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PPARy2 5 [H Z2 544 5 5k P Ba] 2R 20 g
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(HZE] BH  BF5 S kW G 1 58 9 8O0 2 Ry 2 (PPARy2) B [H] 151801282 i s B 1% 1 R
Prol12Ala Z 381 (CCA—GCA) 5 HUk P BT JR 58 1 B A AR CE o 3k R A 491 %) BRI 5% U i I
HIL R A 150 BT % 2 Vg S5 A 2 0 1 3 X R 2 IV DINA B A | B8 A i S 1 47 3 PPARy2 JE IR Ab &5 1
B, 45 I 2% 0 e 9 A8 A0 1 5 S 4 2R A T A - B 4 e B B 22 A M X 310 491 v [ U AR P BT JR
R BRI S5 289 I IE H X MR PPARy2 BN AN+ B 2B/ 8 . R PPARy2 28 F
B 58 728 {37 15, 0% 45 S AL s 1801282 37 5 A% 1 R Pro12Ala 25 251 , 1 20 52 1% 355 S5 DR 709 70 452 {57 ik [R1 A3 5 3 A
BIFF A Hardy-Weinberg 15t 4 V-7 /2, 25 I Ge 124 L (P =0.647,0.501) . f£ = 75 % F#EA ApoEe4
S5 A7 5 DR R A HE o, BT R % Vi R 4 R 3 Pro/Ala 35 R RUIR R | Ala 557 3 R 04 7 T % B 4 fH 22 57
LG8 L ()P >0.05) 5 2 Logistic 145 AL 1E P IS  ApoE e4 45 {31 ik TR 485 75 4R 25 55 52 (5] 22
S5 R R IR 22 A AL A 5 R R M BT R K Vg RO 1) R EL A AH G (OR = 1.100,95%C1: 0.580 ~ 2.090; P =
0.767) . 5 FEHP EDUKR ABEH , PPARyY2 3 [H rs 1801282 137 s, B A% 1 R Pro12Ala 25 45 1 1 fE 5 1 &
P BT IR Y BRI 114 K TG AH DG 1k
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[Abstract] Objective To study the association between peroxisome proliferator-activated receptor vy
2 (PPAR vy 2) gene polymorphism and the onset of sporadic Alzheimer’s disease (SAD). Methods
According to the method of case-control study, DNA blood specimens were randomly collected in SAD
patients and controls. Polymerase chain reaction (PCR) was performed to proliferate PPARy2 gene exon B,
and sequential method was used to scan the mutational site. Polymorphism in exon B of PPARy2 gene of
310 SAD patients (AD group) and 289 healthy controls (control group) in Chinese Han population were
genotyped by PCR - restriction fragment length polymorphism (RFLP). All subjects were genotyped for
apolipoprotein E (ApoE) by the methods previously described. Allelic and genotypic distributions in AD
group and control group were compared to study the association between the polymorphism and the risk for
SAD by Chi-square test. Results Prol2Ala (rs1801282) polymorphism in exon B of PPARY2 gene was
detected in the Chinese Han population by direct sequencing. The distribution of the genotype and allele
frequencies of rs1801282 all coincided with Hardy- Weinberg equilibrium in SAD patients and controls.
There were no significant differences of genotype or allele frequencies in SAD patients between those in
controls (P =0.647, 0.501, respectively). Among those = 75 years old and ApoEe4 allelic gene carrier, the
Pro/Ala gene frequency and Ala allelic gene frequnecy in AD group were all higher than those in control
group, but the differences were not significant (P > 0.05, for all). There was no association between
Prol2Ala polymorphism and SAD after gender, age and ApoE adjustment by Logistic regression (OR =
1.100, 95% CI: 0.580-2.090; P = 0.767). Conclusion This study does not support the association of
Prol2Ala polymorphism with SAD in Chinese Han population.
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BT IR 2 T 3R (A D) & AHEA T MR R LB ]
1277 A (R RE T 1 48 B A NN I RESE S R
FERI ML RG AR B . B AT BT R 2
Vi R 40 & AL T v A ) B, 8 0 g BT R VR
AH G 1 4 Bl 56 18] 25 43 501 o B - UE B FE 2R T AR
(APP)FEN L EHK-1(PS-1) R H B E K 2(PS-2)
FLR AR E 1 E(ApoE) SEH o 1 3 Bl 5L B 5 K
PEB IR 9k 16 BRS (FAD) & R % U, ApoE & H 1ij Ml —
NN 55 IR P BT R 9 1 BRI (SAD) 56 R %5 DI i) Jik
L (E B LB R 12% ~ 18 % 5 5 19 & SRR T ]
I, AT B I A7 7E 55 ] 2R % U SR AR G i At 5L T
SRR B, 3 A AL P T S R DO 52 1R (PPAR) ]
AE 25 1 BT R 2 U BROG 1 AH S 0 BIA R  An 4y
ke[ SCFRVE By B 2 1 R B AL s BT DI -1 (BACE-1) ]
RT3 A VAN € T L A e 1T B I 1
22 B NG PPARy JE RUAE Ay BT R 5 1 385 1 6 o 3L IR
PEAT ST, AN E A PPARy 3R 22 251k 5 B JR oK 1t
BRGAH DG ME B A 5T, 1R PN R R DUAR G B .
B, AT SR FH s 8 ) BRI 58 0 O i, B v B DU
N HE PPARy2 J5H rs1801282 v /4 B 4% 1 iR 2 &5 1k
50K M AT IR 5 8 BRI R 1) A D

