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A4 FAS T AER Gl AFE 4
. Xoje Ad7|FEd AR 75 o7 Fold
E4g Bool AL 7GR, A5F,
dojFe} Fol Auje] xy)d] “EFHO
Bd F o |
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22 724 AAE AH AWE A3t 4

Auj7t AzHg WA g olxHoz Wy
& A5 ddAEE AABIE 98 71A] 9A
Z4e dxz Hust dedA goie): 34
A NsAEE, HFY). QA9 Yy A
o I3 FAY FUY AFAFZHX,
g, d4% F2 F), Wsoy AIDDSY e
T FEe vhEA, dHez 3 g M
744 X v (multi-infarct dementia : MID)&
deod ¢ e HEAZ AFASolY AF #
A JheA, 2l nYgA Afoly g%
AR &3 7t T P gy B
Holop gt} ¥}, IAYF, Gx, 212
TRAFT o] AA Hujol AU dig
A WEE 5 gid HAHHE 3= < 9
At A7 AEE BE o HI3IAE AR
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ol dz3lo|n FA A 3 FTAHL
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ol (subcortical dementia) EE EFA Au|

(mixed dementia)®] 7ts4d ol o
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Ago] U FEA HF). dxE FE
=3 A = X3y dF g dxsdtolH
g Xuojepe] d@FAFol AT =2o5o] ¢t
Avciol A A3 Ao 9313 glues, pesti-
cides, fertilizerdl LA T EHIT WEFTF
o] ¥ Algo] dx3jolw] Aujrt I Y
=7l w9 ok d=sto|r et AP w
AL gAY dSE28 Y 2SS
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2ol AE wRsd e ARAY,
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AubA Q] HFAE AwkAEQ AA e, vital
signs, $MAHY Ve 8B YA o
EX: o Aol AEW Fe, 1EY,
Wubsl 20 SUE 2dn A4S
HE ) ARFFE Aol o = By

A7 ZVIEE, AndEe) (A g i)
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A olde AZx Folrolop FT dwiHow
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dz3lolE Xjuje] AdriFeEZ DSM-VI
9} NINCDS-ADRDAZ} 7F3 dg AH&dd
DSM-VIZ@7|& & 719@dq7t . 4HoF,
Az AeE BE AygrEs Ho F Hox
71A olAte]l dHo] FolE Holm HIH
g A9y 4L Jeue E€d s%d
H) 8l £Abe] Axr B9 ARsF - 2P H
B350 £4L 2AT AT g AFRHF,
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WA B9, $xs 2F5E ¢od x4
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(Head Turning Sign). A A WY 2L
dRE EBojRYH 22y A% B g3t &=
ol HAY doj7t HeEXA]| Yo AlZte] #H

g A7t % den dEvr APgHe T o

Qt EtEjgint. Ao FAE HASEH L
A 28 2§ ofE dde FFE BolH
B3A7F TARE AF3AY g o 43
3lH 3E Jdd. xR+ BRI AR Ho
] Fxe] vz GA] 7ig AR oo d
28t o]op7|3le Aol BEo|th HE HH
g EY A9 ZigFds HA 670Y ol
Huen dE 7Y92de HT 7194 ©H
2L &£AHS Holm w2 ol 5}7](immediate
memory)= REHT 3¢S HAY H& o

A FEolY AE T HEFLE glojok 3}"1
AR 71 dFE & W s BEL3a 9
Al Skolol ¥tk 19 WH7IFY &AL A
81 WA = ABFHHOR HAolojop 3
o ABAEEE HAA HE 7193, o
B35 HEE doo HdEy Fol 3z AlA
agziv 718ed =8 aer] FAA 34
AYFot A-F1H Ao 38 &4 &
AS Bool 3t 4y QA7 AAMA
20-274 Alojol Hachinski 38X+ 473
TjTkojojo} it}

of. &ty ZHHZEIC

AL #FEAGe F4% AT dely AdA
71% Zel, +&FN 233 H4F/3F ¥ty
A7ERL g g o) del iR Fetstm ARt
dEoll ol Aot FAke W3 owx &
ofof 3 ul Ao mE ol ZAHFA
WA .
o 73443 X el (Multi-infarct dementia)
4% Iy, dAZA Y, o8 FHof
A AA7IFY &4, FTAHD ANASH &
a8 A HEFE AGIAE HA L UL
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T
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o 53 HEFY 71LH e 457 Y.
a8y HAMel g AS HANT gzl
Hyo] FEIE THA Al 7tsAdS WA
& 4 ¢lth. Binswanger’'s disease™ @A 3
oz HIAF FE AFAAE 71 Aol
B AYF, v, A9t don F2
g Aeg Xuje] EFE Boli ¥ ALRdA H
4 799 B9 NPt A= Y& B
$ Agd & k. HH(Pick's disease) T
7‘%’%5]" Z7] AA¥s BdEH HAe] Ao
27|88 FR3IL HdoFolut d8F, £
éJ%— T2 A3A ¥ Holg, AL HL F
% (normal pressure hydrocephalus)= 2%
Mt BF Folrt FRIT Gz Pl
Bole I FAL AR ¥ A B
Ao, vAIGRN gy x4EY AR AE
Z2 RY o ndoF & delt}. F /I
HAge] ogt v HAe FEE F4HFH A
A HAEo]l AV|FTe &4ETY HY3H
el g Bde 28, a94F v HF
(corpus callosum)E %2 7A$ 29 XJ)d&=
3 AMAEH AFI e Ao BEolB=
ﬂ%‘ﬁa B3t 3ol dioh WY A
g A5 71583 v AZAHA B &5
4o T-go] Aok Avujzt FA3A "
335]“"/‘1 ZAE AFS A ZA4™H) gl
2 C eutzfeldt— Jakobd 8- 943 &}
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o WEI)= 2 Mt e Ego
g
b} X =

