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Abstract: Objective To construct a recombinant lentivirus expressing Fas ligand(Fasl.) gene containing
1.2 signal peptide at N-terminal,and to investigate the feasibility and possible molecular mechanism of FasL
gene mediated apoptosis of liver cancer cells. Methods Fasl. gene containing IL.2 signal peptide was cloned in-
to lentiviral vector pCDH-CMV-MCS-EF1-GFP + Puro (pCDH), and then the recombinant pCDH-IL2sig-
FasL and lentiviral helper plasmid were transfected into HEK293 cell line. Recombinant lentivirus LV-I1L2sig-
Fasl. was obtained,and the negative control was LV, which was infected with HepG2 cells respectively. Final-
ly,the successfully constructed stable cell lines HepG2-LV-11.2sig-Fasl. and HepG2-LLV were simultaneously
cultured for 96 h,and the transcription levels of apoptosis signal factors in the cell lines were detected by using
real-time fluorescent quantitative polymerase chain reaction(qPCR) ,the protein expression levels were detec-
ted by using western blot, and the cell proliferation inhibition levels were detected by using MTT.
Results Compared with hepG2-LV,the transcription and expression levels of apoptosis factors in HepG2-LLV-
1L.2sig-FasL cell line were up-regulated. MTT showed that the growth of HepG2-LV-11.2sig-FasL cell line was

significantly inhibited. Conclusion The expression of 11.2sig-Fasl. gene can induce the apoptosis of HepG2,
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which may be used as a new approach for gene therapy.

Key words: Fas ligand; liver cancer cells,
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