XEE5HE

— N5 HEBR AR

LB R P B 4 (1) ] 2 B R 4G A o
F(MMSE) P4 SCH < 174, /N¥ < 2041, 248k
P b < 2440 () IR IR BRI it 2 (CDR) PF 43 =
143 .(3) H % A6 1% sl g 71 )45 (ADL) #4375 % LA
F=25%40,75 % LR = 2345, (4) DU IR A AR H
#* (HAMD) ¥ 43 < 8 43 - (5) Hachinski &k Ifil 3 43
(HIS) < 4743 .(6) B 7K ¢ 1 BRI 12 W b Ry 5% (] [
SEA IR A T T R AR AR T Y T - BT R K U R
S AH 5 7 9 B 25 (NINCDS-ADRDA) il i1 /92 Wi b
Y HR AR RT B BT R 2 U 3R (probable AD)” W
(7)1l 163 JH: Al H A Al 22 28 98 0 HG Al 3% 456 1 9 2 3
MR, A 20— MaP R A 34 b
AR 28 56 1 b 28 B B U I PR 32 W IE B . (8) JG BT
IR PRV BRI 2R S A R R DR N o (9) BB A B
PN E AR A

2. IEH XTI (1DMMSE W4 CH > 174, /b
252047, P Pl E > 2445 (2) CDREA A E
O3 LT TS RS R A UIE 52 SRR L (3) HEBR DA R
PR« P EE L JIE LR LB R A 4 Bk R S

PG 3 A R e s TR s A3 50 R H At 88 K
P S5 DA HI B A 5 I OBE DR A TR AR AE B
DRI s P TR G SR o (4) H DU N o (5) 20 2%
EHE R E A

TR S

1. BT JR i BR 4 8 2000 4F 1 1 -2006 4
12 7 B AR B B K 2 kB Bt L b 5t T 8 A R B
DL R AE 50T 10 4% Fr 8 A BE b 48 28 5L 5 1 i s X
DX R PG TR Al A O AR B A A HEBR bR UE
14 T [ DO BT R o v R S A Sk 310 9, 95 127 f1,
183 i 4E S 51 ~93 &, 34(74.27 £9.61) % ,°F
YIRRAFIE(69.07+8.71) % . LI T RLE LR,

2. IEH AR BEFE 2000 4 1 H-2006 4 12 H
HARE R K E R E B 112 S b 28 8 5 Tl
s DX A DX AR A A S A et R 1 v 0 A B A AL
289 B, B 124 19, L 165 6] ; 4 #% 47 ~ 84 %, Y
(71.23+£8.58) % o ¥R R KL

P2 2 8 T RAR Yt A, 25 S T R
X(HP>0.05,%1), AR .

