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Relationship between o, AT Polymorphism and Lung Cancer Susceptibility. Chao Dong, Li Ming, Gao Wei, et al. Department of Tho-
racic Surgery, Lanzhou General Hospital, Gansu 730050, China

Abstract Objective To study the relationship between a, AT polymorphism and lung cancer susceptibility in Gansu high altitude
population. Methods Totally 330 blood samples were collected from Gansu high altitude population including 130 cases with lung canc-
er, 100 cases with COPD and 100 individuals as normal control. The frequency of exon V, Il and 3'mutants of o, AT was screened by
PCR - RFLP to analyze the correlation of these mutants with lung cancer statistically. Results Although there was no significant differ-
ence between the three groups statistically,Z and S alleles were reliably detected in Gansu high altitude population. 3"mutant was found in
18 patients with NSCLC (13.8% ) and 8 patients with COPD (8% ) and the frequency of detection was significantly higher than that in
control. The prevalence of 3'mutant in patients of lung cancer with COPD (24% ) was significantly higher than that in patients of lung
cancer without COPD (7.5% ) with a 3. 895 of odds ratio. Conclusion Based on the results of our study, Z and S alleles were not
proved to be relate to the development of COPD and lung cancer yet. However, the frequency of 3'mutant was higher in the patients with
lung cancer or COPD. It indicated that 3'mutant might be a risk factor of COPD and lung cancer. It also found that the risk of lung cancer
complicated with COPD was significantly increased in population carring 3'mutant. It strongly indicated 3'mutant might be related to the
susceptibility of lung cancer in Gansu high altitude population.
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