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The polymorphism of (CAG)rn within androgen receptor gene among male patients of type 2
diabetes mellitus complicated by vascular disease
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Abstract: Objective  To study the relationship of androgen receptor (AR) gene (CAG)n polymorphism frequency and angiopa-
thy in male patients of type 2 diabetes mellitus. Methods PCR and DNA sequence methods were used to detect androgen receptor
gene CAG short tandem repeat (CAG-STR) repeats’ length in 48 cases of type 2 diabetes patients with vascular complications
(group A),60 type 2 diabetes patients without vascular complications (group B),and 46 cases of normal controls(normal control
group). Results The numbers of CAG repeats ranged from 13 to 36, with mean value 22. 2. The numbers of CAG repeats of group
A, group B,and normal control group were 23. 443, 85,22, 343. 57, and 21. 94 3. 45, respectively. CAG-STR repeats’ length of
group A was significantly higher than that of group B and normal control group(P<C0. 01). The numbers of CAG repeats were pos-

itively correlated with HDL-C levels. Conclusion  Diabetic vascular complications might be associated with androgen receptor CAG

gene polymorphism. The number of CAG repeats is likely to be a risk factor of diabetic vascular disease.
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(n=46) (n=148) (n=60)
Glu(mmol/L) 4,634+1.23  10.10£3.92* 9.82+3.65"
TG (mmol/L) 0.92+0.11 2.34+0. 33 2.21+0.27
TC(mmol/L) 5.13%+0. 65 5.99+0.92 5.7840.69
HDL-C(mmol/L) 1.5340.11 1.2340.09 1.2440.08
LDL-C(mmol/L) 2.634+0. 31 2.66+0.29 2.64+0. 38
Ins(U/L) 18.36+7.32 11.1446.11* 11.55+5.44"
GHb(mmol/L) 4.15+£1.09 8.71£2.64* 8.59+2.15*

*P<C0. 01, 5 (g X IR AT b 45 .
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