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ABSTRACT: Chronic obstructive pulmonary disease (COPD) is a slowly progressing lung disease characterized by irreversible
airflow limitation in the lungs. COPD is a complex disease which is influenced by genetic factors, environmental agents, and gene-enviro-
nmental interactions. At present, although the etiological factor and pathogenesis of COPD are uncertain,in recent years, studies have
shown that COPD was a muti-gene regulated disease. This paper summarizes the relation of several important genetic gene polymor-
phisms and the susceptibility of COPD.
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