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R GRS WHO br#fE) 97 #l, 1EH %I4T 55 4, W Real-Time PCR Taq Man #8442 PPARy2 %
Prol12Ala JE IR FISE A7 KA 4558 PPARYy2 Prol12Ala Ji BRI K 2607 5 PR KT 20 AT B3 20 A 75 4 H-W 382 4%
P (7=0.021, P=0.885) . IF%4IRIBEFRIFALIMIE K B3 LABF A RSE {51 PP (Pro/Pro 1) . 4y
T PP, Z%E 1 PA (Pro/Ala) FEPI R RIGALI 735 84.5%. 15.5%, {EIEHZA TN 89.1%. 10.9%.
PPARY2 Prol2Ala 3k K78 7 250 35 D] (K 73 Al AR LERE s 4R IE W 21 2 ) 22 5 e e vt 8 L (P>0.05) &
WRAERE . TR BMI S, A Logistic [ 73 Hrf it PP DRI AL L5 2 AUBEERG AR DG, P=0.734, OR
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[ Abstract]  Objective To evaluate the frequency of Prol2Ala single nucleotide polymorphism in
peroxidase proliferation of activated receptor-y2 gene on type 2 diabetes mellitus in Inner Mongolia Han ethnic
group. Methods Selected 152 cases of subjects according to WHO criteria for diagnosis of mellitus and
according to BMI in type 2 diabetes mellitus (n=97) and 55 cases as the control. These subjects were evaluated for
the Prol12Ala single nucleotide polymorphism in the PPARY2 using Tagman probe in real-time Q-PCR. Results The
distribution of genotype and allele frequency of PPARY2 Pro12Ala in accordance with H-W genetic equilibrium (2
=0.021, P=0.885). There were given priority to with PP genotype between diabetes group and control. The
frequency of PP and PA genotype in diabetes group were 84.5%, 15.5%, respectively, and in control were 89.1%,
10.9%, respectively. There was no statistically significant difference of Pro12Ala genotype and allele frequency
distribution between diabetes group and control. The correlation between PP genotype and Type 1I diabetes by
logistic regression analysis after adjustment for age, sex, BMI(P=0.734, OR=1.237, 95% CI: 0.363-4.213).
Conclusion The Prol2Ala single nucleotide polymorphism of PPARY2 was not associated with diabetes.

[Key words] Diabetes mellitus, type 2; PPAR gamma; Polymorphism, single nucleotide; Polymerase
chain reaction
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PEHL 2007 4F 4 4 2009 4F 5 H WA R 520 BE R
R B = e AT Bt DU A S ARSI 8 St 152 431
95 78 15, 1F#E 50~67 %, “FIFRE (53.424+12.56) %
7 74, ik 51~65 %, “FIFRS (52.14+£13.72) ¥

1 NIEARE: BRI A FRAE: MRPE 1999
F WHO 2 ks, I (FPG) =T 7.8 mmol/L,
seBEALIRE = T 11.1 mmol/L. Bh4H i 97 %, 9 50
W, 4 47 B, FHAFER (55.60+12.81) X X4
IINFRUE: S IEIBEHICT 6.1 mmol/L, RBEHL BT T
7.8 mmol/L. BLAIWFFIXT S 55 i, Y5 28 5l L 27 4,
SERAERS (534541069 %) .

2. HEBRbRUE: FFESZR . RS A AR BRI
DhfiesEvs . ORI S5 AU 2R ELI M A
th IG5 P L 2 0 o A LR R R
RAEMELATNIE . 25 B R R 25,
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1. IR TR M ARA IR A : WS AT A WO 51
Pk R A B SRR, TFEAR TR E (BMD |
i (SBP. DBP) . ZfGIlkE (FPG) LA A& I
hRBHERE (TC) , Hh=M (TG) , M EMEA
JH[EEE (HDL-C) , % FEig 8 M g (LDL-C)
BERAL I (GHbALS) , ZIEFEEZE (FIN)
Bl &A% (OGTT) 45 2 h fiff (2h PG) . il
It 3 ml EDTA M IR e (1 PLaeif . 3000 r/min, 5.0
5min, & —20 CukEH & .

2. SEINZ] DNA [HH: JEKZH DNA 55U
Promaga /A7) DNA A ifil $2 ORI G0 AR K N
X HE I 52 JEK 20 DNA 1) 0D260/280, 4 0D260/280
>1.70, DNA ZifEFF&acimBisk. JEH4 DNA 317
WRE A 1.5%IZE B eI HL K

3. PPARY2 ] Prol2Ala Z & PE 0 #H1: (1) SNP 4L
RUEHC: NCBI ) SNP #¥is E 38 & PPARy2 [
Prol2Ala {7 xi ] SNP 5 % rs1801282
(  http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?db =
snp) , & ABI (1] SNP i 7] & PCR master mix. (2)

