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ADIPOQ rs266729 gene mutation
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Table 1 Description of clinical features of case group and control group

B2 W (n=111) KRR (n =106) GiitHi P

S % 54,18 +7.51 53.25 +7.49 0.025 0. 876

P (B ) /% 0.61 0.50 2.438 0.118
BML/ (kg-m?) 25.36 +3.74 23.23 +2.12 -4.946 0.001*

It 4 1./ mmHg 127. 41 +14. 50 129.02 £16. 35 -0.499 0.618
&7k ./ mmHg 78.64 +13.78 78.48 +10. 50 -2.058 0.042*
231 C K/ (ng-mL™") 2.52 1.30 2.67 +0. 86 -2.053 0.043*
23 i/ (mmol - L) 8.80 £3.24 5.16 +0.99 -9.985 0.000 *
25 WIS 2/ (mmol - 171 16.07 £27. 21 12.06 +11.72 -2.164 0.031*
H =g/ (mmol - L") 2.23+1.89 1.95 +6. 60 -4.817 0.000 *
B ERSE / (mmol - L") 1.16 £0.33 1.53 +0. 49 —6.006 0.000 *

%% B NS HE 11/ (mmol - L ™) 2.96 +0. 89 2.76 +0.76 -1.1815 0.071

SaJIF [ 5/ (mmol - L™1) 4,93 +1.02 4.87 +0.94 -0. 890 0.373

A RBR NS, B LR £ AR R T AR S X IRAAE LG, P <0. 05,
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Table 2 Distribution of adiponectin gene rs266729 genotype and allele frequencies in T2DM patients and controls

e iR S HEA
ikl cc CG GG C G
N WEE/ % N AR/ %o N i/ Yo NE AT/ Yo N i/ Yo
T2DM 44 95 85.61" 6 5.42b 9.02" 196 88.34" 26 1.71*
fee R X R 21 74 70.22 22 20. 81 9.42 170 80.22 42 19.82
P ARR SR TR L, P <0. 05,
x3 2 BUNEIRARAREEFE R E G REFELLE
Table 3 Comparison of clinical features between different genotypes in type 2 diabetic group
- 15266729
i cc €6 +6GG ! P

BMI/ (kg-m -2) 24.32 £2.84 24.34 £4.39 0.563 0. 454

Y45 ./ mmHg 128.28 +15. 46 127.92 +£15. 40 0. 002 0. 968

&7 5K ./ mmHg 77.81 £12. 46 81.23 +11.25 0.019 0. 889
ﬁafHECHi(/(ng'ml") 2.59 +1.16 2.59 +0. 88 4.813 0.029 "

23 MR I/ (mmol - L™1) 7.10 £2. 83 6.73 £3.67 2.529 0.113

23RS 2/ (mmol - L71) 13.85 +21.08 15.06 +21. 68 0.019 0. 890

Hih=Mg/ (mmol-L~") 2.17 +5.38 1.83 +1.54 0.316 0.575
B NS/ (mmol - L71) 1.33 +0.42 1.37 £0. 54 5.559 0.019*

3% B RS & 11/ (mmol « L) 2.85+0. 83 2.87 +0. 83 0. 137 0.712

B4 IH [ 5/ (mmol - L~1) 4.88 +1.00 4.96 £0.93 2.763 0. 098

IE: "R P <0.05,

R4 PEERE rs266729 EEBISHE T2MD 5 REEHX R
Table 4 Relationship between adiponectin rs266729 genotype distribution and T2MD susceptibility

e FH S n 2 IE i ®IE A
popiict g 1l OR OR(95% CI) P OR OR(95% CI) P
cC 74 95 1
CG 22 6 0.212 (0.082, 0.551) 0.001 * 0. 260 (0.094,0.719) 0. 009 *
GG 10 10 0.779 (0.308, 1.970) 0.598 1. 146 (0.421,3.119) 0.790
CG/GG 32 16 0. 389 (0.199, 0.763) 0. 006 * 0.515 (0.248,1.071) 0.076

