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ol ht AFES FHEAT. T AulF AR HALH S ol A
=% APOE9 #4AxdE HAHS AL&3F9 o
APOE ZHAF3FE
APOE A= HAF didx 258 vzt 2 oAl 7tgS

AHste] AMEZE wBALI) o do} HAFAR 27 F Chelex 100J+
proteinase K& X%’JO}O% genomic DNAE #gslo] APstdt). F

¥ genomic DNATE +% 842985 (polymerase chain reaction;

PCR)& 3399t} (Wenham, Price, & Blundell, 1991). S8 84 <
Hurso] g YAE ZDE 37T A 5A E¢F AT &4< 10U
Hpals}k o] weA]7l & ol& 3d A HA7]9ds (agarose gel

electrophoresis)% A3 3 & ethidium bromide® < Malo] &g =

NN PHEEAARS AEE9
Q7A@ =9
g4 g Ly 5y
A A W gdAbe WAoo Ful 10397 §4
o] Zw 97Holglon, 150 Auly EHO <x >3 2l oL
F 1279, $4e B Yo o4e Feld 47t o wArh A3

B2 1w 3BA6A 39M7HAE 15%, 40464 494744 = 235%, 50
Aol A 59X 7E A = 485%, 604104 6941744 = 19.5%, 70414 794
A= 6%, 18I 804 o 1%= ey 50u17F A FHA 7
Abell 7hg #Ao] we Ao® yehya, oz 40, 60t o] %l

o 50thel EeIAWA el AHu AAH A5 4 52 @
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GEATY E FAAY A A YT

<E 1> A" HAF diAA B
A= n (&/9) H & (%)
35~394 3 (1/2) 15
40~ 494 47 (16/31) 23.5
50~594]) 97 (31/66) 485
60 ~69A4) 39 (19/20) 19.5
70~79A) 12 (5/7) 6.0
804 2 (1/1) 1.0
A 200 100.0
AEAAAS @ s Ad gzt
A FAxE AAbe] A 2 n¥gy dEE FS s
AAbE 54 o2 HAAY oF 271%E A EAAL, olEL <FE 2>
UERG vFe} 7o) 50-59A41 e A 482% = WIEF7 7HF =3 theo)
60-6941 & 22.2%, TtiSo] 40-49M & 186%E YEbwtl T3 G nH
A3S 7 hARE 25 o R 125%S AAEglon, d¥d BRIy
T2 w1y 50thel A 56%, 40thel 70t ZHZ; 16%, thS-o] 40-49A4)

2 16%, 60th7F 12% & ole) <3 3> #t}.

<3 2> dtdd AsS b gidAbe] ARdE By
A& n (4/9) H & (%)

35~394] 1 (0/1) 1.8
40~ 494 10 (4/6) 186
50~594] 26 (7/19) 48.2
60~694 12 (6/6) 22.2
70~79A] 5 (2/3) 9.2

A 54 (19/35) 100.0
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SR R R R
E 3> Pn e A8 b WAl A9d 2E
Rk n (/) W& (%)

35~394 0 (0/0) 0.0

40~ 494 4 (2/2) 16.0

50 ~594] 14 (4/10) 56.0

60 ~694 3 (2/1) 12.0

70~79A] 4 (2/2) 16.0

A 25 (10/15) 100.0
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woAe]l A YA 2008 F APOE faxel ¥4 A

olg <& 4>¢} Zu}. APOE-E4 #AAE 713 izt & 32H o=

16%°1 o™, APOE-E4/E4 F+3& 7Fx A= 1Ho= 05%E
LhERW T
azslolwg A wje] tRES AAshE kg $7] e A
% apolipoprotein E(apoE)®] 34 Ao wep w o] Gt
o Rugdet 399 - ZEH, 2000). =, APOE §dx& 4hdA
<E 4> AR FEE AR
FAA A ey | FHAF Aol e & (%)
E3/E3 154 (77.0)
E2/E3 14 (7.0)
E3/E4 28 (14.0)
E2/E4 3 (1.5)
E4/E4 1 (0.5
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GEATH E FHA4F AAS Av) AALE 73

B dzctolw Ao AR fFHQIAe| . ESH apoE
20971 9] ofwqto 2 o] Folx lom I iEHE Ed
= tirtel] Fadk oS g ol & tEdtet= APOE
9q12 -ql3@ A=At E2, E3, E49] 37FA4 oi¥ £
ZP P& FHgoh APOE-E4 tidFdas dzstolwd ddx=
3ol WY U5 A S Ho|1 (Saunders, Strittmatter, Schmechel,
George—Hyslop, Pericak-Vance, & Joo, 1993), 3=<le] dzx3lo]n
d A w SAfol M = APOE-E49] ®lw7F A4 wglo] Hl&f) sthe o
So] RuFEe (eod - Z&, 2000, Kim, Jhoo, Lee, Lee, Lee,
& Youn, 1997).
adEg dxpz o2 APOE-E4 42 AAMAAF 2009 OM
27 gzetolmy ko] TheAS wiAlE ¢ gloer®E E4 oY
AAE 7k 3278 ol gk A v 2 ez 2O JRdeal, %Loq
FEAA A&HHow AysfE Fardol vk =3 APOE E4/E4
el sigd 18- Aujrt BAE Thsdo]l 94% Bl P E =
2 (Roses, 1995), 1 Azt gk A=%e &7t asitl 1 o

