[n] 45 L 51 2% CER—ZE R4 20044F4 11

XF SR L R NG In192Ar g 22 285 1 55 B 7% o T B 1) 5k R A 9

Bl /R K g BRI (Alzheimer’ s disease, AD) &M HAEUE T IEMIMEIRITERER . C&UESE,
TEMPERT A SR RN L2 38 DR J H 3R 2 B R S8 v] S 3 K MEAD [1], TMiZ)IE 85 HE (apolip-
oprotein E, APOE) Z5f7 Kk Kled & HURAD IR = BEant AL XU K1~ [2] o AR 2950% 1 UK 3 TE A i ApoEed,
FERICAFAE F gL KRS R 1o X4 (paraoxonase—1, PON1) /& —Fhal ysl MICEH FEARH 1 (low density
lipoprotein, LDL) % ALMIERAGE3], JRE—FPK MG i s PEAC U =4 5 LR, 98D A DU el 22 2
PEL4], TLDL PSR AE F AT B R #0225 1 ] R 3 2 AR TP AR AR AT AR RV E A DG, DRIt L g )
DA ] i AD RS R 25 2 — ., Yo S PR IPONT RERIQ192R (Gln—Arg) 2 A& W[5 o FRATINE 8 #0 1 X 3 i Bk
RAD BRI H 2E 4 N TPPONTIERIQLO2RZ AHEAT T i, JF&i & ApoERE p AR, H) TiZPON1 22351k
E R ADI K AR

1 XNEHITIE

1.1 WFiR4

ADZH: FRE K B R ESHLIX, 12 Wi AR 4 T 20 RS AR S A R (mini mental-state examination, MMSE) Fl
HuATERe | (activity of daily living scale, ADL) #Jiiia ¥R, FRZHNINCDS-ADRDA
(national institute of neurological and communicative disorders and Stroke—Alzheimer’ s
disease and related disorders association) fi/RKIZWiIFrAERATIZNT. 16566 EE BAHURE, Hf 5
72050 93, RS (78.7E8.4) % . XAl BEHLEREL T4 NAHLIX IE AN, MMSEVESr =2743, ADL
<207y, Ji84l. %90, ik (75.6%7.5) %,

FIT A W50 G350 49 TC ML R Z IR DU A

1.2 7

i AE R B = R (ANTPs) NGene A/, Hinf I FiHha I BREIVE DIEG. Taq DNAZE & EERM & R E
YRR OR) A AR 5, pUC19/Msp 1 DNA Marker Ay LigA: T 5.

1.3 P2 AR

1.3.1 JENZIDNAYEEL  HhEANAERIKINS ml, MOBERARPUEE, & - S0 222 BUDNA .

1.3.2 PONIFERIQII2RZ ALK

1.3.2.1 HMERRFBEKY I  PCRYIMIFHIZIICHER 6], 433104« 1E 15" AAACCC AAATACATCTCC
CAG AAT 3°, JXIi 5 GCTCCATCCCACATCTTGAT TTTA3’ o KM EAFIA20 pl, PWF1XPCR buffer, 200 g
mol/L dNTPs, 5|#)#10 pmol, FE[KIZIDNA 100 ng, Takara Taq®R4rH§0.5 U. SWVAEPEI6O0HEIA{L
AT, YWSHO: WIash, 94 CTHIAMS min, A5 94 CAM30s, 58 CIBAK30 s, 72 CELM30 sit
35AMEIR, HeJET72 CLEM5 min.

1.3.2.2 FERBGGM  EPCRA#10 pl, Hinf [5U8%) FULH PHEFESAERE DI,  3%5nd bt i



UK, WRAgERth, Z=OMT PSSR, ARy B A e 2k A A2

1.3.3 ApoBREIRIAURGIN S HOCERI7]

L4 G245

P 3L [ Har dy-We inber g AW & BEAT I KR HWERKATAE-R 7 ka6 o ik DRI 200 R A5 7 G AT () Ao 22
S A S RHE G AT (SPSS10. ORRAS) 1E-R 5 K56 o

2 ik

2.1 PONIZEKQ192RZ 1407

PR BK214 bp (B1) o BT IZHRTRZ ST AAAE—ANinf [ BRABIVEREDILT 55 . PCRA= )40 Bl
5, ST IERIR A AN A, KIS R0 bp AIEEE R o224 bp/ By, A EEQAS S B 47
A, RIL—4214 bpili (E2) .