R PR MBI 0 IR 2

L ZR R AIE 1Y EL 3R

. B A 5 (%) AEI
kil F % (Bes %)
T X B2 289 124(42.91) 165(57.09) 71.23+8.58
B[ JR Y3 B 20 310 127(40.97) 183(59.03) 74.27£9.61
Y 0.158 0.842
P8 0.691 0.397

N IR

1LRIIEHE 4 DNA  FHRSEMBZILE
JRF K I 5 ml, B 2 R DY 2R (EDTA) $T 5Bk 45
T 2 A5 1A BRI 21 40 Jif 28 F 9, TR 5T L 20 min
20242 85 mm | H 3 3000 r/min 50 10 min, 57 1
W A A B A T 3 ml . b S T R A
(SDS)200 wl A1 (1 K 200 1,55 Cad s i A
FEALH 1 ml, IR 3 4 85 50 5 B0 242 85 mm  FE K
3000 r/min #5015 min, W1 FIH W, A 2 £5 I8 K
ST B T A SR RIS DNA, B 2% DNA
Je A 5 5 B0h 75% B 1 ml, 35 3%, 55 CHET
A TE %W 500 wl % f# DNA, 345 DNA ¥ -

2.PPARy2 B H I 7 Bey 3 RliAIL % B 10 9]
R M BT IR 9 T SR s B AR 10 461 1 E X I VR
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DNA b4, L3R4 DNA AR, R & 4 S L
(PCR) ¥4 PPARy2 3£ A 4b . F B(exon B) R
L I P 35 0 A 2 78 67 A5, DN A I ply b o i 8 35
PRI 20 AF 5 v o0 A BR S ) 58 Ao A 0T T A R 2R
A B, K FH Primer Premier 5.0 1T & #L 4K 4 (&
PREMIER Biosoft International 2w ) A 7% 1514,
Wb A AR A R A WG, BT
41 :5-TCTGGGAGATTCTCCTATTGGC-3; FiiF 5|4
J¥ 41 :5°-CTGGAAGACAACTACAAGAG-3", ¥ 3
BEKE N 154 bpo BT rs1801282 7 1 A & T il V)
S, F B R 5] A G S A I i 2 AT i A
M. PCR VAR :25.00 w1, H b ddH.0 19.25 pl,
10 x PCR Buffer 2.50 pl (&AL 15 mmol/L) , & A 41
DNA 1.00 w1, dNTP {£ & % (50 mmol/L) 1.00 w1,
TaqDNA 2 & 1 (5 U/pnD) H0.25 wl, b F 59
(10 pmol/p1) %5 0.50 wl. PCR Y34 £ .94 C W%
£ 5 min; 94 CAE1E 30 5,55 CiB k30 s,72 °C 4E fif
15 s, L4718 30 NG s &K 72 CHEA 10 min, B
1l 75 7 Wy 0 A T 5t £ 53 $50h 2.00% Bt R 0 B Jie
FEL K 40 min, EAME T AR,

