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Clinical Study of Androgen Receptor (CAG) Gene Polymorphism
and Androgen in Male with Salt Sensitive Hypertension

SHANG Liang., WEI Na,.MA Qing,LIU Yan-mei,ZHANG Jing.SHI Ye,MIAO Qing
(the Second Word of West Hospital, Shaanxi Provincial People’s Hospital , X1’ an 710068, China)

Abstract: Objective To investigate the relationship between androgen receptor CAG gene polymorphism and androgen in

male with salt sensitive hypertension. Methods Through the oral saline loading test and furosemide volume method male
hypertension group were divided into salt-sensitive (SS group) and salt-insensitive (SR group). The samples from 161 males
were selected in the study.,including salt-sensitive hypertension patients (SS group,61/161), salt-insensitive hypertension
patients (SR group.40/161) and age-matched healthy samples (control group.60/161). All samples were sequenced with an
analysis method (CAG) n repeated polymorphism,and determinated of total testosterone (TT) and free testosterone (FT)
level in serum by electrochemiluminescence immunoassay. Results The number of CAG repeats was 14~34,average 22. 4+
2. 7. The CAG repeats of SS, SR and control group were 23. 543. 75,22. 343. 17 and 21. 8 2. 95, respectively. There were
significant differences among the three groups (t=2. 627~3. 257, all P<0. 05). The level of TT and FT in SS and SR group
were decreased compared with that of control group. At the same time, the level of SS group was lower,and there were sig-
nificant differences among the three groups (t=2.524~3. 826, all P<0.05). Conclusion The androgen receptor gene re-
peat length and androgen levels are associated with male hypertension, especially salt-sensitive hypertension. Long (CAG) n
repeat polymorphism maybe a genetic factor in the pathogenesis of hypertension. Plasma androgen levels may be used as a
predictor of male salt-sensitive hypertension.
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