M{bp)

501
459

404

331

K1 PCRY 47 PONL QL92RZ A5y 5 LD Bt v bk [ %
Fig.1 Electrophoresis of the PCR products containing PON1 Q192R polymorphism
M: pUC19 DNA/Msp I marker; Lanes 1-4: PCR products (214 bp)

M | 2 3

= e SN

M {bp)

501 §
4389 B
4048
331

242

190

K2 PON1 QI92RZ 257 f{PCR-RFLP Hi kK [¥] 3
Fig.2 Electrophoresis of PCR-RFLP analysis of PON1 Q192R polymorphism
M: pUC19 DNA/Msp I marker: Lane 1: QR heterozygote (214, 190 bp): Lane 2: RR homozygote



(190 bp); Lane 3: QR homozygote (214 bp)

2.2 ADZH 55X HE ZHPON 1 3 DR 28 RN 4540y Jk DRIAR LE B¢
FURAD B R E 3 6 IRPONT L KIQ192RZ &0 A Wk 1. KW & FERE, & ILN AT A Hardy -

Weinberg F{if (AD4L: 4%= 1.75, df=2, P=0.19; XI#E4ly>= 0.48, df=2, P=0.49). FHMEN, HH
21 2 TRV P 4 22 T 2 R 20l A8 o7 R DR R PR 2400 (B 2P 2 5 (P20, 05) o

F1IADAEASMBAPON EERHAMECBREMELNSIH
Tab. 1 Genotype and allele frequencies of PON1 gene in AD
patients and control subjects

Genotypes Alleles
Group R S I kX S ——

QQ QR RR Q R

T T

e e e e

AD cases 165 25(0.15) 68 (0.41) 72(0.44) 118(0.36) 212 (0.64)
Controls 174 20(0.12) 84 (0.48) 70(0.40) 124 (0.36) 224 (0.64)
AD: Alzheimer's discase

2.3 ApoEedXPON1IEIXQ192RZ 254 i [f) 5 1
L AP Ao Ee LRI FUN B35 70 A AL JRPONTIEMQI92RZ A At DL LR 2 . SRS/, ApoEed
A BARSEHT A, 25 AL T3 DR R S R DR B I Bk 3 22 57 (P20, 05) o

]2 HYFHE ApoEe4 & AD BEMNERX RS PONI EEZ TS
Tab.2 Distribution of PON1 Q192R polymorphism in AD patients and controls

according to the ApoEe4 status
Genotypes Alleles
g QQ QR RR Q R
Non-ApoE &4 carriers
AD cases 103 18 (0.18) 41 (0.40) 44 (0.43) 77(0.37)  129(0.63)
Controls 146 17 (0.12) 68 (0.47) 61 (0.42) 102 (0.35) 190 (0.65)
ApoE &4 carriers
AD 62 7(0.11) 27(0.44)  28(045)  41(0.33) 83 (0.67)
Controls 28 3(0.11) 16 (0.57) 9(0.32) 22 (0.39) 34 (0.61)
3 Wit

PONT3E [K] 55 HL 45 ) [R] YR FE RIPON2 S PONS A i — N FER K%, A 17q21. 3[8]. IMLiFPONT G M 4 2 1%
FEN i A2 —QL92R¥E, RESAT I R 4T & I8 B T e Q&5 L N 4 & = (5] o WF9T K BILPON1



Q192RZ 255y AHIA WA RE . 128/ 2788 L el IR K A A A P Co s (CHD) oL JJ LA 286 S0 U M7 I 1D S8 9 XU
MPONLVEPESCIR[9], TIAD & 5 1EH ZFE N LEUMEPONLIEVEA W 22 7 [10], izl vl fe/EAD R R /L
HERAER, TGRS EE I PON L A AD SCIR I T i Bl . Scarcchi A& [TLIAFFUARIL, 52 RIHUR TR &
AD S REFA HE AR W I T IEH 0 A, RREERIARGZAD ) — AP R E I 2R . ARMmAEH AN [12] . VEEA
(131 AN ERFIAHE S [14] [15] 3R K IPONTL Q192RZ A HADKIL, AWML R —2 . FHEAHIE
DRI FEIE ORI g RIR R 2 —, HAS 3RE S rh—AN RN FE IR (825 30 474 4545
LeasBi[13] [12] [14] o & IFHFFONS GBI A FERFIBE SN LIRS (111 [15], MetaZpHréh R,
192RAEALFED L5 AD L2 OGHK (P<O. 02) o BEAh, T92RAFALILRI IR AL A [12] . JEE[13]. A [11]
[15] e rp R DU IE 245 NP3 50080, 52, 0,25, 0. 31 %0. 64, {142 SAEAEN BRIRZES, Wity a
i S AD SR AT (045 A

TE4ES J (53. 8+10. 2) & JECHDAEBEDUIR ARET, PONL QL92R% 45 543 N 3 11X A B 17 IR
%45 (SNP) {7 £+ R160G AHATPON2 LA i WS311C S A148G 2 AT SUA7 (L HIZE B A T+ (LD) , (L4FPON1
QLI2RAEN (I ANSNP L CHDRIEC, PRI 45 A2t — 2P AIE S TPONTHEN 22 35 HCHDAAAE K. L EJzR: 1Y
IFEA, RS FHPONS Gt X S 42 X 22 ANSNPIEAT JGIBE 73 A1, () IR0 5 AF 0006 52 rpoxt Sl il s 12k, mT LA
BT WIPONT 5AD K AERI G R . WS 2, ABFFUARKIPONL QL192RZ 25 v [F DUK B ADAF A ICHE,
PONTFEADY A A= A B AT e A A Ttk — 2B F o
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