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Inhibitory effect of IGFBP-rP1 expression on proliferation,invasion and migration of
nasopharyngeal carcinoma cell line CNE1
ZHENG Fuchun',QI Xiaoqian®
(1. Department of Otorhinolaryngologym ;2. Department of Clinical Laboratory ,the People s
Hospital o f Ankang ,Ankang,Shangxi 725000, China )

Abstract: Objective To investigate the inhibitory effect of insulin-like growth factor binding protein relat-
ed protein 1 (IGFBP-rP1) on proliferation, invasion and migration of nasopharyngeal carcinoma cell line
CNEIL. Methods The construction of two small interfering RNA specific for IGFBP-rP1 gene (siRNA32,siR-
NA34) and negative control siRNA, CNE1 cells were divided into four groups:siRNA32 group (transfected
with siRNA32 transfection) , siRNA34 group (transfected with siRNA34),negative control group (negative
control siRNA transfection) and blank group (no treatment). After training 24 h or 48 h,the related indexes
were detected. Results The expression of IGFBP-rP1 mRNA and protein in siRNA32 group and siRNA34
group was significantly lower than that in negative control group and blank group (P<C0. 05). The number of
CNET1 cells in siRNA32 group and siRNA34 group was higher than that in PVE-F membrane (P<C0. 05). The
OD value of CNE1 cells in siRNA32 group and siRNA34 group was significantly lower than that in negative
control group and blank group (P <C0. 05). The OD value of CNE1 cells in siRNA32 group and siRNA34
group was significantly lower than that in negative control group and blank group (P<C0. 05). The percentage
of G, /G, phase and G,/M phase cells in siRNA32 group and siRNA34 group was significantly higher than that
in negative control group and blank group (P<C0. 05) was lower than the negative control group and the blank
group (P<C0. 05). Conclusion Inhibition of IGFBP-rP1 expression can reduce the proliferation,invasion and
migration of nasopharyngeal carcinoma CNEI cells,and provide a new idea for the clinical treatment of naso-
pharyngeal carcinoma.
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