TE:OR Dy LUAE LU , 35 R FR L B PO G 8 PEAR X T = B 4L G I P 45 8 OR (95 % CI) W MREATS 2 B OR X 1z Y B /4 OR Yl
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MR (P <0.05), H 50N HEizsh HE
128 NG SR R LY B T NN PR 57 B X
W H R EAE EEE X (P <0.05),
1266729 F N 2351 5 25 JE M A7 76 138 BAEH
R , P AR A ZE BAE R 2 0 T A A Sk A T
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3 i
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T2DM B 5 IR JE 1 e AR WA DhBE AT
2ERE AN BATE 7T A (S B SR I LA L, ADI-
POQ B I\ Ry J& T2DM i 1) d 2856 . Fir LA
SEiTHLX T2DM 5 ADIPOQ HIBFFEA T, BFFE N 52
W XA B T2DM |9 & 95 55 ADIPOQ 3K rs266729
IR, LUK T2DM KR RS R & 217
S H AR ARG, BRI N 52 HL XA HE T2DM /9 % 9%
BLA , 42 TR A o

BN, NS X T2DM A B R BE 2 L A
15266729 4557 5 R §i R4 4 Hardy-Weinber 58 £
FE PB4y A g3 il i CC (85.61% ) . CG
(5.42% ) \GG (9.02% ) , 55 {i F& K 4 2% 53 3 hy C
(88.34% ) .G(11.71% ) , 5XF RAZH AHEAH LU AT I 3
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Table 5 Interaction between rs266729 polymorphism ( CC/CG + GG) and related environmental factors

REHER B SE Wald y 2 P OR OR(95% CI) RERI AP S
Wi -1.579  0.427 13.682  0.000* 0. 206 (0.089,0. 476) 0.393 0. 679 0. 661
EFOK R 0. 838 0.704 1.416  0.234 2.311 (0.582,9.183) 0.532 0.745 0.350

Hih =R 0.267  0.464 0.332  0.564 1. 306 (0.527,3.241)  -0.848  —0.562 0.376

R B N 2R 14 0.641  0.419 0.294  0.587 0.797 (0.35,1.811) -0.594  -1.177 -5.024
555 B NS AR 1 0.065  0.481 0.018  0.893 1. 067 (0.416,2.739) 0.035 0. 087 0.943
23 C ik -1.907  0.356 9.519  0.002* 0.334 (0.166,0.670) 0.275 0.326 0.781
75 W I b 2. 447 1. 054 5.391  0.02* 11.550 (1.464,91.107) 122.811 0.782 4. 687
SRR -0.959  0.359 7.120  0.008 * 0.383 (0.189,0.775)  -0.001 0.01 1. 002
W% A 0.231 0.293 0.621  0.437 1.259 (0.710,2.235) 0. 689 0. 206 1.417

T P 0.691  0.295 5.478  0.019* 1. 995 (1.119,3.557) 12. 196 0. 667 3.397

AR D 0.121  0.280 0.186  0.666 1.128 (0.652,1.952) 0.105 0.038 1. 064

H B3 0.884  0.283 9.757  0.002* 2.421 (1.390,4.216) 56. 288 0. 856 7. 642

H W15 4% 1.206  0.360 11.205  0.001* 3.338 (1.649,6.760) 26. 946 0. 837 7.333

HEVE IR -0.047 1.421 0.001  0.974 0.955 (0.059,15. 458) 3.526 0.410 1. 865

AT S e 1.724  0.566 9.260  0.002* 5. 604 (1.847,17.007)  10. 467 0.937 16.023
A L 1.726  0.300 33.227  0.000* 5.621 (3.125,10.110)  41.221 0. 887 10. 895
BE 0.631  0.291 4.703  0.030* 1. 879 (1.063,3.323) 3.128 0.539 2.853

