CN 43-1262/R " EShkAEAL 24385 2013 4556 21 556 8 721

[XEHES] 1007-3949(2013)21-08-0721-06 - IR -

IR AL P SNP +276 S5AE A MIX 2 TRUgH DR B H:
Sk IMT R Pk

FHEL, EE, =
(3L KRFWEERN LA, S EEE T 133000)

[EEA] 2 A EIm; FSBE SNP+276T/G AR 50, HEHK IMT

[ ZE] B HiThFBri KPR LEAESNP +276 A F % A58 2K 2 A 45 s B 20 2 bk A B
JER A (IMT) #4840, ik SRR EAERLDNE 3 RAEEFLE R HRECH I HER. BN E AL
G BGIRIR, NEAAFES AT IRAL 2 AU RR AL 2 BUME fgm 44k Rk 4 A Rk 5 3A8F 3R 4052 R AE kA 4LAR IR 30 3h Ak
IMT %A 2R S R ARRALLE (GG AR A48 GT AR A4, TT AR A ) o L Z S ARARACLL , KA Taqman R4 2E4T SNP A&
B oA, R Akt 47 SNP -, R sFRaS 2 A RORANEIRE SNP +276T/GC AW % SWHH 27 A £
R E M2 RUNE SRR I Gk e 1 8E R BRI & SNP +276T/G 2 B % A5 T £ 7 L2 F 12 BME Rk ke s 1
A IRARACLLRE B F SNP +276 KB % KMo £ F LR E M2 BN R 3 Sh R AL 4L e AR R F R -F 55 2 AUME
PRI IRARACLE £ F B A R EM 2 BB RBFAH R EE CC LA AR MFH BEFEHKEEREL TTARA
WEFAEREN, Hi® RIEFELE SNP +276T/C H5E# K 2 BB KRB A AR LM, BEBFE L E SNP +276T/G
L5t R 2 AAERAB IR IMT TABKE, S FAERER-T S LA WR 2 BMERAE R IMT A4 XM, B
BRE 2 AN RIRB A RARACEEY BT, G AR TAEE 2 ALME SRR A3 ) AR AL 6 UG K
[FE4SZEE] RS [ XRRFRIZAE] A

Correlation Between Adiponectin Gene SNP + 276 Polymorphism and Carotid Intima

Media Thickness in Patients with Type 2 Diabetes Mellitus in Yanbian District

WANG Chun-Hong, PIAO Lian-Shan,and LI Dan

( Department of Endocrinology, the Affiliated Hospital of Yanbian University, Yanji, Jilin 133000, China)

[KEY WORDS] Type 2 Diabetes Mellitus;  Adiponectin Gene SNP + 276 Polymorphism;  Carotid Intima
Media Thickness

[ ABSTRACT ] Aim To investigate the association of the level of adiponectin ( ANP) and its gene SNP +276 poly-
morphism with the patients with type 2 diabetes mellitus and those people complicated with carotid intima media thickness
(IMT) in Yanbian district . Methods Only depth-endogamy were selected in this study.  All participants come from
Yanbian, Jilin province after excluding coronary heart disease, liver and kidney disease, malignant tumors and immune sys-
tem diseases. The subjects were divided into normal control group and T2DM group. T2DM group consisted of the Han
nationality and the Korean nationality, and T2DM group was also divided into carotid atherosclerosis group (including GG
genotype group, GT genotype group and TT genotype group) and group without carotid atherosclerosis.  The genotype was
confirmed by using Taqman probe. Results There was significant difference in the distribution of adiponectin gene
SNP +276T/G polymorphism between the normal control group and T2DM group. In the T2DM group, there was no sig-
nificant difference in the distribution of adiponectin gene SNP +276 T/G polymorphism between the Han and Korea nation-
ality.  There was no significant difference in the distribution of adiponectin gene SNP +276 T/G polymorphism between

the T2DM patients with and without carotid atherosclerosis. ~ There was significant difference in the level of adiponectin be-
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tween the T2DM patients with and without carotid atherosclerosis.

Among T2DM carotid atherosclerosis group, there was

significant difference in the age, course of disease, carotid IMT and the level of adiponectin between the GG genotype group

and TT genotype group.
Yanbian district.

in Yanbian district.

a protective factor for type 2 diabetes mellitus and carotid IMT.

betes mellitus and carotid IMT.
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The level of adiponectin is correlated with type 2 diabetes mellitus and carotid IMT.
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Conclusion Adiponectin gene SNP +276 T/G is correlated with type 2 diabetes mellitus in
There in no correlation between adiponectin gene SNP +276 T/G and T2DM patients with carotid IMT
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Figure 2. Sequence graph of homozygous SNP +276 TT genotype
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Figure 3. Sequence graph of SNP +276 heterozygous TG genotype
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Figure 4. Sequence graph of homozygous SNP +276 GG genotype
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Table 1. Comparison of distribution of adiponectin gene SNP +276 polymorphism between NGT and T2DM group

F[RIAY () NI ELH ()
A | n
GG GT TT G T
NG og el 190 48(25.3% ) 53(27.9% ) 89 (46.8%) 149(39.2%) 231 (60.8%)
2 BUBE PR 4H 217 101(46.5% ) 85(39.2% ) 31(14.3%) 287(55.3% ) 147 (44.7%)

FEHRI LA x* =52.74,P =0. 000, 273K H i, x* =22. 733, P =0. 000,
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TC 5.32+1.68 5.40+1.79
LDLC 2.58 +0. 87 2.67 +0. 88
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