Fxsolr gy s EBHL AAYFolv
PEFAE NAA7IL 2Ee IPFE AFA
719 2HE& JASFAY AdAFls d Joh
AR @H o] A& WHHY fHPo=
+ extracellular cortical plaques= amyloid
beta protein(A 8)¢] &, ¥]Z YA o2 <qts}
9 tau 9822 TAE neurofibrillary tangles
ol ¥4, A3dH HAAY ¥ a9n ¥Ad
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o ¥Ad 94899 223 nucleus basalisoll A
SR WiE ABHLe Ao 7R
HA #EEHE entorhinal ' cortex$} nucleus
basaliselt}. o] #e|dd W3l
changes, free radical formation Z8]3 nerve
growth factor deficits®} ##e] 31t} Estrogen
A3 € dendritic arborization®} axonal branches
o] A4d #HEo] A1 A9 YH FAAZ}
JdE Aoz FEHY. Neurotransmitterd 7t
A7 BF5Y 53] cholinergic systemo] &
A3tA ¥ 5o] basal forebrain cholinergic
system neurons< 90%¢ A4 & H<.

Acetylcholine, noradrenergic and serotonergic
system?] deficits7t &9 A== Gapx|ut
substance Px A

inflammatory

glutamate, dopamine 2@ il
st .
A7
SN2 AR #xdA 7YgH A7)
59 5HE B Aol BAY Eolx 1 3ok
ANBaNE BAHS7] A3l Alzheimer Asse-
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ssment Scale-Cognitive Subscale (ADAS-
Cog)7t ol &=t ol& 719, Xgd8 o]
i PFEL& 70Ho2 AL E HAlo|uh
ADE A= dddl ADAS-Cog7t 7-108 A=
At B2 o] FFE 4H AR ZTAAIE ¢

o] dAA s Ao FEEAN A7} Jo
o BAHEY. 1 29 Neuropsychiatric Inven-
tory(NPD7F #zte] AAAA e §5E3H
o4 Frkse W & o Hestttn LA
sick. JA¥oz 43 9 AgsHE Aowm
Chinician Interview Based Impression of
Change(CIBIC)7} =4 1& F33 34, 4=
H3l gle 193 7S FRd o453 E YeldT

1. Cholinergic agents

A. Acetylcholine precursors

Lecithin & choline®] AJEEF Ao JFH7}

Z=2N2A9 ACh levels

18 & 199 -

RNy A AN=7 T

B. Nicotinic cholinergic receptor agonists

Usel 483 %E presynaptic cholinergic
system i ?‘:Zﬂfﬂﬁ] dzstol] At HoA
#A3] ZAA3e Ao 84 dY. FEAY
AN Yzeo] @ olAEEHe EHlE F7HA
A A7AYe HYS FAsn @ 7IYH g
& IAANT= Zﬂ] RnsERon dPHo=
@ Ay Ao dgAd A
9 A4S %
o) o] Alo] o] 9%“3]
of wat FHo] A
Joki FH 3 34‘5{1'3}. a8y ZA
AFelA FHHA daies YA
o}.

C. Cholinesterase inhibitors

A7A 7HE FHYsHA d7HAR AR
A 7bg H93E felztn ¥ F ik o
tacrine, donepezil, metrifonate, physostigmine,
18] 3 rivastigmine©] At}

@D Tacrine2 ADAEAZ 7hF dA Y
2k 0 & acetylcholinesterase (AChE)$}t butyryl-
cholinesterase(BChE)2 E5 zd3dts k& o
o}, X8 EdE AChEE #dgozs vehd
= Ao 2 AZF Y BChEZF amyloid pla-
ques®t #A
AD®} neuritic plaques® ZH3HA 7| &
ROz FAsta Yot ,

781} tacrine hepatotoxicity®} cholinergic
side effect 28] half life7} #Fo}A s15F 43
H.g3oF s+ A wiFol high attrition rateE

13 benign diffuse plaquesE
o =288

BAY. 160mg/d AH_A 554 & B
oy B33t 9ot
@ Donepezil2 v oA ADXEA| F+ HA

Z A8 ko AChES A&7t BChE
Adgdyg g4 72etl tacrined] HlEl A
half lLifeZ7} ZHolA 13 H&7153HH

57
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hepatotoxicity7} $13 I8 oA ¢t cholinergic
side effect7} WEldth X8 E3E modest®
o] X ut drop-out rate7} &3} At}

@ Rivastigmine® second generation chol-
inesterase inhibitor24 & A} phase I trial®)]
€ AElolth o Azl= ADEAS o o
olttm &7 ACHES] subtyped) Glol A
Ho® specificdtttn  &aixd Ut 3Fo|
6-12mg AH8- o2 AF3 X578 ddx 3
™ drop-out rate® =X &t} |