Mg
S
— oo
&

]

f+= APOE 3 th&d Aol 3 meta—analysis 7o ostH, &
zslolw W 9 do] APOE gene dose &37F &S AALe|F7]
gZolth. &, APOE-E4 t1g A& 7HAA & Abgat vjud
u] ogzs}omg o] vy el o] APOE E4/E4 58 HT dd
AAPE AW A= 1258 223 o]FFF dE FHAFS Ad A
= 27T E Eolx|7] uwFelt}

APOE-E4 #4549 d@4 #3

APOE-E4 fdA5 273 gidase] d=dd %E% {%*4?‘& 2
TI= <F 5>9 #oy, = 791

= 184 (18.6%), 60+ 2% (19.5%), 28l 70+ 44 (33 )Oi =
Ebth dubA o g omstolu Rl o] WrRldE S - E‘rok?{hlﬂ 654
oMo wrHEH 7] way G3s|o] (early-onset Alzheimer's
disease, EOAD), 654 o]Fo] wHsH F7] dddy dxzslo|HHy
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e% AT - AFA 5

N

(late-onset Alzheimer’s disease, LOAD) .2 F&3th, 22 3 7}
A FEstoop & Abghe gzmetolm ¥ Fxlo] 90% ©]/F2 654
Foll itk Aok Mk 2 Aol APOE-E4E 243 A

58 f4 LGS A% 437

o

Al 32 F 604 o9l 62 UA FH 3k S|
ol #el7t Hastug ol5S 9% Aot 9 FelZ2age] st
wojof ghr}
Jhee 2E
APOE-E4 FAAE 243 329 T 715 Foll A& ¢ IA
U AulE &oprt Eolrbal hEES 7R did A s 6.25%((n = 2)2
e th dzstolm A xufe] @ 9lo] FHA 2919 FoAS
AetAFod A WA 7] A AFSlEd], $hxbe] oF 30%7F 7hEEe] e
w3 PAl= AWt Al vlsle] Xuje] fjgPAJo] 2u) Erhal
e A At wEkA B AF A TFEEHo] e AoRE UERT 21
el = A=242 otdelE sof st}
<& 5> APOE-E4 #x#e] A& 4%
ApoE &+
o] & = H S (9
A & ol n (4/9) a9 (/e ) 18 (%)
35~394] 3 (1/2) 1(1/0) 33.3
40~49A) 47 (16/31) 7(2/5) 14.9
50 ~59A4) 97 (31/66) 18(7/11) 186
60~694) 39 (19/20) 2(0/2) 195
70~79A) 12 (5/7) 4(2/2) 33.3
804 2 (1/1) 0 0.0
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APOE-E47} &zslolHAd A ulE F7HA7]1= 71732 Amyloid
precursor %A (protein)©] wWAlel #Tolsktl= 714 (Racchi, Baetta,
Salvietti, Lanna, Franceschini, & Paoletti R, 1997)% ©®] %3}, W&
ol 2ol= FHAH 9o Frte 9%ttt 7Hd (Koudinov, Berezov, &
Koudinov, 1996), A1 A AE <4 & 35759 Al osve= 71
(Poirier, 1994), choline-acetyl-transferase &4 %2 W3lE FE3t)
= 7F4 (Poirier, Delisle, Quirion, Aubert, Farlow & Lahiri, 1995),
23l APOE -E47F Z#2HE thatel 9&s v o= 7HE (Jarvik,
Wijsman, Kukull, Schellenberg, Yu & Larson, 1995) % t}FshAl A
AlE I doh 3 B4 Y FAAE 7H AN ES E3 fAAE 7
21 Apghe] H] & ziﬂﬂ*ﬂ]i 9 AYE FH2EHEY dF =71
Ezow E4 dgFdxE 713l A]’\:! < THA A e Absrel] wlE]

ora

g Aol gAel e Aow eA AT (£F - AT - 1

<& 6> AdaA 2E 274 T APOE-E4 +384 3

& n (F/o) ApoE-E4 2+
35~394] 1 (0/1) 0
40~ 49A] 10 (4/6) 1
50 ~59A] 26 (7/19) 3
60~ 69A] 12 (6/6) 1
70~79A] 5 (2/3) 2

80A] 54 (19/35) 7
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The purposes of this paper were to classify and describe the
types of high risk population through the test of apolipoprotein E
among rural populations. The gene for human apolipoprotein E has
been found on the long arm of chromosome 19 and exists in three
common allelic forms, E2, E3, and E4. The E4 allele is represented
in Alzheimer’s disease (AD) and is known as genetic risk factor
for AD. Data were collected from 200 voluntary participants who
aged from 35 up to 80 years. The risk group consists of 32 people
(16% of the sample) who have APOE-E4 gene and have over 70%
possibility of developing the AD. The higher risk group among the
32 people can be classified into four types: the group with the
family history of dementia (n = 2), the group with vascular disease
(n = 7), the group with diabetes mellitus (7 = 5), and the group
who are older than 60 years old (2 = 6).