3. PPARy2 3 [H rs 1801282 i s Je [ HU 43 M HL
PCR ¥ #4 7= ¥ 10 w1, M A 10 x Buffer Tango 2 pl,
ddH.0 17 w1, PR PE N U Hha T CERIN P & 2R )
FeARA R 7)) 1.00 wl,37 CR M 10 ho HUEEY) =
$120.00 wl, VLT 553500 3.009% 35 B W56 g L Ok iF
743 B, Fluchemy-8900 H4 % Ji v ik W% 2 48 ( 3
Alpha 22 w]) 4381 FARE . T PPARy2 3 D8] Jifg 1 0 -
it e B - R EE WY (CCA) — I IEE W4 - Jif g W - ik DEE 0%y
(GCA)ZESF AT YIBI A G 45 B il 3% 2 T8 i — Hha
I 147 55, He PCR Y34 7= 91 (154 bp) W] #% Hha |
ity 1) 7 e 2 AN BRI R B, 43900 O 132 bp #1122 bp, i
T % e L UK B 1% R G2 ] W2 B 1Y Pro/Pro 8 4A T
(PP) >} 154 bp, Ala/Ala 265+ (AA) 132 bp F1 22 bp,
Pro/Ala 724 F (PA) 9 154 bp . 132 bp 122 bp, 33T
3 AR R B I 22 bp TEBE I LUK S50 B R R .
[) BF Bl AL A1l B 20 £y PCR 97 38 B A, B FE AL 20 wl
ELIEIEAT DNA WY, LS IF [ U1) 45 5% 0 o o e o

4. Apok S Z A5 1k 43 AL X B A b AS #E AT
ApoE BE R 4y Y, BRIy 91 1T 2 BEOCHER5)
Ko o# Ay, 4 sk s 5 -
AGACGCGGGCACGGCTGTCCAAGGA - 37 57 -
CCCTCGCGGGCCCCGGCCTGGTACAC - 37, ¥ 3
ApokE FEF J B 1K 0 246 bp, 24 N VT Hha 1 BT,

37 CORE R, JoT L 53 B R 20 % 3R 7 M ok Fic 32 Jse v
KO 120 V) 5325 8 hiH Ak 9, 1R 1k 2 5 (EB) G
o, SRAME T IR AL, PCR K £ :25.00 pl,
Hrp ddH,0 17.45 pl, 10 x PCR Buffer 2.50 wl, —
WA (DMS0)2.50 wl, 2 24 DNA 1.00 wl, dNTP R
4% (50 mmol/L) 0.40 w1, TagRNA & i (5 U/pD
0.15 pl, F . FUHE51 49 (10 pmol/pl) 45 0.50 pl. PCR
P38 25 94 CHIAEYE S min; 94 CAEME30 5,61 °C
Bk 30 5,72 CHEAP 30 s, L4 3G 30 NE IR &K
72 CHEM 7 min. EEYIA R K 20 pl: PCRY 14" ¥
6 wl, i I 10 x BufferM 2 wl, ddH,0 10 wl, FR il ¥4 A
VI Hha 1 2 wl,37 CJ 8 he

5. 4030k SR A SPSS 13.0 3R AT 4
R T S PN B o 7 g W NI = S NS B S S i R i
HE PRI 5 Hardy- W einberg 158 15 - i 7 K 30 1 A4
PIRERA R . TR TER DI « i 25 (h 25) R
IR AT KB s T RO R LR (9% ) B R G BOR B e
(%) R, AT XK B 5 Fisher ¥ B R 15 s Z N &
Logistic 01 I 43 B 4% 1E 14 51 48 % Fl Apok i ] 2 35
PERFEM . LAP < 0.05 2R HAS %2 X,

] ES

— PPARy2 3 [F rs1801282 {7 4 3 [H 7Y K %5 {7
B DRI 3 43 A1 1 HL 3

HE 4 PPARy2 JE IR [l V) 45 S 3k 47 36 H 49 4, 4y
N ARAE Pro/Pro 8li& T Pro/Ala 256 T (Ala/Ala
G F R PPARy2 FE (K 1) . W42 & Pro Ml

Bl X (bp)

600
500
400

300

200

100

M 1 2 3

M: ARt 1:Pro/Pro 3 HL 2. Pro/Ala 3 H #Y
3:Ala/Ala FE K HY

Bl1 PPARy23:H Hha T FELI45 R
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F2 PR BRI 2H 5 T 0 B ZH A2 150K Pro 12 ALa i R AU K S8 A3 B DRI A4 3 A 19 LA 11 %)