@ Metrifonatex= phase I 7}A By ¢o =z
w17 &L pro-drugels I diArEE 9l
2.2- dimethyl dichlorovynl phosphate (DDVP)
7} AChESt A ® complexE At dA
331 A &A <9 cholinesterase inhibition& #Z&
At} 35 13 T3 oA o))

dRtH o g kAo FHol JAGlel B
o] glol AChEY] dAE Ho] 42 xgid
7V o3 gt 3O dho eptastigmine, extend-
edrelease physostigmine 18]3 galathmine©]
14 X

D. Muscarinic cholinergic agonists

Postsynaptic cholinergic receptorS muscari-
nic agonistE o| &3t AH FAAIZoZH
AD9 AEE AEdT 3tk ADOIA presy-
naptic cholinergic innervation loss?} A3k b
H muscarinic receptor 53] ml receptorst
HEED ml FE&A= sivle) dix Ao &
of EXslo XNBEEZZA FHE Box th
Muscarinic agonists= @O AB Y BH|E A3}
® @ nerve growth factord @$AELE Z7HA7)
o $ot

Xenomeline2 A& ml &34 agonistZ
Al mild to moderate AD&2}ol|A &35 H Y
AR G1 side effect$®} syncope W9 phase
oM A=7t 25U Dose-dependent 8t
Al delusion, hallucination 281 agitation®

22 YF 4 o] #FHA

_.57_

2. Disease-modifying drugs

ClsAl A7} &x3toly A ule] AA]7]5 7HA
of Z&c] HAgk A BAE A AAIAY
AP AAAFIE Aol ALE o] EX
A Fo3th olH AR A free radical in-
hibitors, estrogen 13|31 nonsteroidal anti-
inflammatory drugs(NSAIDs)7} 1t}

A. Antioxidants

Free radicald WAl#A Y FAEEA OY
A3 Ao s w-gHo] v} ol AT
o Ao &4E& Fo APLY HYF JAF
stk mebA FASIAIE ALE-S)
o free radicaldl 91§ A EXEAE WA e A
AEZ %ol I yolrt AFe PSS 7
S F At 43 34199 IARE QLo
2 @ -tocopherol (vitamin E)3} selegiline®] %
g AERFIATG. a8y AA7F g As
adE FAZA Yr7F i 2@ A8
A A Fag EF37F AU Idebenone &
A phase M7tA 3@ & & A4 A o),

-

o]

B. Estrogen

Estrogen replacement therapy(ERT)7} & A]
gzt A Az HAE AFAIIAY BAF
AA75% ZTHAZIGE Hart Ut
Estrogen @ #ivt2 glucosed +%& F7HA
7132 (@ neuronal viability$} synaptic integrity
Z 72171 @ choline uptakeE % 7HA]7] 1
@ HEdHEE F/AAAY £ G AFEHA
He] ABEAEES dAFSEN ABENS 2
AlZittn stoh #HAE @A A ERTZE AD
Hg AdAII= AV AFSHVE AL
Estrogeng AM&3hs Algbs) o84 ¢ Al
Abolol ADWHOl Wi AFEEE AHEANA
5% 99E At BHY @Y AYUE
estrogens AFE3 A ¥Ho] U= AFFAAN AR
He A8 ¢ F Ay =3 MMSE ==
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=
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ADAS-Cog® vlx3d ¥ A3 ERTE WHAY
Y% ERTS tacrine® ®£3F #3271 placebo
of 3l X715 A EHR7 Faistd o

C. Anti-inflammatory drugs

AD®} o] HFA whgo] AAq3itt= B
7F . 2 ¥ 37} acute phase response®
A} acute phase protein?! @ 1-antichymotrypsin
@ 2-macroglobulin®] #2x}e] M oA F71F
B o] RAE L neuritic plaquesy F8& FAA
o]l amyloid fibril 2l E HodslE Ho=
F3d o AD® <t A complement cascade
b & 8kEHo da o] HAe] AHE o] neuritic
plaquesT ¥l A FzHE FA3E microglia
= & F Y. Baltimore Longitudinal Study
o] 2}3lH NSAIDAIE S22 AD9 fggo] v
oA ™ oFAlel AE7IZET 9F& A FHAo] o
whal e A #AZE doka g o] ATl A
acetaminophen® aspirin® Zo] 439 o1}
EH7L e Aoz IAHHAY. Indomethacin
7 prednisoned ©] &3 AFA Fr1A] ok
7F f1ofol wlste AAV)F AM AFIF F
sHA AFRHJoW AZE FFAE gEFY F=
getgo] Y.

I Bt AZF2 2AlZ cyclo-oxygenase
(COX) inhibitor’} 1. NSAID= COX9 &4
32 AdAFeEN g E Yeditan FAs 1
AEd COXE F7HA =7k 2o COX 12
T37%48 8ARA o9 JA= AAT YAH
o] A4S F7/MAHLH COX 27t 94FA =9
ojsled A ED olE AAFoEH FI=
a37F vEidd. COXe dintgl wde 417
o] glutamatergic stimulation& 2&o0 2 7]
A== postsynaptic signal processing®) ©]-$-
23t COXE A o2 glutamated A

AR A exitotoxic neuronal damageE
o mebq COX 29 gig deizel
A7F NSAIDS] 2288 FolAA A9 o
I X7 Fog o sigd

A
T

.
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L o ot om
3ok mlm
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3. Other potential therapies

