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The Relationship between Human Beta — defensin — 1 Polymorphism and Chronic Obstructive Pulmonary Disease.
Min, Lt Dongmei,Liu Zhu, Li Shuixia,Gao Yang, Zhang Jianling. Deptment. of Respiration ,The Second Affiliated Hospital of Baotou Med-
ical College ,Neimenggu 014030 , China

Sun Lirong , Zhang

Abstract Objective This study was designed to investigate the relationship between polymorphisms of hBD —1 668 C/G loci and
COPD in Chinese Han population. Methods We used a case — control study to compare the frequent distribution of human B — defensin
— 1 genetypes with a polymerase chain reaction — fragment polymorphism( PCR — RFLP ) method. Results The allele frequencies of 668
C and 668G were 85.25% and 14.75% in COPD smokers, and 73.33% and 26.67% in healthy smokers (P <0.05,0R was 2. 101 with
95% confidence interval 1.104 ~3.998 ). Conclusion The polymorphism of hBD -1 668C/G is associated with susceptibility to COPD

in Chinese Han population. Furthermore, the 668C allele represents relatively higher susceptibility to COPD.

Key words Chronic obstructive pulmonary disease; Human B — defensin; Genetic polymorphism
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