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Abstract: Objective  To investigate the relationship between peroxisome proliferator-activated receptor ( PPAR)-y2 gene
Prol2Ala polymorphism and its coactivator(PGC)-1a gene Gly482Ser polymorphism and hypertension in Mongolian. Methods 182
Mongolian cases with hypertension (hypertension group) and 245 healthy Mongolian cases(control group) were randomly selected.
Polymerase chain reaction(PCR) restriction fragment length polymorphism (RFLP) technology was performed for genotype tes-
ting,and direct sequencing to confirm. Results (1) PPAR-y2 gene Prol2Ala polymorphism genotype of hypertension group and
control group was PP genotype. There was no difference between the two groups(P>>0. 05). (2)PGC-1« gene Gly482Ser polymor-
phism genotype of the two groups was GA genotype. There was Significant difference between the two groups(P<C0. 05). Conclu-
sion PPAR-y2 gene Prol2Ala polymorphism and PGC-1q gene Gly482Ser polymorphism might have ethnic differences. In Mongo-
lian population, PGC-1a gene Gly482Ser polymorphism might be the genetic factors of the hypertension, while the PPAR-y2 gene
Prol2Ala polymorphism might have no correlation with hypertension.
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T 4 0y T A 09 B DTS 2 A (PPARD J2 — 2 il S 14 Ui L2 ik R Kit SRR 06 4 40 J] i (5 41 DNA
TR IR SR TR J R 2 TR R R A . PPAR-2 % SR T3 A It 81 S0 (PCRO BRI B 1K B2 22 54 (RFLP) H R
BT 3 54 ik, Hvr 2 78 R e 20 Hob i # 17 PPAR-y2 & B Prol2Ala £ & 1 K& PGC-la & K
12 WA (Prol2Ala) Z B 2 ih T PPAR-y2 &N B ﬁl\i? Gly4828er Z MM . PCR 5192 MOCHK L1 IUE4T 303, d
1 12 %A% F CCA 4 X %4 ) GCA. A Z& PPAR-y U [F) i FAY LB ARAF G M, %5 PCRGI A 44 T &
HT-1a(PGC-1) MEHE K M RR T AV EEHR G THARA . EH Y5 AT DNA FIIEE.
W5l ARE PPAR-y2 Prol2Ala Z 54 fl PGC-1lo T & R 1.3 Giit=ib# J SPSSI3. 0 GE it 81k 34T BB 0 4 .

482 22 H IR (Gly482Sen) Z B H R MIEM KR . () 24 B Lo R Y ¢ A 36 o 28 1A A3 R L B hEg,ﬁl%ﬁéﬂ‘ﬁ
1 ABEHE KA logistic B 4T . B MR IR K HESN «=0. 05,

L1 — k¥R ZEEHBAR R E S5 EEMEHEAR 2 % ®

L (AN G =R Z . B SR E 3 FU L. & 2.1 IRRARARELE B A S X R A LA AR IR R R AR
o JE2H 182 fi, %5 80 il 4z 102 7] ; fek Bl % M2 245 fi], 15 67 F(BMD 75 JE i B (FPG) | i % B2 8 2 11 1A [ B (HDL-C) |, =
Bl L 178 B, I FEI2 WibR S IR 1999 A5 A 4/ et (TG) TG it 222 K (P>0. 05), (& Il JE 4 it 4 /&
L % Z 2 7 4 (WHO/ISH) 2 Wi kg if (SBP) . &} 5K H (DBP) | & JH [ {52 (TC) AR %5 B2 R 25 11 IH [
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(LDL-O) ¥ T X B4 (P<<0.05), W3 1,
*1 MAMGKIERIE R (TLs)

I PR 46 At LR 4 (n=182) Xof B 2H (n=245)
AEW () 48.60+13.33 38.48410.93
BMI(kg/m?) 25.50+4.75 22.9343.45
SBP(mmHg) 145.99423. 94~ 115. 134 14. 45
DBP(mmHg) 96.18+11.78"* 75.28+8.08
FPG(mmol/L) 5.064+1.18 4,97+1.15
HDL-C(mmol/L) 1.5440. 44 1.5740.45
TC(mmol/L) 5.124+1.16"* 4.76+0. 94
TG(mmol/L) 1.884+1.88 1.4441.51
LDL-C(mmol/L) 3.33+0.94* 2.924+0.78

*:P<C0. 05, 5% 41 b #% .

