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A Case - control Study on the Vitamin D Receptor Gene Polymorphisms and Susceptibility to Pulmonary Tuberculosis ( PTB) in Tibetan
Children at Qinghai — Tibetan Plateau. Zhang Tao,Zhang Yanhong,Zhu Guolong, et al. Qinghai University Affiliated Hospital, Qinghai
810007, China

Abstract Objective To study the relationship between Apa I and Bsm I polymorphisms of the VDR gene and the susceptibility of
PTB in Tibetan Children at Qinghai — Tibetan plateau. Methods Two polymorphisms of the VDR gene Apa I and Bsm 1 were typed by
PCR - RFLP among 162 patients and 167 healthy controls who had been sensitized to tuberculosis. The relationship among two polymor-
phisms and the susceptibility of PTB were analyzed, and cases were grouped according to the genotypes. Results The genotype of AA
were in 6.2% ,Aa in 44.5% ,aa in 49.4% among patients while AA in 13.2% ,Aa in 47.3% ,aa in 39.5% among control group. Com-
pared with control group, VDR genotype aa ( mutant homozygotes) increased in the PTB patients (P <0.05,0R =1.493, 95% CI:
0.964 —2.312). The genotype of BB,Bb and bb were observed in 1.2% , 14.8% and 83.9% among tuberculosis group while in 0.6% ,
11.9% and 87.4% among controls. The significant difference in these genotype frequencies was not observed between two groups( P >

0.05,0R =1.009, 95% CI: 0.560 —-1.816). Conclusion The VDR gene polymorphism of Apa | might be associated with PTB in Ti-

betan Children at Qinghai — Tibetan Plateau and genotype aa might be a risk factor of it. But there was no evidence showed that Bsm [

polymorphism was associated with PTB in Tibetan Children at Qinghai — Tibetan Plateau.
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