REA Sk A 7Y e eS| ApoE JEH 43 Y
4L i
Pro/Pro Pro/Ala Ala/Ala Pro Ala &2 fMe3 &4
I % AR 2R 289 256(88.58)  32(11.07) 1(0.35) 544(94.12) 34(5.88) 266(92.04) 23( 7.96)
BT 7R 2 1t 2R 5 4 310 279(90.00)  31(10.00) 0(0.00) 589(95.00) 31(5.00) 188(60.65)  122(39.35)
SeitEfE — 0.454 78.654
PlA 0.647 0.501 0.000

TE - P 2H 32 A L R RS 1Y LU ERAT Fisher KB ME 355 5 S50 2L A ApoE J& IR 73 U 19 LU AT X A0 960

R3 PR U ERIR 2 5 0E 5 BB 21 324 % Pro1 2 Ala 3 DR 60 K7 %5407 356 IR A 43 A1 1) L A R B8 A 18 43 )2) B (%)

w3 ,Hé_z!g FERET(=75 %) HEMNER(=75 %) FEHE (<75 %) HEMFERF (<75 %)
VIE pro/Pro  Pro/Ala  Ala/Ala Ala Pro/Pro Pro/Ala Pro Ala

IE % R 20 289 33(89.19) 3(8.11) 1(2.70)  69(93.24) 5(6.76)  223(88.49) 29(11.51)  475(94.25) 29(5.75)

WK BGERFAL 310 164(90.11) 18(9.89) 0(0.00)  346(95.05) 18(4.95)  115(89.84) 13(10.16)  243(94.92) 13(5.08)

GeitatfE = 0.123 0.158 0.149

Pt 0.238 0.726 0.691 0.700

TE: = 75 % 52105 Ik R R Y L AT Fisher S5 08 83 125 5 AT A 50

R4 BTIR AU BRIGUL T 1E H 4 B8 20 52 38 3 Pro 12 Ala 5 PR 0 Ko 65 (57 i DRI 26 A1 1) HE %5

(MR AEHEAT Apoked SFALEER 43 2) (%)
- ﬁéz{g FER B[ ApoEed(+)]  FFALEER [ApoEe4(+) ] FER [ ApoEs4(-) ] 57 Fe A [ ApoEe4 (=) ]
BB pro/Pro  Pro/Ala Pro Pro/Pro  Pro/Ala  Ala/Ala Pro Ala
IF H % B 20 289  22(95.65) 1(4.35) 45(97.83) 1(2.17)  234(87.97) 31(11.65) 1(0.38)  499(93.80) 33(6.20)
R i B 41 310 110(90.16) 12(9.84)  232(95.08) 12(4.92)  169(89.89) 19(10.11) 0(0.00)  357(94.95) 19(5.05)
gt = 0.191 = 0.539
PlE 0.693 0.662 0.787 0.463

T« T 20 52 1503 L R B0 10 LU AT Fisher A5 B A 58 75 5 55 7 B TR 1) FLABEA T o A 06

Ala 55 A0 UM 28 43 Aii | 22 5 TG T % 3 L (P >
0.05) ; Pro/Pro 45 F 4 | Pro/Ala <5 F 4 ¢ Ala/Ala
afi 5 Y 3 o R R R A A3 AT, 22 AR RS R
X (P>0.05). WULZIXH ApoEe4 5o 3 R4 K 43
MERBAFHITHEL(P<0.01,3%2) ,ITHL R ER
Ala 550 5L AT R 5.40% .

TR BRAE S PN ApoEed S AL FE R 4 )2 Fk
PR 75 % S5 {7 ik RS 8 43 A1 1Y) EL A

1 FEIRAERE 02 LTS5 B N RIR =75 %
<75 Z AT, DL A4 32150 E PPARy2 3
[H rs 1801282 37 o5, 5 PR 7Y Ko % o7 i [RB1 2% A 43 A1
SR BN, T =75 F IR <75 B, BIUR P B
45 1E F X IR 2708 =22 18] Y 56 DR A % 45 A 5 R
WA, ZEF B GEE L (P>0.05,%K3),