2.2 BIREMEBERC UK 4 PCR ¥ K W bI, L 46 3 A
PPAR-y2 LA Bf A R4l &5 F (PP &, JC il U 37 45, LTk 4%
il 244 bp; ST 44 F (AA B ,DNA [ 2 455 13594 i
PIBL 8, 774 223,21 bp 475 28 & T (PA B Ry H v 1 4
DNA 4% A BV & . 774 244,223 F1 21 bp &4 (LK 1,21
bp #) H BEA BR) . 4 PCR ¥ 18 K EEY] . 46 3 Fh PGC-1a 3
DR B A R Al - (GG L TV A, VK 4Rl 452 bps 58
AN LA F (AA 1), DNA (1 2 448 4 B Y067 8, 7 4
310,142 bp £ s & T (GA B R Hiib 1 4% DNA 8% F A i
YI7 7 2E 452,310,142 bp 4%t (WL E 2), PCR =¥l )3
5 T 25 S 5 DDA 45 R AHA
1 2 3 4 5 Mo

2 000 bp
1000 bp
750 bp
500 bp

250 bp

100 bp

M:DNA 7} THRICH) s 1~4. PP IEFH AL 5. PA JER RS,
1 PPAR-y2 #[ PCR 74 Hap |l Bg¥] /5 Ik &
M 1 2 3 4 5

M:DNA Zp FARICH s 1.2.4: AA JEF T 3. GA JEF B 5 5. GG I
R,
& 2 PGC-1« ZHE PCR 74 BsTU | {1 5 ik &

2.3 PPAR-v2 BEIN R S S5 A SE DA AR o0 A LB i 8 A
HEEE B 23 11 45 & Hardy-Weinberg P i (X B4 y* =0. 001,
P>0.05; @I 4L * =0. 117, P>>0. 05) , B W WF 50 0 4 AL A

TSN . B R4 5 %) PR 20 PPAR-y2 D5 Y J% 25 o7 i [
B oA A S it 2 25 5 (P>>0. 05) , L3& 2,
F2 PPAR- V. ERBE R EMNEEMES

EbBi[n s n( )]
FE A7 5 R A
215 n
PP PA AA P A
EMELA 124 122(98.4)  2(1.6) 000.0) 246 2
XFHRY] 178 177(99.4)  1(0.6) 0€0.0) 355 1

2.4 PGC-la JEFE A R S0 3L HAR o At R A& AR
1) : 5 8L 43 A1 £F A Hardy-Weinberg P fif (X B 20 y* = 0. 002,
P>0.05;# I R4 y* =0. 11, P>>0. 05) , YL WIBF 5 % 4 B A B
AR, B EA S BA GG.GA BEBR K G A %4
I AR A A Si i 25 55 (P<<0. 05) , L3 3,

x3 PCCle EEB R EMERME S

e lnsn(%)]
J R A SENIIER SR
A5 n
GG GA AA G A
EELH 124 48(26.4)*  61(33.5) 17(9. 3) 157+ 95*
X B 178 53(21.6)  115(46.9) 31(12.7) 221 177

*:P<C0. 05, 55X B4 % .

2.5 EILEHANIG KSR S PPAR-v2 JEF Prol2Ala 48 511y
KR EIMLELH PP LR R 4] PA R B 4 ALAE A
Giit 2 22 5 (P<T0. 05), HAW AR AR L B LS it 2 % (P>
0.05), BLZ& 4. Wil B 41 b, I8 B 41 A0 IF & 4 5 & 41 BMI,
FPG.HDL-C £ % it2 2 5 (P<C0. 05) , HAth 35 45 25 T 55 i+ 2%
ZF(P>0.05), W3 5. MEREA 54 3E R A L GG
S, IEREA SARNEREA ] GGLAA JEPF B % K G A %1
ISR A A Gl ¥ 22 5 (P<0.05), L& 6,
x4 SIMEHAR PP 1 PA HFE T A I5 KI5+

b (7 3 7 45)

Il PR 45 A PP 3£ [H 78 7 41 PA BEH R4
A CH) 47.32412. 97~ 70.50+3. 54
BMI(kg/m?) 25.93 28. 36
SBP(mmHg) 141. 34 160. 00
DBP(mmHg) 93.79 90. 00
FPG(mmol/L) 5.33 7.10
HDL-C(mmol/L) 1.5540. 44 1.2840.09
TC(mmol/L) 5.13+1.17 4.8570. 88
TG(mmol/L) 1.89+1. 89 1. 31+0. 27
LDL-C(mmol/L) 3.3340. 94 3.40+0. 65

*P<C0.05,5 PA SLH AT A 5

2.6 mIMLEMSLEREFE NI (1)PPAR-y2 2 Prol2Ala
ZR7F 55w IR R AR B 96 & - DA IR 4 ANk BB 4L o T ST 42
DL TG i I A B3R R 4R % L BMIL, SBP, DBP, FPG, HDL-C,
TC.TG.LDL-C. K %I}y H 745 & , Logistic [B] 19 447 8 /R, TC
e LR & A i 0 37 fE e B (P<<0. 05), 7] PPAR-v2 S: [
Prol2Ala 2825 AN J& 5 Il & & Az () 10 37 f5 6 R R (P>>0. 05)
(2)PGC-1a A Gly482Ser 22748 5 1y Ifi Fe & A= 19 56 28 - LA i oL
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JE L0 AN X R 2 R BIF 5T R 4. LA TG R LR SR R AR B AR R
BMI,SBP.DBP.FPG,HDL-C,TC,TG,LDL-C, 3£ X & % [ 2%
5, Logistic [B T #1 B 78 » PGC-1a 3 A Gly482Ser 2 45 A &
o MLV % A 4 S I IR R (P>>0. 05)

