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[ Abstract] Objective To investigate the association between Human Leukocyte antigen DR( HLA-DR) gene
polymorphisms and asthma in children. Methods Eighty-four unrelated asthmatic children and one hundred and six-
ty-eight healthy controls without asthma and atopy were involved in the study. All asthmatics had their serum total Igk
levels measured with UniCAP Pharmacia system were taken among the asthmatic children. HLA oligonucleotide array
was used to detect twenty-one gene frequencies of HLA-DR, and massARRAY system ( Sequenom) by means of ma-
trix assisted laser desorption ionisation-time of flight mass spectrometry method( MALDI-TOF) for HLA-G gene single
nucleotide poly -morphism (SNP) genotyping. Results (1) The frequencies of HLA-DRBI * 070X allele and HLA-
DRBI1 * 11XX allele in the asthmatic childern were 2. 98% and 13.69% , significantly higher than those in healthy
controls (0.3% and 5.95% , x> =6.915,P <0.05; x* =9.478,P <0.01), Odds ratios (Ors) were 10. 57 (95%
CI:1.215~91.986) and 2.79 (95% CI:1.429 ~5.449) respectively. HLA-DRB3 (52) * 010X allele were signifi-
cantly decreased in asthmatics compared to healthy controls (13.99% , y* =5.854 P <0.05) ,Ors were 0. 429(95%
CI:0.214 ~0.869). (2) The individuals with HLA-DRBI * 15XX-rs1704/rs 1063320 locus and 14-bp deletion/G
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haplotype was lower asthmatics risk than those without the same haplotype, and Ors was 0. 198 (95% CI.0. 084 ~

0.471), also the level of serum value of IgE in asthmatic children were significantly lower than those without the hap-

lotype of rs1704/1s1063320 14-bp deletion/G (P < 0.05). Conclusion

HLA-DRBI1 * 070X allele and HLA-

DRBI * 11XX allele were implicated in susceptibility to asthma, HLA-DRB3(52) * 010X allele might confer protec-
tion against asthma. And the haplotype of HLA-DRBI * 15XX- rs1704/1s1063320 14-bp deletion/G are protective

from children asthma.
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