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A preliminary study of the relationship between the (C-106T) single nucleotide poly-

morphism in the aldose reductase gene promoter region and diabetic nephropathy

XTAO Qian, ZHANG Yu-hong, WANG Shu-ping (Department of Endocrinologys the First Afiliated Hospital, Chongqing University of Medi-
cal Science, Chorgqing 400016 China)

Abstract: Objective To study the relationship between the (C-106T) single nucleotide polymorphsim of pro-
moter region of aldose reductase gene and type 2 diabetes mellitus with nephropathy in Chinese Han from Chongqing.
Methods The (C-106T) allele and genotype of 192 patients of type 2 diabetes were examined by polymerase chain
Results The frequencies of both allele C and
genotype CC were significantly higher in type 2 diabetes patients with albuminuria than in those without albuminuria.

reaction agarose gel electrophoresis and restriction enzyme Bfa I .

Logistic regression analysis showed that allele C and genotype CC were associated with diabetic nephropathy in type 2
diabetes mellitus patients(P=0.032 and 0.046, respectively). Conclusion This finding suggests that (C-106T)
single nucleotide polymorphism in the aldose reductase gene promoter region may be associated with diabetic nephrop-
athy of Chinese Han type 2 diabetes. It may be a functional polymorphism and can serve as an inherited marker for
susceptibility of diabetic nephwopathy.
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Tab1 General clinical and laboratory data of type 2 diabetic
WHO ’ patients with or without nephropathy(x + s)
s (Urinary albumin creatinine ratio, UACR)
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Fig1 The analysis of AR gene promoter region nt— 222 to +41
PCR product digested by Bfal
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Tab 2 Distribution of frequencies of (C106T) allele in type 2
diabetes mellitus patients with or without nephropathy
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