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associated cognitive decline® Z& AAAZ<
w3l FAHAAN AT F de dAVITY F#
g9} &3] €57 "W 77 ws 3
tt. Zx AD9 A A 7Tl wEpA @
HEL B2 ZHolE YEgd 5 At F€9 4
F-Eof Q3ld 2HES dFd wEr 24
g og FIgt. & A 2o] A= AN

A0} FAE FoA ADEAEY H|E&EE AH
of WetM F718t9 vl Rochester A7l 9
IR 60-69M A= 47%, 70-79A1N A = 66%,
a8 804 oA 80%°l A tH(Kokmen
% 1988). 17 10083 ADe] ¥ ES 60
A 0069, 70tHel A 0519, 22l S0tholA &
1.60%" it (Kokmens 1988).

Framingham @7 olA = A uje] S o] nf
5Aetc wiEFE AT 1,0008%F ADe 4HE S
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= B 4kDY) B -amyloid HEelej=ojt} A
7 2He A7 9Woz AF Fdel &3
= 3 79l transmembrane domaing 7}A 1
t}ok3t  alternate splicingS  $tod. A 7R

amyloid ¢ @] 715 d#HA YA FL
U} ME-AED T2 AE-7ETS FEF #
g8 g, ol F 4F o9 MAEUW ¢
of B Ao g AZET (Multhaups 1996).
B -amyloid HElo] =+ amyloid AT+ ©llof A
exon 1637 1794 wEARA %E}Olziﬂ =3
AFEolth o] RYE A= A~E secretase
& 3 e,8,y Al ZHAZE 9«1‘3}. AY ) o of] A
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AMERANA F 7R Y dAit BEE BT
A2+E B-amyloid Heol=g FA3A &
A AE 24 a-secretased 213}4 codon
6877 codon 688% Atelzt FEi o]o y
~secretase?] Lo g C-¥udZZo codon 712
297 &Y (Eschs 1990). BAEAEZE= B
~secretase®] 9 A amyloid A+ ¥ FA
29l codon 6713 codon 672 Abol7F E A
y ~secretase®] 2J3jA C-E<9 codon 712
247t #ele A=A PN B
-amyloid HElo|=7t FAHEt (Haass 1992).
y -secretased] ol A Fee C-EEY £9
of @elA B -amyloid HElol=g] £3Ale] A
AT, 712-713 codon #9171 ZIEWE ZFY
g3 do] FL AB1-400] BRI, 714
codon 797} & £ AB1-427 &
A€t
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codon®] o7} 2P RE= B -secretase?
BEgAo 9dtd B -amyloid HElO| =7t &3

g =32¥ 715¥ ADE amyloid A7 ©
W 82219 6929 codong] He]rp dojdt A

0% g -secretase?]  Z-&o] QA FHo amyloid
AT gl FAZ It AjPger
5+ Aoli, amyloid AT ¥ FARY 716
H codone] W7l dojd E=2TIH 717
codond] #Wol7b Yol AAHPL 7 -secretase
o] g 971 uiFoix] AB HEO=9 A
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ld] F2 HEfe FHHo &3] H
eurattd (Hardy 1997).
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A 2] presenilin-1 §AA¢} 11 G2 pres-
%427+ 3ot Presenilin ©@¥-& 87)
9} transmembrane domain® 17§} intracyto-
plasmic domain®. 2 TFAFYSHW N-Zuis
C-gd 25 Axd Yo gl FF°lH 7|F
& o}z F#HEEHR ). Presenilin-13 Pre-
senilin-2& °tF A FEE i gloH
12709) exone.2 FAE presenilin F+HA+= 8
¥ exon®l alternate splicing®l ¥dojd 4+ Ut}
Presenilin @ %A amyloid 3F @A v}
AR B3 dojyed 9 exonolA #F
4 3% <o 25kDe] N-¥d o9 FEE3 of
19kD9} C-Z¢ o ‘B2 Yozt (Mer-
ckeng, 1995). o]} 3ol Ead v 4 F
oj Zo] AggHoZ {FE3L o= Ho|
Had 752 /A=A E obF Egoltt. EA)
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o2 AN 4 dedH ZAE ol AR
AHEo] Xt o] Ado] T3l x)d e
Ao B8 st (Levitan?} Greenw-
ald 1996). Presenilin ©¥ ¢} amyloid A+ ¢
Be] thate] BJFrhE FASo Bol AAY
A+, presenilin FHAF Wol7l 9S8 AS &
fol} oA B&Ae AB1-42/439]
FEHALH Fao] zHAAM F&F Aol
AEAA Al FLAE Feh S -amyloid HE}
o] g AJAFE A tHScheuners 1996; Lemere
5 1996).
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27k BAY & 9ok A99E ANE 534 2
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&= 7 (Cognitive Impairment Diagnosing Inst-
rument)(Parks- 1995)7} ith.
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guh. AxE Aoy Yz e Ay
FaolA AN SAE EREY B 7%
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& olxzla] Fu], £X54 Fo| ¥IHL (%
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2 Q% Ao FFTH ZHS 23t gy
A7 AYIAEA AR 7T dAGE FEe
A & FH4EC] 24AHE F$U g
718 dAAE 7% FFo] A3 A3Y

o} ElQlol Whe 9EA4o] T
g AE doinigle A$7t 2on dof Ao
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AT g FAEE 58 Fele AR A
e 28 wEgA ¥ F= g 7S Fo)
T 274 oj2r] AZAE F TASA &E
. #AZolY dol= FHeo] AR, FA
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7o RAZC o] W FAA T HAWH F
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2 59 FHAEL TV FNAA A&

F71 £& 2r)e) HO|EW o}F wHHAY
ZIqET A 51‘11 A &AFolx g &
K7l 2HEed. &, A& ¢ F o, ¥
ZA 2L o]t H]-Ji-o']-q. o] AT % ol -
HAAY otd dE& HEY HEs B &

stk Frlel SoiMW HAEF A, HAHo]
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AFE0 B 28y 57 WAL =g
AFHo2E ¥72 2% A, 2 22F
59 FA2 Ao B4 o o] AHA
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¥4 A, ParkinsonH,
F4 35, $¢%, 4% F5, WEY Fd, o
Y4 ZAY, HF, 7IE 34 diY ZE F
o] Atk 2YHEEZE ADJ dAHE AN AE
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AL AR 7lE AA 8% A, 9%, 1A
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rican Psychiatric Association 1994)elct. A} 7}

of &t orjedl=

Z o

A NFES B DE AYste=d QoA A
uj o] 7]l ‘i}oq} ANA71F &4, AP H
AN A, aElm AME dedle dE g4

= O

A" wix T34 22 I 7IEE FERL
2 gAdn 47 EHoz 7HF @ol ol &HE
NINCDS-ADRDA: AD9 Feg zigtel &4
Aol 2AZA A M2 FEAY. ‘Definite
AD'H Hegzos P ZHLE ordta,
‘Probable AD'E= U4 o2 ADE 7&A A
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