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[ Abstract] Objective To investigate the association between polymorphisms in the microsomal
epoxide hydrolase (mEH) gene and susceptibility to chronic obstructive pulmonary disease (COPD) in a
Chinese population. Methods  Polymerase chain reaction ( PCR) and restriction fragment length
polymorphism ( RFLP) were performed to genotype mEH polymorphisms in exon3 (Tyrl13—His) and exon4
(His139 —Arg) in 100 COPD patients and 100 age and sex matched healthy controls. Results (1) The
proportion of mEH heterozygotes in exon3 was significantly higher in the patients with COPD than that in the
control subjects (42% vs 32% ). The odds ratio (OR) adjusted by age, sex, body mass index (BMI) and
cigarettes years was 2.96(95% CI 1.24 ~7.09). (2) There was no marked difference in very slow activity
genotype versus other genotypes between COPD patients and controls. (3) When COPD patients were
nonsmokers, the OR of very slow activity genotype versus other genotypes was more than 1. 00, and when
COPD patients were smokers ( Current smokers and ex-smokers) , the OR was less than 1.00. Conclusions
(1) mEH heterozygotes in exon3 might be associated with the susceptibility to COPD in China. (2) The
interaction might be existed between mEH genotype and smoke.
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