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Abstract : Objective

spondylitis(AS) in Chinese Han patients. Methods

To investigate the association between vitamin D receptor(VDR) gene Bsml polymorphism and ankylosing
Genomic DNA from 107 Chinese AS patients and 166 sex and ethnically
matched controls were typed for VDR Bsml polymorphism by polymerase chain reaction restriction fragment length polymorphism
(PCR-RFLP). Results The VDR Bsml genotypes in the AS patients consisted of heterozygote Bb(22. 4%) and homozygote bb
(77.6%) ,while the VDR Bsml genotype in the controls were composed of heterozygote Bb(7.8%) and homozygote bb(92. 2%).
Significant difference was found in the distribution of VDR Bsml genotype between these two groups(y* = 11.83,P<C0. 05). There
was no BB genetype in both groups. The frequencies of VDR Bsml allele B and b in AS patients were 11. 2% and 88. 8% , while they
were 3. 9% and 96. 1% in the controls. The frequency of VDR Bsml allele in AS patients was significantly increased,compared with
that in controls(y* = 10. 97, P<C0. 05). Conclusion

There is an association between the VDR gene Bsml polymorphism and the

susceptibility to ankylosing spondylitis in Chinese Han population,and Bb genotypes increase the susceptibility to ankylosing spon-

dylitis.
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