W PRI 0 8 1.294  0.323 16.089  0.000* 3.647 (1.938,6.864) 44. 835 0. 864 8.398

B R MIH R HG SE bR Wald x* Shxd A REUZ A 0 #5471 GE = K e 45 58 s RERL S 32 T AR HIB AT X FE RGBS s AP 32 T4

AN E 5 S s HAE IR

P X, H T2DM 2l C %5 {37 Fi PRI %6 g 1 X B2
TE T2DM 20 v, M IEAFE IS (PR 51 BMI, CG JE A 7Y 2
CC FLH A T2DM 19 0. 260 1% (P =0.008) ,GG 3t
RIS CC JER ALY 1. 146 £5(P >0.05) , TG i
MBS, HEFE2 5F 4 TLIHEN C 467K 2
T2DM 5 &N &, G S5 3K 2 T2DM RN &,
BRI P 552 vy sth X R K 38 3 (M rs266 729 Wi A Al
FEP gt fe T2DM By R KR, 76— 5% v [ A9 meta
SIASCRk A SR AE — 43 r AR AP BB R
[ 15266729 5 T2DM LA 56" ifE 53 A —
Ui X A4 AF 53 P Sk 7R 36 DR R Bl A5 A7 3 R A A R A
T2DM 20 5 % B 2H 2 A B B g 2= 7 . Bl
X PN Sy b XN R R AT 9 vt vl % 0 A 1 26 3 [
1266729 FRZATIR Z A PEFR AL G AYNTRAEAS [R) Ff
W R AR A TR TR, N H ARFEAR Y 26. 1% | Hp
EIFEAY 26. 6% (EDEEFEACHY 22. 8% AR UNFEA Y
15.5% G REAS Y 25. 9% 7 B H i BT #F 58 v
WS HIX A 11. 7% o dE—2 K3k, AT L3R )
e NBEAESE AR R v 2 T 2538 AN [R) B 35 1A
KAk, ¥ T TN AR A [R]85 0 XU 1Y)
B, BEAh, FERRIR ZE JE N 15266929 PR H IR 225
5 T2DM &3 1 5 2 F 5 sk 2D — S0 1 Ji P
VISBAT PRI A 2 R PN 3828 Ak 0 A0 B AR FH 36 IR =2 [
AR ELAE AN N SRS s AR o tiX — p i
T XA 2 B B S5 AR S T AR Y B A
ERERZES SRV 5 Kok A fL AR SE K 2 ) 22
SRR IR A B R

T2DM ZH A [m] 32 A AU I R AR AR L 35 T 45 th 25 1R
C N = 2% B IR 3R (A P I A7 /E 25 5% . T2DM & 1
i i 5 22 R HE A AR Y R R e o - B R U 2R 4K
P, M2 8 C KREHERS S BebLIAR A B = A ik 5 R 1)
L HAZ AN S R A5, £ T2DM 41 K[
FEPR A PR AR EE 3% i /s B A= A CC g AT AR 4]
CG + GG A1 P25 5, B3 B A 2k (R Y 58 A8 X
T2DM 411175 i C BROAK AR, s EIREA &
A DL T2DM 2 AR IR 17 O , 76 A 7] 22 5] 2
e Fb g A i DA R FE R 2848 % T2DM 41 LR 7 4
AR, XX T2DM {76 M I KAE IR T A —
S5 G