BBBE %3 NGFZA] idebenond AIT-
0827} Hol4l NGFAA S A8z HiHA
t}. AB protein® $FE ZFAAIIAY amy-
loid plaque &g WX 3= AV ¢ 23
A ABZH/E AFE 7 Ue A2 7|dd
Tt} o)9} v]<E Al rprotein® BIAAF Q] Q1A
315 WX 3 AY neurofibrillary tangle A2
FeEtd AEEHE 7 F Y& L=
yzhgch

4. Predictors of response
289 Cls trialo) A X8 thgk ukgAd L
O 4o AAZEFo|Y AW AP F
A2te 224 cholinergic side effect&
] 3 1%%e cholinesterase inhibition&
A7) Aol BHolgtn 3tuT. @ A &
A2 MMSE 18-264¢] mild case®.t} 10-17
A9 moderate cased)A] wgAol © Friu
3l =4 o]t moderate stageo]lX ZA3Jlo] &

5]

-t

:3 flﬁ,I.. M o
23

o gy APy fEeR AZ4Eg. @ H A

ko] 3898 CNS cholinergic deficits®h &
#H Lewy body dementia®l A CIx&o] oi3dt wt
240} o 43 Aoz YEIGT @ genetic
inheritance® 48 Z+ A7 292 g&
g2 vsled A2gdrt f FHL Aoz
B}t oh,

I. MM

FReARe AFF 28 F Y JEAQ
a4 ABoz wste A ANE £
o Asrt AAAE Dotk YNHo2 £
gXet Ado] ERFHoz vEdtER 54
gog Baxxgl o)oksl S EA AR o)A
o] Tl = Ao}
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7t opZlEmgof Cist Aty 1
oA FHFA g Hxe 712 <
A9 EAMAFHoIY AZAFA Fo} E
QA FZESH e st A4 o] o
AAAQA 7l 181738 F=ZY A AIA
B1&(1756-1824) AN AHE AAHo=
712U HEL 67 FxolA AFAHY
A, A5 433 EAS #FdFR o &
‘Z1 A v} H] (shaking palsy)’ &2 88 A Aut
B} (paralysis agitans)t @< 9vj9] glelojz
opiF ol o) W ol HA&KHAY &
&5 stoh. I3y 154719 E ] &
o] ‘FEue tan dAR vy
1 3t FAHeH|7E 2R EH olFolztn
R QA 715 &40 B Ao
Rk e AAZR &89 gl 9A
o] Yl ¥ AT ZolAA
ol At gy ddn. BEF UX
Aol B AFoT AR Z7lo=
2 B DA - = B B ) P S 32 1
Bz7h A 2z gLS 4A "Hoa 7
Atk 18417] Fpbo] Eegtrol AAT oA}l
e &N el 3 vido] e dF
9] A7 F(neurosis)o|&t kP om, A&
= gy d&9 drldie 9y FgH )Y
Hol Adidol 2PE & AXRIAUT. A o)
dae SAFHSS =ea HodA FoAe
g4 S dIAE 7Eedtnen 2
e EAHoE A9 F9o Filol Jdorw &
YHA 7t&R o] JEIdY L st dAf 5zl
cH el tgt A EE YA #Bilo
A8 Ze3tAd. 19470 Fhgole FE o
b €5 22 AXFAAA g e s
Mom Aol Fukryjo] HalHoty 7| gial
ol vEddn . 218 x4 dig
(Cannabis sativa)®t vl&7F Ao a37F 3l
2 B3 2 F 19417) ke £l A &
DA A (Belladona alkaloids)7t 71 &M ¥ o)
¥ 82 Agzokth 191499 Fol7 B¢
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A W MYy AAA AR -

A (inclusion body)ell Widled 7jedidon E
FEotzzrt BN We] F@ Havh 52
(substantia nigra)4S 3o, 191735%¢
19199 BH #3AH HE FHTLE HUe
FF o] YEhHEA Bl g A7 S
AT wetA o] AlZldl viojy ATt &
AE Ao A7 AuF oo 204
7] FxH1940-1960)9 &= HUEHHe +aF
287t =959 AT & (thalamotomy)©] Y
24 7 37 & (palidotomy)e]l o} &85tk w¥l&
& Al7]el Z=3rie] A7 AEEZEYe] FUF
Rem, 1960 =37 AYol S E
dozits AE YF}AT. 1967ddd= dx
IHL-dopa)E& AH83te II&AH UAFA
7 ZAHE AE #FI]A o2 Y. 1970d
e} 80 o] A= FZIA(agonist)ol o
A7 RAABHAY. 1980dw]  Futdl=
MPTP TE4¥E F3 MPTPSA 7lAo] A
AMEAT A JPES =57 3 4
# 4 A (selegiline)e] ARE-H7] A& =¥
A} o} E.(controlled-release sinemet)?} Y4kl
EAFHAT 19809 W Futo] 7ol A &3
ejo} &2 o] Al 4 (autologous adrenal and fetal
tissue implant)oll ¥ G771 A& Eo] A
BENHY Fe3 X857 =UHY AP
3 Ut

3

-

S

o4& X

-

O

h

L}, mZlamE ol

?.
3 Afe LY UWEL ARG o
sz glo] 7 AVS P YT ZE B8R
BEZX = AH Add AFHol AR
za% Aotk 2y YRR HYY FRe
e WRAE Des RS SO §uh

FASAYE R} 24 28 3 JAeAA g

L=
.

