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A correlation research between the monocyte chemoattractant protein-1

gene -2518G/A polymorphism and diabetic nephropathy
Wang Yun',Chen Junning'” . Jiang Pingping' Wei Jiazhi' ,Li Kanghui' .Yu Jian®
(1. Department o f Nephrology ;2. Department of Endocrinology sthe A f filiated Hospital of Guilin
Medical College sGuilin,Guangxi 541001, China)
Abstract: Objective  To explore the relationship between monocyte chemoattractant protein-1 gene -2518G/A polymorphism
and diabetic nephropathy (DN) in people of Han group in Guangxi. Methods One hundred and thirty patients with type 2 diabetes
mellitus were divided into diabetic nephropathy (DN) group and diabetes without diabetic nephropathy (T2DM) group. Eighty
healthy people were selected as normal control(NC) group. The genotypes and allele frequencies distribution were assessed by Poly-
merase chain reaction-restriction fragment length Polymorphism (PCR-RFLP). Results The values of systolic pressure blood
(SBP) ,diastolic blood pressure (DBP) ,urine albumin excretion rate (UAER) , creatinine (Cr) ,and blood urea nitrogen (BUN) in
DN group were significantly higher than those of NC or T2DM group (P<C0. 05). There was significant difference in the distribu-
tion of genotypes and allele frequencies between DN group and NC or T2DM group (P<C0. 01). The GG genotypes and G allele fre-
quency distributions in DN group were significantly higher than the NC group and T2DM group (P<C0.01,P<C0. 05). The G allele
carriers had 1. 406 times larger risk for increased incidence of DN compared with healthy controls (P<C0.01,95% CI:1.112—
1.777). The values of TG, TC and LDL-C were significantly higher among carriers of G allele compared with non-carriers ( P <C
0. 05). Conclusion The polymorphism of MCP-1-2518G/ A is associated with the development of DN in Han nationality in Guangxi
province. G allele may be a genetic risk factor incidence of DN.

Key words: diabetes mellitus, type 2;diabetic nephropathy;chemokine CCL2 ; polymorphism,single nucleotide
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2H 5 n BMI(kg/m?) SBP(mm Hg) DBP(mm Hg) FPG(mmol/L) HbAlc( %) UAER(mg/24 h)
NC 80 23.4541.57 125.7546.09 75.0047.52 4,364+0.52 4.49+0.54 16.134+2. 36
T2DM 2 68 24.50+1.83 136.04=+7. 33 85.50+5.68 8.93+0. 88 9.06+1. 30 21.77+3.41

DN 24 62 24.03%1.75 143.3147.53*4 97.25+6.79*4 9.41+1.09" 9.23+1.09* 288.84+69.11*4
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2H 5 n Cr(pmol/L) BUN(mmol/L) TG(mmol/L) TC(mmol/L) HDL-C(mmol/L) LDL-C(mmol/L)
NC 4 80 60.40£6.75 4.04=%0. 45 1.0740.09 4.1140.27 1.1640. 24 2.45+0.16
T2DM 2 68 82.69+12. 23 4.47+0. 87 2.174+0. 34 4.63+0.57 1.0940. 24 2.56+0. 38

DN 2 62 119. 81422, 44* 4 7.36£0.97*4 2.28+0.32" 4.9440.56"° 1.0640. 16 2.614+0. 44
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AA 10 9.3740. 86 140.3+7.63 95.847.95 2.1440.23 4.61+0.37 1.13£0. 20 2.4240. 34
GG+ AG 52 9.59+0. 82 144.745.49 99.246.55 2.4240.32" 4.9940.41" 0.99+0.17 2.7440.43"
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