T2DM 2 g% = B 55 R &= L [R) 48 1 A 2
()52 2 MR , A4 AN [R) 48 37 5k R RN 2 Fh A 58 R 38
ZRIRENZED, hE S JRHER RN 15266729
R Z B S A5 N E 32 HAEH Y Logistic 1] 1
SR ATHEN B E R AR N R P 5 2 AU IR KR
B AR O IR R . WF 9% B B 5 5 BE R 3L X
15266729 Xt T 2 BOBRIRIE LA hAVE . BE S
CC/CG + GG A2 H 57y RERI =3. 128, H R 1 5
CC/CG + GG 2 H A5 F| ) RERI = 41. 221, n] f5 Hi
OB REIN R T B T2DM ROfG R . AT s AS
B AE 3 2 2 14 o i 2 RUBE BRI B G R 1,
FEALEWO B 5 TR . PR s
CC/CG + GG A H 83 By RERI = 56. 288, Fill 71 5
CC/CG + GG A H A%y RERI = 12. 196, &A= 1% 5
Ao = ERI PR R BN 15266729 520 T2DM K9k
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SEANALAY o IR BR8P A
iz Bl R o L 2 P T R AR 2 U DR
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BEAF GG P ZR A, e ey 5 O LA B (], 151
17/ BRI (9 A 2

M T TS RIRE A R B A A SR EE N 5 R I I 52
HAERARMO T SR, L3RSET T2DM o, Rk
FRIEIN 15266729 FE [N Z2 351 5 W 4 T | 7 5K HF
T = T S5 P A o B 16 B PR 3R ) 28 B FHAMAR
JE— IR ST M X IR R R N 15266729 %
ASPER] T2DM AR ML F 0 5 B A, 15 5
SN AT R E R EEIE

4 2

(1) BREXZE LI 5266729 Z2 25 1] ARG NS4
2 FRUMHE PRI HiR FE XU o

(2)rs266729 Fe[H Z2 350 5 25 A WA LTl
W HFZs) HENS RS gL BE
W PRI G S0 X JLIAEAE IESS BAE S0 i 28
W8 C K ZS MRS R R AAAE TS BAE R

& % x Wt
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Interaction of Risk Factors and Adiponectin Gene Polymorphism in
Type 2 Diabetes Mellitus in Inner Mongolia

CUI Meng', BI Li-fu', GAO Yu-min'*, LIU Yan-chao'*>, PANG Hui', ZHAO Ling-yan'"*
( Molecular Epidemiology Laboratory of Chronic Diseases' , Department of Epidemiology®, Medicine Experimental Center®

School of Public Health, Inner Mongolia Medical University, Hohhot 010110, China)

[ Abstract] The interaction was explored between risk factors of adiponectin gene rs266729 polymorphism and
type 2 diabetes mellitus in Inner Mongolia. A total of 111 cases of diabetic patients from the Affiliated Hospital of
Inner Mongolia Medical University and Inner Mongolia Hospital of Chinese Medicine were included in the case
group. The control group was from 106 cases of the physical examination center of the Affiliated Hospital of Inner
Mongolia Medical University. The rs266729 polymorphism of adiponectin ( ADIPOQ) gene was detected by PCR-
RFLP. A binary logistic regression analysis was used to analyze the association between the adiponectin gene
rs266729 polymorphism and T2DM, and interact with environmental factors. Results show that the frequency distri-
bution of the rs266729 polymorphism alleles of the ADIPOQ gene was in accordance with Hardy-Weinberg’s law;
the frequency distribution of the T2DM genotype was CC (85.61% ), CG (5.42% ) ,GG (9.02% ). After adjus-
ting for body mass index ( BMI) , the CG genotype population was 0. 260 times higher than that of T2DM in the CC
genotype population (P =0.009) , whereas the GG genotype population was 1. 136 times higher than the CC geno-
type population in T2DM, with no significant significance (P =0.790). The results of interaction analysis showed
that there was a positive interaction between rs266729 locus and fasting blood glucose, and a negative interaction
with systolic blood pressure, fasting C-peptide, fasting insulin, and living environment. The adiponectin gene
rs266729 polymorphism can increase the risk of type 2 diabetes in individuals with rs266729 polymorphism and fast-
ing blood glucose, smoking, alcoholism, daily exercise, daily mood, life tension, waist-to-hip ratio, overweight,
the family history of diabetes has positive interactions with negative interactions with systolic blood pressure, fasting
C-peptide, fasting insulin, and living conditions.
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