f

=

1-23d AZ7r 2|22 X HALE] FRIS g4
o2 3 HERAA A Ul Qe

g2 FEHE 49 JAdde EAZE A
A, Age) x7)o e &g WA 4
A gor A, 0 Fu ot FHY
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2 242 mot #48 HVEHNY XY
BgsA 28 Aese Aol o8 %ok
23], x2olH A7t Foz F1 REo] F
ov] okztel e By AS FALAY @

42 2go) Bnd v Uk A
Ay #x9 15%7F F
A& 538 AP Ao (progressive supr-
anuclear palsy)st 22 H¥4 FPoz &7
B weby AN detzAeld gy 2
o] ¥3gHo wel AARY ¢ 5 fFHE
29 4 givh a2y Agde) £ #
Ayl o] WEe Hsz:Aui Fol @
232 RYdE Bratn AA&HdHd 9
g3 4L FUEHL e FA4 ot
FEARe] fEgel Boldte WY o
T7 Agso] gk AASHAB L AAAH
2 wAsE Ao o] Aoz REY A
A BagsE UL ge A2 d¥HA vk
dgoz WANA AT 108 B 84-270%
AE 2 ofrlolle|n} ZQld M H 2 W&
BEg 2o BE AGHo2r Ayt 23

r

mio

gol gt AHL uoly BF AR ¢F
o2 A4S Be %Bg%-% Bt ¥ B3
SE R EERES 91 vg% 16091

AYe A m ,,m sqch 2zzAe o5
9 HAEANE ThE HEAY TY A3
o]l VA FF A, H g, HEF, T4
229 AR YIS, LIFEHE, AW 29
I FAHA o]o] 13HARZE 2 HIEE Z
= 4RI

HzieA el AL (incidence rate)e =
5-24% BEE HlxfA= Gzt 109tH Y 169,
JEo| A= ok 108 TAAES UYERALH o) &
Byl 9H T FAE mid 49 F& 77
EXY B2 BARG R 2AE & A

BREAPE Fd Furld F2 By
P AHAdRL 58-62410]t}h, 30-404) oMo

$ we wyge wolk ww 70-7947

A= o) WS Z73t9 mld 10093
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CE 18 & 1999 -
1-299] wEge W 404 ol F4L
Holx #AE AABAY 5%HECH YR

N 10%2 & vsg Bolu ok 3 35
AEE 394 Afole] wHge mEAWel o
o wEAAE. 60- 64/’414 AEY 45 AAE
g gt

Bxe] AR 67-68A40lH #ALL} T5-
80%7F 60M%El 794 Atole]l E¥ Frim Frh
Aol W SuHee F7hE 504 o)FHH
Zobeted 704 olFol Y BE AUELT B
o)™ 804 o) ERHE 938 HAFME UE
ch

WEo] R&ENY HIFEE A58
43 NEZ o] T & Ut

g71&NE 3xe] AAYES 1098 % 05-38
Hog drny ¢ Ao dudTrRy 29
WAL TS AMILES RATH 28y amzu,
7} X g o)&HUA FAe] FAFHo] 4-
W dAAEA o3 J|7tE 9-10d9 A 13-14
H ARE OM%MI tﬂra} AV ES Yol oy
-2 g zd4stHd.

1919¢e] EdEolaze HeA P Ba
7 Aol g wth AEHY Bl
AL AN Hjg) ARER BAL FHY
AAME BAY 7+ Froge B oz}
=99 AEE F BAde FHE ALY A
£0] BE F5 MNAFAMAE 9 #A ¥ A
stoha @k AAMES] 246 g FAAA

HzAz dgHt =sue e PasA

10

&
l-'El

o] BAEHge] Yol vehA Bt

ANH EANL AYga TFiEo] 29 BR 6
oo A 713 A A(tremor), A7 o F F

& =} Aj(stooped posture), 7}& B3 (festinating
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gait), A& (bradykinesia), 7 =3 € H 1) (sia-
lorthea) 28] 2 A YA E<2A A (postural inst-
ability) ¢ AU AHelty. 17} AF3 F

4 9l 7 A(rigidity), X v (dementia), 22
F 55 Sl £33 32 & ok

Biede JFE 7 Wi wek FRHW 2

AT ARE FAAFTEA MY OE B9 o
AEe T2 &4E BRI o2N FAYE A
Yol 32 (release) £+ =< A (disinhibition)
do2A veue F4U v MEa 71H4
EdAAL L SAHAAER 7AA APFAHA &
2 mEol yerdrth

AL AAEAYAA 71 EZFHA TS

2 8x9 50%0l el A BEEAI oF 15%H
ol A% AF} Fo] o] HE e
UA 4715 &g 0EAgdA dede 2
S ZYIZNA 4-6Hz9l WxE2 vEyn o
ol= #Eel(pill-rolling type)d B498%
AA Ao Ut FAVIGAE 2dHE
ERo® s oy dF5A4o2 A3
g wod AR FEAlE AEA
= S B AMA Y, e, § SolA
ZJ ety S 2ejd W H (familial esse-
ntial tremor)d| X ¢} #E FAFY
(voice tremor)< HlXAH =&ET. A
&Al Al 417 Y (thalamic neuron)oll A F713
o2 WEHE 540l 7IEXH1, AdAAE
(thalamotomy)ell 2|2} HtdjZ9] o] T A
T RALeE Hol A Hdgle] Al 7¥&
T3 gt AAEF

