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Abstract:

Abstract Objective: To investigate the pro apoptosis effect of pGL3 hTERT tk/GCV on human gastric cancer cells invitro . Methods:
Recombinant plasmid pGL3 hTERT tk and the corresponding reporter plasmid pGL3 hTERT tk Luc + were constructed by gene engineering.
The recombinant plasmids were then used to transiently transfect gastric cancer cells SGC 7901 via Lipofectamine TM 2000 and was
intervened by GCV. Fluorescence microscope was used to observe the changes of cell morphology and the transfection efficiency. Cell
apoptosis was examined by TUNEL labeling and the apoptosis rate was determined by flow cytomtry. Normal hepatic cells LO2 were used
as control in all experiments. Results: The length of tk of therapeutic plasmid pGL3 hTERT tk was 1 100 bp. pGL3 control tk Luc +, pGL3
basic tk Luc + and pGL3 hTERT tk Luc + all could effectively transfect SGC 7901 cells with high telomerase activity, with the transfection
rate being (8.2+1.14)%. After SGC 7901 was transfected with therapeutic pGL3 hTERT tk and cultured with GCV for 4 d, the apoptosis
rate was (60.0+1.56)% and cell cycle also significantly changed; more cells at the early stage of cell cycle became apoptotic, with an
apoptosis rate of (47.1+1.35)%. Conclusion:pGL3 hTERT tk has strong killing effect against gastric cancer cells and has no influence on the
growth of normal cells, showing a potential in future clinical application.
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