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The study of deoxyribonuclease | gene polymorphism in uygur nationality of
AKksu area in Xinjiang and effect on blood glucose and lipid”
Xu Xiang . Li Li sGao Wei” ,Li Jia
(Shanghai Jiaotong University A f filiated First People’s Hospital s Shanghai 200080, China)
Abstract ; Objective To investigate the frequency of deoxyribonuclease | gene polymorphism in Uygur Nationality of Aksu ar-
ea in Xinjiang and it’s association with blood glucose and lipid. Methods Blood samples of 148 healthy Uygur Nationality of Aksu
area in Xinjiang were collected. Genomic DNA were extracted from all blood samples, PCR-LLDR reaction was employed to detect the
A2317G(rs1053874) mutation of deoxyribonuclease | gene,genotype and allele distribution were analyzed. Meantime, blood glu-
cose and lipid were measured in fasting state by biochemical methods. Results Three genotypes of A2317G,including AA,AG and
GG, were detected in Uygur Nationality of Aksu area in Xinjiang, the frequencies were 20. 95% .54. 05% ,25. 00% respectively. The
allele frequencies of A and G were 47. 97% and 52. 03 % respectively, which were similar to the distribution frequency in the Chi-
nese Han population(P>0. 05)and different from Mongolian, Japanese, Korean, Turks, Namibia and German(P<C0. 05). Genotypes
of A2317G were not associated with serum total cholesterol, triglyceride,low density lipoprotein-cholesterol and fasting glucose, but
were closely related to high-density lipoprotein cholesterol(P<Z0. 05). Conclusion The frequency of deoxyribonuclease | gene pol-
ymorphism could vary from different races,in Uygur Nationality of Aksu area in Xinjiang the genotypes were associated with high-
density lipoprotein cholesterol.
Key words: Deoxyribonuclease | 5 polymorphism,genetic; blood glucose; lipids
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