HAENH A AL g2 BAGe|U &
nhu] o2 238 & dn FAHY AEE &
%4 Z(velocity of movement)oll H] 33l (We-
stphal 84), 2EH2E TAL g Zo F9
A & AW w‘?,ﬂﬁﬂxli‘* AgE &4 F U
tH(Froment A %) 72
g Ao RFAR
2 MAREE 4ol
yuky |45 EO]“’E‘
(physiologic tremor)©]
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AW R Ry AAA AW -
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AL

2 dB4el JeE B £
TELE
A

& ¢A X % (bradykinesia)-
23 3]AHmotor program retrieval)# Aol &
AEeo] Yetdaa gtk 359 Al#ely thE
FFo29 A 53 FRAAH FF F
go] AANT £E7 =9 AL wAh 7
4 1 8 (festination) HA] °]F &% ZH(modu-
lation of movement)®] Fof wFol vepdoh
F559 3 e ‘FF5AAM (freezing) WV 3
A Aol (turning  difficulty) & 2% 7279 #
N E5AFY Ad diEo JetdeE Ao
o} old 42 AlAH T HAEH A 4
3] A ol AINSHHAA FFAF
AXE AAH AT FFZEIYNA] EE 3
=d FA7F d&E EAEE Lot BEA
2 = 3] A (supplementary motor area)=Z%E 7] |
AAAAY AAAEE dEHHe HE&F A9
(premovement potential, bereitschaftspotential)
7} 48 SzieENY Sxio A nAHGHoln &
A7 A2 A5 e IHFHE AS
SAE AA A o]l UEFS AlAS
Hz2Ag=9 7-1?5“9} AMHEZ T
A AEgE ¥
FTAEET &
3 gzt A &3] BEEH
9] strtolt.

HZEAY FAL A A A
instability) & QAR o R &3
ol T4 gA AHE 7

O
e

=S

OO b

o |

T

l‘l

—

9,101 ‘5012]-‘-‘— ole] Hm AYA
BotAA 9w Ayt A FAE R
A} Aj (freezing)’ %"/}37'0]4 HagRo] A} 1301
A= gQlo] Hrx 3t}

2 3t $EAClS BAY FHOE AZE
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A 9] Z+A(masked face), T &% l(dysarthia),
WA 24 (hypophonia) 283 Eld &y 3o}
(sialorrhea) &< 233 M9 EF}HY A
2 Yedd, #10SHAE BxdA Hele AR
A F2F N (hypokinetic dysarthria)® &%4%
Al (loss of melody), = %A 3Hreduced volume),

91 23E FYAYOR BUE 53¢ B

Act. dstFhe At v A 2T 3
FE BA. F7W Fw7)(oral preparatory
stage)oll Al FA &9 AFA HY FEREF
A=l . FAHA(oral stage)ol A o
UFEo] EHQgh MHol wiEHoz A
o 4 71E FHol AdEd. ¥ tAH(swall-
owing reflex)7} #A3t&o] 3N Fsa
q 59 AF)5o] Ao} dojrix] ¥y FF
HaAet AdF A% EF(pharyngeal peristalsis)
o] E FHEE o] A Felrt 2o

TEFN olfel = FAFe) AEANBA FH
of Zglx AFACEH Fost Fwrd}, 77
FAHEA AAAEFTE E F YEd A
&3] AAdYH(bursitis) 2 37 #$n o}
glol o 7L T& FiAEHT ALAAAY
FAZE L8714 ol¥ol AU ez 2
|3 A7 47l (myenteric plexus)&Ao 2 Q13
HWHZE 7HE £ A9 digge $xprt
23N E T4 €A AEEE Ais
Aol A YElYE AEAZAY oAdd Fx
Aoy gqaziE g 28y 7tsAol o
g AoE Aztdr)

FAEHEAA o] Fukge JFnir
0&E 294E Holu oy e dA#HF F

= A8 AsE 2. 18613 A 1862
AA F39 BN Fe BAe) £33,
AFANBAZTE T I gAFLA sy
ZlestaA “duiFoer AFAH FEL A
8l Al &9 (In general, psychic faculties are
definitely impaired)’#t3x F3Z3 A 28}
HAEHHAXN X}, &5 a2 A 9
ANA 715 A3t FAF5dd dgd =ade A
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A 53 ZHA ol9fe FrldiME oS
A 27 HLAHor FAZE . Avis
F@sts F3d dFEE s F47F 20
A7V 27 AESHAY 2 F A9 3994
AR &Y G Xt FerEde
Fo] et 14089 FAAE YHeE T
here] dFolA o] 2@ X ujrtole] B
AAPE HAHA EYPE Baz Pols
A kth GAHQ #FY &Y F
o Aol 2 194990 &=+ AAHE
AgEoz 19499 A& FAE HAEY
32%° A A Aoyl vz Rt
AR EIA7F de A7 A 196630 3
EA A e fHE B FY AT
o /] B¢l FAHE B3t dHzAl dF
(cross—sectional design)& A% 23 {FHE
& AR B F(subpopulation)dl wek o
29 F7¢& #2449 8%olAH Aue Hlom
AT, HAEN e FuHe Aue sdo
2 Ao WA ol vixEsvlA A7¢
o ojao] % HFHe &4 WELLE F
stz gtk B3Y Fo g% AFd) e
FAENYE Ad4H SR we F
7T 7 At AE, 94 EUAAA
B 5& FEHoz dE&

