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The Killing Effects of HSV-tk/GCV Suicide System

on Hepatocellular Cell Line Huh-7/
GUO Guo-ying » XIE Guo-liang » HE Guo-qing » KONG Yan-ping , WANG Yi-gang
(Xinyuan Institute of Medicine and Biotechnology, School of Life Sciences,
Zhejiang Sci-Tech University, Hangzhou 310018, China)

Abstract: Herpes simplex virus thymidine kinase (HSV-tk) gene/ganciclovir (GCV) has been wildly
used as a traditional gene therapy modality, This study explores the killing effects of lenteviral vector car-
ried HSV-tk/GCV suiside system to Huh-7 cell line. First of all, Flurescence imaging assay detects the
transfection efficiency of lenti virus, HSV-tk expression is examined by Genome PCR and RT-PCR; Then,
MTT assay tested the growth inhibition effects of different concentrations of GCV on HSV-TK"™ Huh-7
cell line and various mix ration between HSV-tk " and HSV-tk ™ cells. The results show that HSV-tk/GCV
system has great killing effects on Huh-7 cells, and the obvious bystander effects are observed in experi-
ments.
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