2. ¥ BHE AT ApoEe4 SE AL 43 )2 MRl 2 &
5l ApoEe4 i FE N AT 43 2, DA LA BT JR K 3R
I 25 OE 5 X IR A 323 PPARy2 JE 1A rs1801282

7 1 5 DR 7R I 46 7 5 DRA 236 43 A1 1 O, 45 R
To1e S B AW ApoEe4 0 3L [H, ] R 2 1 BRI 241 5
1E 5 0 B A 273 22 [R) A B DR 7R R A5 A R DR A o
o3, Z SRS E L (P>0.05,%4),

= ZHERT

IV FH Logistic 81 4 43 BT 8 1E 2% 1] | 4 3% Fl ApoE
FH Z B MR E X PPARy2 218 rs1801282 7 5 &
BT 7R g B R v B S ), L5 AT UK, PPARy2
FE A rs1801282 v o5, 2 25 1 5 Bl JR % 6 BR G & 0 G
1 % #E (OR = 1.100, 95% CI: 0.580 ~ 2.090; P =
0.767) ; Ml ApoEe4 55 i K& [ 5 B IR ¢ T 3R 995 & o 42
i A ¢ (OR = 10.380,95%C1:5.930 ~ 18.161; P =
0.000; % 5) .

W it

S 1 9 A D O S TR T T
SR A KT T 15 P 0 B I 2 M
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RS BRI BRE AR SC M (K R A Logistie [543 4

A s B SE Waldy* & PiE HORE M 95%Cl1 P OR(H T4 95%Cl1
LR # . Pro/Ala vs Pro/Pro 0.097 0.328 0.088 0.767 0.860 0.510~ 1.450 1.100 0.580 ~ 2.090
ApoE Sy R .64 vs £3 .62 2.340 0.285 67.240 0.000 7.510 4.630 ~12.170 10.380 5.930 ~18.161

W ARG R A R (df) 3R 594

Fr SR SE DR A B 5 1L ALHE 3 FPOR [ Y S A A4, 4y
%~ PPAR« .PPARB(PPARS) Fll PPARYy , H: & iz
T 3p25 B PPARy 2 e 9 B ZE W) . PPARy 5: A
A AR ST R S R B RPEEE Oy XA
[ 0] 7= A= 4 Fl V. AY , B PPARy1 .PPARy2 .PPARy3 Fll
PPARy4, o PPARy2 3L N &5 — N FRA 19 40 8+
B, E 1 2 ki B B 28 A~ 2 R, i I g 15 B AR
PPARY2 "' PPAR~y?2 24 3L Uiy 1) 28 />4 5L 2 ok Sk 7E
BUIE RN A RS R XA
HEEIGE ., PPARy2 SEINfFAE L MR A i i I
B2 AN R F B IS 12 fL % i T 522 (CCA—GCA),
T A B 2 R e A R T B R L BP Pro12Ala 2 251
Prol2Ala % fif T PPAR~y2 19 % 3L iy , 1 5| 2 25 1 i
¥ 52 AR AR, DT 52 ) PPAR y2 %% 5% 016 D) BE -
VT 10 42K, 5 R EWFT 45 1 88, Prol2Ala 2 &1k
S5 DR B S AT AT MR DA R0 I A R
I A O e

H HTF T8 A A, BT 2K 2 T R 1) DG i S0 it TR
BV 41 21 B-VE M E 2R 1T (AR ) 2 B AR B A, AR
J& HH B-TE MY FE B PRI A (APP) 28 B Ay 43 WA A YR 7K
e T A6 B HL T B A WA TR R 2B A B I PR B . S5
[ 1 Sastre 55 73l 8 52 50 A 58 UE SZ, PPARy 1) 51 #E
Al DL AE i 1 0 BACE -1 32 R R 3h 7 ok I+ &
BACE-1 mRNA 7K °F, #1 2 , PPAR y /K F F & 0] F
BACE-1 JE R i 3l DX 3 3o 2o 480 Ak 400 1 34 5 40 3 0%
Z AR I (PPRE) BE I BACE-1 7K ~F-, Hy I 1 2
FHREACABTIB KT T AW F I, A i 25 S5 e
RHT R 25 (NSAIDs) 7T 5 2 B AR B R 2 165 B8R 1) &
g AU, EE 2% & s BiF 1], X2 i T AR S IRt R 259
J& PPARYy WA BTG 57 2. Ik 4h, Camacho 55
(1) sl ) S B AF 98 S8 7R, T8 e #i 4 on A 2l 48 0
PPARvyid 3 35 ml 306 1 448 5 2 ] fiFf AR iA /K 7 2
H AT, AT N, PPARy AN S 540 ABAY 7™ A A,
HJ2 AT DL S sl W bR AB R MLI . AT D,
PPAR~y# ik /K - 5 8¢ 2l g 722 1k 7T B 55 BT 2K oK 16F
BRI 1 R A SR I