Aol B A 7159 FAE T B

3{1

o&ox ® o
° 2 H o kK K 2 o d

St
flo
SR S U

E2F AdL &) 1
ol BAE AT Aoy &3t (melanc-
holy) B&3l ¥drthH(dejected)’' &t AFT v} ¢
o 2 iR AT Ang 25
T fl0) FHES ALY qgsae wy
oj ol A F&Fo] FHIHJUE HIE YA
o ANSHAY B2 59 YULoRE A
A Aelo] os] ojxHez UelyEs wHEA
=5 AZAY g3 d#d H& ngsE)
=] ).g

_C‘g_
of AAAY B olge A BAY

T
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HAAd +&F9 F7HA d3rt Aok AA e
A$gd A& ZuldeE $£39 #
go] dolo} 31 Az3AAN LEANI} AA
gol wel S35 = FHojof gt x|t

dF A& #Ae B¢ TFFANETG &5
o] APHY ¢FH TEFHY AExEe Fo
it Basn o &5 st Fukd
Ave Hehed d<9 d¥s g 59
AF7F U= BRI AWFAE B #X
9 25%A ¢E&Fol FHHAGR o o
T 40l By BN FEIHH &
3 A HE Aojd #HEAe] Qe AL
2 PolgoAn Aok Ty A0ENE 2

o 4 =]
T T

7} B A ghEAd el A Fol
TE€5Y BT fAslEz JAdHer o F
BEsA FESE Aol 4R &2 Aol
gzl Sl A A AR F(bradyphrenia)
o W A+ 1922 o] o A zE <
o AMAEL A F(bradykinesia)@ A xj3ld
Uetueg A8 sol =X AFYd &
7t B7lE RS ey AL HZ(psychic
akinesia)'ojgt 1% o JAFHQA #BF EG
74

—

1960t =9} 1970 dlo) EjA XA
qe] Aol 41734 2l sHneuropsychology)d =
Yol gz on FAld HA&EAH X7
o =gPAA7l o)&HAHAM AFA 7 =}
JAZ1sH# AAe] wXe dde] gt A
7F 823 gyt o] AFolN FE FAY
AsAA PAE =39 A a3 #a}
o zAstgEw Aol HAHverbal 1Q)st A
7t QA 5 ¥ (visuospatial ability) @A} A FA}
olo] FZH3 Hol7t Slgo] wHEHJZ o A
B dAARE golEdqdAn Yok G EH
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Ao B ESPA] AIAFA A -

8 galol A AP AAATH dH AR
4 Wiy d@Ade Boly ANH FHoe=
AT 715N (frontal lobe dysfunction)”} ¢
o} R EXNY 3zt AFY e AE F
¥ 2 - ¢ - A F 4 A Al (mesocortical -limbic-fro-
ntal system)® o] WEYdE FAdUIE 3
o} o= WY AFTH fAd TAE
T3 Alzheimer®# # &9 org “HAy
X o (subcortical dementia)’®] 7ldo] T EH
Holq AMEE T Utk & HA0ENHE B} A

2 AQ%E o) BRHA gon HALH o
o] HAs} Fxol TRH F2 Jehd

ct. LZleMEel A=

1. B{2fE2H xR

1) 25 A3 4, 54, dF Fo #
o AR FozA FAs AH/E ol
NAg & UEE s

2) 3¢ % i dBolnE A&5FQ
A7k 2a3t AJAe AU AFHA &
Ao A AR/t 2AE & 0.

3) +F: Ado2Hojyp £F & ojgA T 4l
AAZ? Fom F£9L A3z g 39
208 AX7F A3 4549 33 A= &F
& 3o

4) dFAEH: duIr F FRHEE /Ao
ZHE AAZ Palu FEAHAFHE Zol ok
3lo] Aol Bo] WPF HFole drxe)
FE Adsts Y Aol Haop

Q]

-

M

A} A]

2. =8 X=®

1) A3 2 5 M (Neuroprotection)

MAOQO B inhibitor9! selegiline (eldepryl, de-
preny)< Z3'9 thALHAHCA A HE
free radicals® ¥4 E& JAsY ARAEE 7%
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o] gt dHA gyt Selegilined Smg¥ &}
T 23 FEEFo=A Aste] HPL wrA st
dExae &FE Fole ZHE 7Y +
A}, #Zdl+= dopamine agonist?} #X.E 3]
F /7% AaAE 7 3 =T 83
A AFII}eE =g qaAHAgA U
2+ free radicals® A4S =L superoxide,
hydroxyl 22} nitric oxide radicals ¥<& uf
M7l A7 A AAEEZ 71Fe] ATtz

=

—

=

A2 ek
2) WWBH2 X=
UEAA ARE AdEE AE © B3

AAHQA SFo Foirt g 94, @ APo=
AT Fol) o AL A& Aol US
W, @ BRYFRZ QA3 AF FojA o Fo
o 7153 By \rte © Fofrt e
o] FZ AM&3tE &R vy
A AGE A ¢
HAEGE TEEAA7E FF3:4Y
Aol FH g PolEol=
oJAle] Ao me} AP &