PCR : PCR ¥ #ifA &4l ~: Tagman PCR master
mix: 12.5 ul; SNP 37 Primer and probe mix):1.25 pl;
PR DNA: 5 pl; RZE/K: 6.25 plo BAARL: 25 ul.
PCR ¥ #i4fF: 95°C, 10min; 92°C, 15s, 60 C,
60 s, 40 MEH . P | VK AE ABI A 7] 7300 real-time
PCR ¥ #{5e/. (3) JERMEw: PCR P4k H
ABI 7300 Real-Time PCR {47457 3£ K 43 #1. PCR
PP E S EHLRER ST, 4N 60 C, 30 s. Y
Ao b & G e 45
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KISl 2284 SPSS 13.0 M) S Kt 3E47 AL BE
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A AGFE B ] LR € AR 6 5 56 R 70 5 505 (1 AH DG
Logistic [F1JH 5 #7. #46/K#E 0=0.05, # P<<0.05, ik
HESA IR X

# X
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PR T)— I R PR e AR bn g SRR I, Wi
Fe &P9K R AR NG B o A s I IR 22 e R 2
HX (P<0.05) . rfitfhfibsz= R g it #E X (P
>0.05) . W& 1.

T FEDRIR R S A R R AR S A

45 17K PPARY2 Pro12Ala Jk DK 7Y K 2607 Jk [ ()
DA ENSAFTE HW BEFH (,2=0.021, P=
0.885) , HAGRHACENE. A L7 LR FTH %
RIS A 7.8%,  1E 5 ZH FORE JR 9 2 1) 32 [R50 45 D)y
AR A5 PP (Pro/Pro M) E. 451 PP. 24H
+ PACPro/Ala 24 ) JE [KI R Ak JRGps 4 v 43 ) A 84.5%
15.5%, fEIEH 419 89.1%. 10.9%. A Z5{7 kA7
B DRI AR IE H A 23 0N 7.7%. 5.5%; P 57 L [A
(I ATURAE B PR A58 AR IE 4R 23 ) 4 92.3% . 94.5%.
PPARY2 Prol2Ala PRI Jo 554 3 IR 1) 43 AT S5 % A0 Bl
PRI FNIE 1 2 [0 2 e e gt 2% & L (P>0.05)
W3 2,

B BED Y TR I R AR AR AR IR LR

50 HRAT S8 1R 5 LI R AE A AR AR LLER, 2 BRI
JRALBE A e e . &9k IR IRE . %3 R

R OB R — BRI E AR PREEAL (X £s)

3 1% SRR ESEizeAd e FT5KHE Hyb=ms  SURpEmE RS REan mEERREA e

(%) (kg/m?) (mm Hg) (mm Hg) (mmol/L) (mmol/L) [#] i (mmol/L) [ (mmol/L) (mmol/L)

BRI AL 97 55.6+12.8 24.6+3.3 133.1£16.7 82.8+11.0 3.2+83 5.1+29 29+12 1.4+05 10.1£34

X AL 55 53.5+10.7 23.9+4.2 119.5+£19.7 77.1+£143 1.8+15 45409 25+05 14404 49+0.8
P 0.295 0.287 0.000 0.007 0.225 0.134 0.003? 0.706 0.000
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% 2 PPARy2 Prol2Ala 3 [K 7 K S543 3 (K] f) 43 A 45

FEN IR [B1, (%)]

SR RS AR, (%)]

il %
Pro/Pro (Pro/Ala)/(Ala/Ala) Pro Ala
B DRI 97 82 15 179 15
X R 55 49 6 104 6
P i 0.434 0.658
x3 KARERZ IR ELIARH LR (X£5)
) TR W SE ZHE B %E 2 h E'H% Tj?m FEET&*EH'S% 1&YEHE% ?HEH%
4 B PSkit] (kg/?) (mmHg  (mmHg) L A= ik il — g P P BER
(mmol/L) (%) (mmol/L)  (mmol/L) (mmol/L) (mmol/L) (mmol/L) (mIU/L)
Al Pro/Pro  26.9+214 131.2#17.1 827117 102435 10.2+28 194454 52433 2.3+15 1.4+0.6 28+1.2 7.8+9.7
Pro/Ala  25.3+2.7 135+152 82.6+6.8 9.4+2.7 92415 18.9+49  50+11 25+2.4 14403 28+1.1 5.416.6
e Pro/Pro  24.1+4.2 117.4+196  75.6+14.8 4.8+0.9 - — 44109 1.9+0.7 14404 24404 -
Pro/Ala  24.3+3.1 1314212 78483 5.1+1.1 = e 5.2+0.8 3.6+34 1.6+0.3 2.8+0.2 —

FRETHE (P<<0.05) . 2 BURHRN B8 a1 A ZE47
SRR AR . R 2D B L S 2 h R LR
Pro BERFAL, HER LSRN (P>005) . 5
#5417 Pro BEDAIFAH LLAL, #5a1 Ala Jik DRI 1R s L[] e
LS N (15 ) R e S B R O o T (EP Y E < ]
BTG E L (P>0.05) o HAMKAIEFR
MZER LR (P>0.05) . W& 3.
PHEEERS . PYE. BMI JG, M Logistic [0]JH5>
P PP IR AY 55 2 BBk PR AR OCHE, P=0.734,

OR=1.237, 95% Cl: 0.363~4.213.
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