0]F SNe= Tyl Al X
2 FAHReH, 7IAY 443 RELE FAH
o] A& AL SNrolth & - ZHFHOE SN
GPis} w]¢- frAl| Al GPigt whR7lA 2 A ZA) 9
AFEt el FAAL FRE won 282 A3
o2 AFse] ALFHE, AAFIAH 94
W, ¥ pedunculopontine§ Q0 2% Z3it} E3
SNe= 3¢ AZA E3] EHE FUEM &
oA AFAEZ T 9109w, A7 melanin
S FRBL A olF IUZE S Z Z4
o] nigra)yS EA "tk SNevw AZAE HE GABA
Al 4ES o SNl Wie 28L& AxA 9
Hzte] A= HANA ol TR ARE X

Ploermad

gmount of
asoebyicholing
rl'_
Il'La'Bi;Eilleﬂ of Reduca
avia ity o acetychnding
" dopaming r'-‘.: —-:':.' c__jatlivﬂ'.-
Slow tha loss
ol dopaming

Aete 9 kel dE s Pk 1996, 234
> 1998; ¥F3H-3-, 1998; Okihide, 2000; Cristina, 1998;
Wolfram, 1998; Lynd, 1994; Somerset Pharmaceuticals.
Inc, 1998; Sue & Doug, 1999; Morris, 2000).

5I7lE Tslo| (HEXSl SEM0S

F20& AP35} BAs}S] Primary Sympromso] T
239 To0 ROz AN A, 2R, 3,
2790 A& 1217 FYFAL By olHE
So] epbs & 2t Secondary Symproms©]
@ A9, Aepe] ToE AP E Qs $23,
w213, Aol TelT e ojEe So| U
Bt 2 Tath o Aol 1A F2 3

TELNE 5 @A, FH T AHS £ F
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lack of dopamine (80%) from SNc in MB

rigidity : flexor > extensor
two joint muscle (++)
tremor with cog-wheel

tremor without lead-pipe

|:est tremor (70%)
poll rolling (4~6Hz)
thalamus (?)
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cognition
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masked-face

most common movement disorder
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stooped posture
"Simian position”

stiff, shuffling gait
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