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Inhibitory Effects and Mechanism of Lutein on Nasopharyngeal Carcinoma C666-1 Cells

SHEN Min, LIU Hui, WAN Lijia (Dept. of Otolaryngology and Head & Neck Surgery, the Affiliated Jingzhou
Hospital of Tongji Medical College, Huazhong University of Science and Technology, Hubei Jingzhou 434020,
China)

ABSTRACT OBIJECTIVE: To study the inhibitory effects and mechanism of lutein on nasopharyngeal carcinoma C666-1 cells.
METHODS: C666-1 cells were stimulated by lutein at different concentrations [0 (blank control), 20, 40, 80, 160 mg/L] for dif-
ferent time (0, 12, 24, 48 h). The proliferation rate of cells was determined by CCK-8 assay, and apoptotic rate of cells was deter-
mined by TUNEL method; Western blot was adopted to determine the phosphorylation of S6K and S6 proteins of AMPK and
mTOR pathway. RESULTS: Compared with blank control group, proliferation rate of C666-1 cells was significantly reduced after
treated with lutein (80, 160 mg/L) for 48 h and lutein (160 mg/L) for 12, 24, 48 h (P<<0.05). After treated with lutein (80, 160
mg/L) for 48 h and lutein (160 mg/L) for 24, 48 h, cell apoptosis was significantly increased (P<<0.05). Lutein (80, 160 mg/L)
could promote intracellular AMPK phosphorylation, and inhibits mTOR pathway S6K, S6 protein phosphorylation after 48 h treat-
ment (P<<0.05). CONCLUSIONS: Lutein can inhibit nasopharyngeal carcinoma C666-1 cell proliferation and induce nasopharyn-
geal carcinoma cell apoptosis and inhibit S6K, S6 protein phosphorylation through promoting AMPK phosphorylation.
KEYWORDS Lutein; Nasopharyngeal carcinoma; C666-1 cells; Proliferation; Apoptosis
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