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The analysis of ADD1 gene rs4963 polymorphisms between Hanzu and Huizu populations with cerebral hem-
orrhage in Gansu Fan Hongyan™ ,Si Jianghua . Peng Xiaolan set al. ™ Department o f Gerontology s The First
People’s Hospital of Lanzhou City , Lanzhou 730050

[Abstract] Objective To investigate the genetic polymorphisms in the ADD1 gene rs4963 (C/G) poly-
morphisms in patients with cerebral hemorrhage(CH) from Han nationality and Hui minority populations in
Gansu province, China. Methods A total of 352 subjects (176 Hanzu and 176 Huizu patients) were collected
from Gansu residents. The DNA was extracted by blood genomic DNA extraction kit,and the tag SNP rs4963
polymorphisms of ADD1 gene was detected by Tm -shift genotyping method for all subjects. Results The re-
sults showed the genotype and allele frequency of rs4963 were not significantly different between Hanzu and
Huizu CH patients(P=>0. 05). The stratification analysis of gender indicated that the genotype and allele fre-
quency of rs4963 were not significantly different between Hanzu and Huizu CH patients(P=>0. 05). Conclusion

The genetic polymorphisms in ADD1 gene rs4963 were not significantly different between Hanzu and Huizu
CH patients in Gansu Province, China.
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