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Abstract : Objective

sion of GLIPR-2 in infected hepatocellular carcinoma cell line HepG2 under hypoxia condition. Methods

To construct a lentiviral RNA interference(RNA1) vector targeting GLIPR-2 gene and identify the expres-
The siRNA fragment was
synthesized according to GLIPR-2 gene sequence and cloned into lentiviral vector pMAGic7. 1. The recombinant lentivirus plasmid
was transfected to 293T cell line,and the packaged virus was determined for titer. Recombinant lentivirus particles were harvested
and concentrated,then infected to HepG2 cells and determined the expression rate of GFP by flow cytometry and the expression of
GLIPR-2 by Western blot under hypoxia condition. Results PCR amplification of bacterial colony and sequencing proved that re-
combinant lentiviral plasmid were constructed correctly. The expression rate of GFP in HepG2 cells stably infected with the recom-

binant lentiviral plasmid was 84. 48% ,69. 97% and 39. 82% , while the expression level of GLIPR-2 significantly decreased com-

pared with the control. Conclusion

The lentiviral RNA interference vector GLIPR-2 was constructed successfully and could sup-

press GLIPR-2 expression in HepG2 cells, which laid a foundation of further study on biological function of GLIPR-2.
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