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Correlation between 3;-adrenergic receptors haplotypes and asthma in the children of
Han nationality in Chongqing
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Hospital, Third Military Medical Univemsity, Chongging 40037, Chim)

Abstract Objective To study the correlation between 3 ,-adrenergic receptors (3,-AR) haplotypes and asthma in the children of the Han na-
tionality in Chongqing. Methods A total of 76 unrelated asthmatic children and 100 healthy individuals (50 children and 50 adulis) were subjected
from the Han nationality of Chongqing. The polymorphisms of locus 16 and 27 of the[3,- AR from all subjects were studied with PCR restriction frag-
ment analysis. Statistical analysis was cartied out on the correlation among gly cine (Gly) 16 allele, Glyl6 /glutamine (Gln) 27 haplotype and the de-
gree of seventy of the clinical status of asthma. Results The distribution frequency of Gly 16 and Gln 27 allele accounted for 0. 42 and 0. 70 in the
control group, 0. 50 and 0. 72 in asthmatic group respectively. There were no significant increase of the frequency of Gly16 and GIn27 allele in the
asthmatic group compared with control group. The distribution frequency of Gly16 allele and Gly16/Gln27 haplotype in severe asthmatic group ac-
counted for 0. 71 and 0. 47 respectively. Significant increase was found in the frequency of Glyl6 allele and Cly16/Gln27 haplotype in the severe
asthmatic group than the mild and moderate asthmatic groups ( < 0. 01, P<<0. 05 respectively). Conclusion Asthma is not primarily caused by
the polymorphisms of Gly and Gln alleles of B,-AR, but Gly16 allele and Gly16/G]1127 haplotype are possibly comelated with asthmatic severity in the
children of the Han nationality in Chongging.
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Exploration on the method of collecting midstream urine
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