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; DMEM.

survivin promoter replication-competent adenovirus was constructed. The recombined adenoviruses ( T-ZD55-
CD133-siRNA) were verified by PCR and sequencing. The effect of T-ZD55-CD133-siRNA on CD133 expression
in Hep3B cells was detected by qRT-PCR. The expression of E1A was detected by Western blot. The antitumor po—
tential of replication-competent adenovirus in Hep3B cells were evaluated by CCK-8 assay and cell apoptosis was
detected by Flow cytometry. Results Replication-competent adenovirus were constructed successfully. Western
blot analyses indicated that T-ZD55-CD133siRNA might express E1A in adenovirus-infected Hep3B cells. T-
7ZD55-CD133-siRNA were more effective to inhibit CD133 mRNA expression and Hep3B cells proliferation. Apop—
tosis was significantly increased in the interference group compared with the control group. Conclusion Survivin—
T-ZD55-CD133-siRNA expressing CD133-siRNA can inhibit CD133 expression and may be used for further investi—
gation of gene therapy for liver cancer.
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Effects of Ska2 silencing on the cell proliferation of human glioma cells
He Xiaojun Ma Chunchun Bian Erbao et al
( Dept of Neurosurgery The Second Affiliated Hospital of Anhui Medical University Hefei 230601)
Abstract Objective To analyze the effects of Ska2 after siRNA silencing on human glioma cells growth and its
potential molecular mechanisms. Methods The cultured human glioblastoma cell line A172 was divided into two
different groups: the control group and the experimental group. The control group was treated with siRNA negative

sequence transfection; the experimental group with siRNA-Ska2 sequence transfection. 48 hours later the expres—

sions of Ska2 mRNA was analyzed by qRT-PCR. The protein expressions of Ska2 PCNA and CyclinD1 were ana-
lyzed by Western blot. The proliferation ability and the colonyHformation ability of cell were investigated through
MTT Assay and cell cloning Assay. Results qRT-PCR analysis showed that mRNA expression in Ska2 of the exper—
imental group was significantly reduced compared with the control group( P <0. 01) ; Western blot indicated a great
decline of Ska2 in PCNA and CyclinD1 protein expression in the experimental group( P <0.01) ; MTT Assay re—
vealed that the number of viable cell was lower than that of the control group( P <0.05) ; cloning experiment indi—
cated that colony-formation ability was weaker than that of the control group( P <0. 01) . Conclusion Silencing of
Ska2 and reducing the gene expression of Ska2 in human glioma cells inhibit cell proliferation.
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