ARk [ AP SCERAH AR 3B T Prol12Ala 2 85
55 W] IR ¢ v BRI 2 ()RR G ME R BF SR A R . ok B 3k
] 0 KA R B B FE 2 75, PPARy 2 JE TR 2 25 1
5B R kit BRI R AT — A G P R T HE—
A S HOMH DG ZEAS B S A, FRATT R 310 ]
DU BT R P T RS BB A K 289 i) IE H X IR
H 4T PPARy2 1K rs1801282 1 45 Prol12Ala £ 75
Pk 55 ] 2R T R AR DG PE IR AT, A R R, A4
Z i H PPARy2 JE [H 151801282 i i1 3k [K Y I 25 a7
L DR R 43 A0 5 LA SCHERIGE AR A, Pro/Pro 4l46
R Pro/Ala &4 T BRI Ala/Ala 254 T 19 3 Filt 35 ] R4
WK e Pro Ml Ala %5 3 5 TR B %6 78 BT /R 9 1 3R 5
R X R i, 25 Eg it L (P>
0.05) . &AW (=75 % <75 %) FlJ& & 47
ApoE g4 55 57 & [H ilf — 25 % fir 5 WF 2 00 & A7 4 )2
Iy M, ¥R kB PPAR y 2 3t [H rs1801282 i A,
Pro12Ala 2 5 5 B IR o 15 R 2 9 A7 7 AH OGP o
I% 2= PR E B B AR AT T S IRATA RIS Z5 e, A A
PN PPARy2 3E 1M rs1801282 fif /i Prol12Ala & 45 1
L5 BT 7R P it R s IRV TC AR Sk 2 R [
/NG 2518 AN A [R] , 43 B LR DR AT R 5 R
AR /N AN A RO 2Z 1) 0 35 A% S PR R IR 5 BR
W ERZ BB IR, DA 3B AE 1% 45 2R
AN — VA O . AR ARAS 1 Ala 55 057 J5E R A %
N 5.40% , 5 8 Py H A 5T BT A5 45 S A — e
5 HAREH WA 4.209% A0 2 UL B A 5% BT
P REA AR e B4, (H Ala %5 57 35 DR R A I T
RE S REA A /NG 5. LI ATl Ala 2537 31 AR
92T RRCSE A5 [ RN, 9% 22 R 13.00% , FH 22
M 14.00% , 5 E [ RN L 11.00% P R OR
PPARy2 5 [H rs1801282 i /5 Prol2Ala 2 35 14 3t
T N S5 AN 5 TR B 288 43 A A A Pl i 22 S o 100 ) P
25 SRR IR B DI 28 0 Al 26 R — Wi F L &%,
b, 78 AN [ 1 P w56 0 35 DR 22 265 1 5 98 9 1) A %
PRI N EE,

BATH W25 R, PPARy2 21K 151801282
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L #3 Prol12Ala 2 25 P 5 o [ DU B BT /R 2% 16 3R
I R T BB TG BRIk o (HUR BT R I B O — &
e 2 I N, 5T T PPARy2 &R & 75 45 HAth 3%
P55 A FH T 2 5 B JR 9 RO 1 R W E AT
RFEA S R A BT

2 % x W
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