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complicated with COPD
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Smoking in many cases can inevitably lead to chronic obstructive pulmonary
disease (COPD) and the risk increases If tobacco is smoked continuously for 40 years at 20
cigarettes/day, which is a common level in regular smokers. COPD and tobacco smoke are independent
risk factors for lung cancer, however, the mechanisms of carcinogenesis of the lung involving
tobacco smoke or COPD are not clear. In this research we would like to provide some progress on
understanding areas such as novel mutations or cytokine production in these fields. 1 would like to
find some novel mutations or alterations of cytokines, which might induce lung cancer in this model
mouse research and eventually if possible, it would be useful to confirm human tissue samples from
those suffering lung cancer combined with COPD. Understanding the carcinogen pathway would then
enable us to develop intervention treatment to either prevent or reduce the risks of COPD combined
lung cancer in the future.
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