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Inhibitive effect of tea polyphenol on the growth of human nasopharyngeal carcinoma cell xenograft in nude mice "
Tian Mengqiu'* .Yuan Dongjie' sZheng Shizing' ,Li Qingyu',Shi Shujing' s Xu Zhiwen'”
(1. Department of Otorhinolaryngology Head and Neck Surgery ,the First Af filiated Hospital of Guangxi
Medical University  Nanning s Guangxi 530021, China ;2. Department o f Otolaryngology sthe A f filiated Nanhua
Hospital of Nanhua University , Hengyang , Hunan 421002 ,China)
[ Abstract |

HONET cell xenograft in nude mice,and to explore the underlying mechanisms. Methods

Objective To evaluate the inhibitive effect of tea polyphenol on the growth of human nasopharyngeal carcinoma
Tumor model was established by subcu-
taneous inoculation of nasopharyngeal carcinoma cell HONEI] into nude mice, was used to evaluate the antitumor effect of tea poly-
phenol in vivo. The expression levels of VEGF were detected by real-time PCR and western blot. Results The growth of xenograft
in nude mice was significantly suppressed after application of tea polyphenol at a dose-dependent manner. To compare with control
group, the inhibition rates were 18. 82 % (P<C0. 05) and 47. 66 % (P<C0. 05) when treated at low and high dose respectively, With in-
creased concentration of TP, the inhibition rates increased. Real-time fluorescence quantitative-PCR and western blot results showed
that the expression of VEGF decreased at a dose-dependent manner. The change of high dose group was obviously, the difference
was statistically significant(P<Z0. 05). Conclusion Tea polyphenol could significantly inhibit the growth of human nasopharyngeal
carcinoma HONEI cell xenograft in nude mice, probably by down regulating the VEGF protein level to inhibit tumor angiogenesis
effects.
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