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Mechanism of lung tumorigenesis in smoke exposure mouse model.
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The mechanisms involved in smoke-induced tumorigenesis and emphysema are not
fully understood, attributable to a lack of appropriate animal models. Here, we optimized a model
of intermittent cigarette smoke induced lung cancer and emphysema in A/J mice treated with NNK, a
potent carcinogen. Intermittent CS exposure increased the severity of emphysema and resulted in a
higher incidence of adenocarcinomas. Furthermore, intermittent CS exposure elicited a marked
increase in M2-polarized macrophages within and near the developed tumors.
This model is also suitable for screening putative chemo-preventive agents, and serves as a
therapeutic intervention that mimics progressive human lung cancer with emphysema in smokers.
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