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Relationship between nicotine-induced drug resistance and Bcl-2
family proteins in lung cancer cells*

Jin-feng Zhao, Xia-qing Shi, Cheng-zhi Wang, Man-yi Yang, Ling Liu, Ming-mei Liao
(Key Laboratory of Nanobiological Technology of Chinese Ministry of Health, Xiangya Hospital, Central
South University, Changsha, Hunan 410008, China)

Abstract: Lung cancer is one of the most common malignancies. Long-term smoking is a major cause of drug
resistance and death in patients with lung cancer. Nicotine is the main component of cigarette smoke, and can affect
the expressions of Bcl-2 family proteins in lung cancer cells, thereby promote the growth of cancer cells and enhance
their drug resistance. This review aims to summarize the related studies on the relationships between nicotine-
enhanced drug resistance and Bcl-2 family proteins in lung cancer in recent years.

Keywords: lung cancer; nicotine; resistance; Bcl-2
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