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ml 37 C.5% CO,-
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( green fluorescent protein GFP) 48 h
1.4 Western blot NF-«B p65
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15 min 4 C.
12 000 r/min 30 min o BCA
o 100 V
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(0D ),
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NF-«B silencing inhibits the proliferation of

nasopharyngeal carcinoma 5-8F cell
Pan Hongjie' Fan Caiwen' Yi Shijiang® et al
(' Dept of Pathology and Pathophysiology ~Guilin Medical College Guilin  541004; > Dept of Otorhinolaryngology
The Affiliated Hospital of Guilin Medical College Guilin 541001)

Abstract Objective To evaluate the inhibition effects of nuclear factor-«B( NF+«B) silencing in the nasopharyn—
geal carcinoma 5-8F cells. Methods Constructing the NF+«B SiRNA expression vector pGenesild. 2-NF+«B and
emptor pGenesild. 2-HK and then they were transfected into nasopharyngeal carcinoma 5-8F cells. Western blot
was used to detect expression of NF+«B p65 protein. MTT and flow cytometry were used to evaluate the proliferation
inhibition and the cell cycle arrest in 5-8F cells respectively. Results NF-«B p65 silencing could inhibit the pro—
liferation of nasopharyngeal carcinoma 5-8F cells and the inhibition rate was ( 58.43 +1.24) % 0% in the control
group and (17. 89 +£4. 13) % in the empty vector control group and the difference was statistically significant ( P
<0.05) . The cell number of S phase was (42.27 +0.39) % in NF«B silencing group (30. 83 +1.36) % in the
control group and ( 34. 88 +£0. 85) % in the empty vector control group and the difference was statistically signifi—
cant ( P <0.05) . Conclusion The NF«B p65 knockdown decrease cell proliferation in nasopharyngeal carcino—
ma 5-8F cells maybe due to cell cycle arresting in S phase.
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