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A Toxicity of Nitrogen Oxides (NOx) and the Nitrosamines from Cigarette Smoking and Its Prevention (VI)
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We demonstrated that the antioxidants such L-N-acetyl cysteine can prevent the apoptotic effects induced by NO. The emcahanisms were

demonstrated as elevation of the intracellular glutathione. We also investigated the effects of the nicotine involved in cancer cell proliferation.

We demonstrate that nicotine promote the lung cancer cells proliferation through activation of some signal transduction pathways such as

activation of mitogen activation promoting kinase (MAPKs). We also demonstrate that nicotine activated cyclin D1, D3 and inhibit the p27



which eventually promote human cancer cells proliferation. The mechanisms was demonatrated in our study and indicate that ERK kinase
significant involved in regulation of these genes. We are demonstrated that EGCG (the component of green tea extract) can attenuate the
proliferation effects induced by nicotine in human lung cancer cells. The mechanisms must be still investigated in our further experiment. We
also demonstrated that the ERK and JNK kinase were significantly elevated in the WBC of the somking individual. This findings provide
significant results indicate that the JNK and ERK may be used as a biomarker in the individual expose to smoking.



