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Effects of Bmi—1-siRNA on human esophageal EC9706 cells
Liu Xia',Cao Guanyi’,Cheng Huimin',Li Weigian' ,Ma Yunsong’

(1. Department of Pathology;2. Department of General Surgery;3. CT room,
the Third Affiliated Hospital ,Xuzhou Medical College)
[ Abstract ) Objective : To explore the effects of Bmi-1-siRNA on human esophageal EC9706 cells. Methods : Different concentrations
of Bmi—1-siRNA (50,100,150 nmol/L.) was used to transfect EC9706 with different time exposures(24,48,72 h). Changes of cell

cycle in EC9706 cells before and after the transfection were detected by MTT. Levels of protein of Bmi-1,telomerase reverse transcrip—

tase (hTERT),P16 in transfected cells were measured by immunocytochemistry. Levels of Bmi—1ImRNA in transfected cells were mea

sured by situ hybridization. Results : Bmi—1-siRNA effectively inhibited cell proliferation of EC9706 cells in a dose and time depen—
dent way(F=1.322,2.881;P<0.001). Expression of Bmi—1 and hTERT protein was decreased and that of P16 was increased (F=12.229,
23.556,19.414; P<0.001). Conclusions : RNAi of Bmi—1 in EC9706 cell line could effectively inhibit EC9706 cell proliferation,

whose mechanism may relate with down-regulation of Bmi—1 mRNA,Bmi—1,hTERT protein expression and up-regulation of P16

protein expression.

[Key words]Bmi—1;RNA interference ; esophageal cancer
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Fig.1 EC9706 cell inhibition rate at different time periods
between treatment group and control group
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P <0.001 <0.001 <0.001
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Fig.2 Expression of Bmi-1 protein in EC9706 cell at 72 h after
the transfection by siRNA ( SP,400 x )

AL 75 PG RRAL
3 siRNA #5472 h EC9706 #liffi hTERT ZEAKFKIXER
(SP,400x )
Fig.3 Expression of hTERT protein in EC9706 cell at 72 h after
the transfection by siRNA ( SP,400 x )

B. SZiel



BREMKFZEHR 2014 £5 39 H5 1 8 (Journal of Chongqing Medical University 2014.Vol.39 No.1 ) — 11 —
F 2 FELHEF ECI706 MRS 24,48.72 h Bmi-1 mRNA Fik{ER (x +5,n=6)
Tab.2 Bmi-1 mRNA expression in EC9706 cell in different groups at 24,48,72 h after the tranfection ( x +s,n=6 )
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72h 4.01 £0.38 2.80 +0.49 231044 6.69 £ 1.27 6.78 £ 0.84 6.88 +£0.85 50.181 0.000
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Fig.4 Expression of P16 protein in EC9706 cell at 72 h after the
transfection by siRNA ( SP,400 x )
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