A. #2 %3 Levodopa)

#l B =39 decarboxylase inhibitorZ #7}3}
o YZoA EFNoE Ao JEE 2
A, TE, HBAGH 2L 7FALEE F438n
HoA7AA =gddts Zavie 4& FA g
A A 4 AT S sinemet® madopar
7F lew RAGo]l HE -9 Supplemental
carbidopa(25mg)e 37}8A Y Domperidone(10
to 20mg)S & H7] 308 AN & & Utk

dERTE Ar|HoR A 9 O Motor
fluctuation, @ Dyskinesia, @ Neuropsychiat-

Al

e

1.
Lﬂ-
=

+ ek,

ric problems, @ New features unrespond to
levodopa: falling, postural instability, freezing,
autonomic  dysfunction, dementia, 33l
oxidative stress?} R PHo A& AANE W
Al & At

B. Dopamine agonists9}+ old drugl =

bromocriptine, pergolide, lisuride, apomorphine

B &5 2L

= = ol

- ,,‘
. E%J

18 &£ 1999 -
o] gloew N2 MEFE FAZ  cabergoline,
pramipexole, ropinirole®] Ut} o] FAEL A

ZAe =39 FEAd AY Loz 54
o] =39l A AFAYY WA Fxe BAQ
o AL &ILFEIH A FFHAY H o=
T5d W A FAA] FLEE FHA
e} oF Fgo] FHE T 8 A7ro] Hof
A 2R FEAE AFHOE AFHFOEH
dExEge F7] HE&A vEuE FR&o] gl
©m oxidative metabolosm& AX|A Zom g
free radicals& AR FolA <fAlol =& 9
A3E AAIIA Heu.
non-ergot agonist

C. 718} A& X 5A |

Q© FZAY AA o] AAe FE I

A3tA1 7171 f8te] ARRE AR 21 o]
o]i o7l vlZ #HL FAtA FHA
ALE-3le Aol Fr}h FILOE 7],
&, 84} Fo] 1o DyskinesiaZ} “VERE
3 53 #HlEEge 93t dyskinesia’t
H AS ol o43RA 7| F o] At

® o}vleld(Amantadine)?] half lifex 10-
285 Are 2 A3 FALLE A, A, B
, 8 Fol Aok HZdl o] AAZF NMDA
receptor antagonist® 2}-83ta] antidyskinetic
& neuroprotectived ‘7 A AAH2
Ak o}t BAY Awjrt FxkE
A% 9AZ} 2 A§, ofvtEd
4% BF TAA HA EES FE
gdol UEd 5 ez Fogt

@ COMT inhibitorsZ entacapone (comt-

an)¥ tolcapone (tasmar)e}l ¥¢& A U+= © o
AAeE HEESRE 3-O-methyldopa® A A
7= & zchate] HHE R ojfE&<
M7 L AWE FE Wy H QoE oF
g o drxael FAFE 3-O-methyldopadl
AL AT L2 gl BEE F 244
el yErye A$ AR liver transami-
nase®| o] tfEHo|t}.

n, domperidone,

Z

—
2 2
T o
g

Jo r B o ox wo

32

)
=

i

==. =
(&)

[iratim-}

[s)

$ =

2

Z
S
=

=

Prain-

=
s [e]

ik Sy



1)

- o]o} g

g1

McKhann G, Drachman D, Folstein M, et
al.. Clinical of Alzheimer’s

disease: report of the NINCDS-ADRDA

diagnosis

Work Group under the auspices of
Department of Health and Human
- Services Task Force on Alzheimer’s

Disease. Neurology 1954, 34. 939 ~944.

2) Folstein MF, Folstein SE, McHugh PR:

3)

4)

5)

Mini-mental state: a practical method for
grading the cognitive state of patients for
clinician. J. Psychiat. Res. 1975, 12: 189~
198, |

Huber M, Donnet A, Ceccaldi M, et al.:
Cortical vs subcortical dementia. Arch
Neurol. 1986, 43: 392 ~394.
JL: Subcortical
neufopsychology,

Cummings dementia:
neuropsychiatry  and
pathophysiology. Br. J. Psychiatry 1986,
149: 682 ~697.

Huff FJ, Becker JT, Belle SH, et al.:
Cognitive deficits and clinical diagnosis of
Alzheimer’s disease. Neurology 1987, 37:
1119~1124.

LR L T

6)

7)

8)

9)

10)

11)

12)

VA 28 -

Morns JC, McKeel DW, Fulling K, et al.:
Validation of clinical diagnostic criteria
for Alzheimer’s disease. Neurology 1985;
38:17 ~22.

Chui HC, Lee Teng E, Henderson VW, et
al.: Clinical subtypés of dementia of the
Alzheimer’s type. Neurology 1985, 35:
1544 ~1550.

Hachinski VC. : Multi-infarct dementia’ a
Dis.

reappraisal. Alzheimer’s Assoc.

Disord. 1991, 5: 64 ~68.
Gauthier S
management of Alzheimer’s
1996, Martin Dunitz. |
Cummings JL, Vinters HV, Cole GM,
Khachaturian ZS: Alzheimer’s disease:

pathophysiology,
and

Clinical diagnosis and

disease.

etiologies, cognitive

reserve, treatment opportunities.
Neurology 1998; 51(Suppl 1): S 2~S 17.
Koller KC: Handbook
disease. Second edition, Marcel Dekker;
New York, 1992

Huber S]J], Cummings JL: Parkinson’s
disease: Neurobehavioral aspect. Oxford
University press: New York, 1992.

of Parkinson’s

_65_._