%5 BIESRNEHESERMAIRERLE (7o)

I R 48 JIEL JB 1 P A e 21
W CH) 50.04+12.12 46.84+14. 61
BMI(kg/m?) 28.6943.16* 21.74+1.85
SBP(mmHg) 148. 30426. 01 143.07421.18
DBP(mmHg) 96.79+12. 06 95.11+11. 31
FPG(mmol/L) 5.2141.23* 4.7840. 99
HDL-C(mmol/L) 1.4740.41" 1.684-0. 46
TC(mmol/L) 5.1841. 24 4.9740.92
TG(mmol/L) 2.1042.17 1.5141.26
LDL-C(mmol/L) 3.4240.97 3.13+0.79

*P<C0. 05, 5L B4 L 8K .

x6 BEREAFNIEEREEA PGC-lo EEB B & EE

RSB n(%)]
I A S v PR 0
24 51 n
GG GA AA G A
A 4 72 31(43.1)* 36(50.0) 5(6.9)* 98+ 46+
AEAEREZHE 51 16(31.4) 23(45.1) 12(23.5) 55 47

* . P<C0. 05, 5AEE AL L #K .

3 a9t i

PPARZE— KB MEMEMBEERXRF. A KA T
1990 £V, pfiFE 4T PPAR Z 25 MEBFIE IR A R F — 5 ) 1
15 1ML R oo IS o LW 1) 2% ATL T B 4L T 3R 1 4 B R

TEARBFSE F , PPAR-v2 3£ R R DL PP Ol 32, A 4507 3 St
N 0. 8% LT R | [ A w XA A 2R 22
A& KT AR UL PPAR-v2 3L [N Prol2Ala 248 M H A ]
R R 25 . ARBFIT 45 R R PPAR-v2 2 [ Prol2Ala £
A 1 3 PR TR A5 R A S A0 38 TR A R 5 R i T G W A R
FEC LIRS E T RE 5 ST S B R I RO AR
At I RS S o B We I 75 12 5 R — B K. PPAR-v2 Sk
Prol2 Ala 75 5 Xt JE B | =5 1015 66 & 25 K BE 2 BB PR 5 B 3
KL I5 A8 1 R R S5 18 8 — , B B2 WF 9 0 SR i L b a2 R
FLAb R 5% PR 28 52 W A1 AS R HE B LAt 8 560 55 0 2 AT 1) By )
THAE 305 5 F 5 3k — 25 A A [ S R0 o e AT v E AT
FEACHIE T 5 5 TF J 4 1) 3k R G A A8 AT 5T DAl — 25 I af 3L
F B AR R B X AR (952 0

AW 5 R o, R B 5 R PGC-1a 3 A
Gly482Ser Z2 45 e PF B 43 A 43 3 A7 7E 25 57, Serd82Ser 4l & ¥
7 S e PR TR A S5 B9 I R 7K (P<<0. 05) 5 I Serd 82Ser
Al 45 F 78 5] OIS I &R KUK . Andersen 45T [ B 5% &
B Ser/Ser Ft K8 A FEEL A BALAY SBP 1 DBP, ifii Ser/Ser #%
5 Gly/Gly #5457 35 A L, 55 1l R & 9% AU 2 2 BE 1K, Chen
AV TR R AR B PGC-1o ZE R (0 AR T R £ 45
P +1302G> A Fil G482S 5 w1l k& 9 7T RE I o AH G4k L {H
W 53 1t 4828 451 3k H 5 e i & 6 R BRI 56, A X b
2555 4828 SR A R AE T B AR 0 A s T A A

X, Xie Z£NT B HF S & L PGC-1a 52 G482S f14-2962A/G
Z A A S O R C, T 5 3 s IR G %, R E
LRSS RRAE BHNIER,

PGC-1 1B % U IR A 3, i i 5 PPAR-y ME &
AR B i 2 R ONRF-1 25 4% F 55 55 R 7 M0 25 4 T & 4%
sk AT IR . PGC-1 K 5 5 5t I 45 & A il MR AR AR . H 25 3
5 PPAR-y 545G )5 MR w58 HOH Y & 4784k, g8
20 25 1 2Tk 2 B it 215 [ I 32 4 By ) 0038 IR 7--1 S CREB 45
F R MG G AT e HL s S M e

PPAR-y (¥ BE A48 W 2 1 0 e & 3R M08k, 22 v 1l &
MR ZE AL 0% 2 BUWE PR X I8 R R 4 0 2 L RGO
I 9 fa Pk . PPAR-y W REARBE g 1 8 5K 71, H 338 K48
ARG S 5T w8 TN R A KRR A R E—
5%, PPAR-y2 I PGC-1oa 3 H 2 B YW 55 A Bl T M ik 1% 2% f
FE AR 5 A 50 & BIL ] 1) O 2R o O 958 7 Ak TR K - 1Y
W BT AT R AR U . b PPAR-y A Jy — B if & AR
PR A A IR R RA T R EE 4 BN R I DR N
FAMNE .
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