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Activity of specific deoxyribozymes targeting at HCV 5'-NCR controlling luciferase ex-
pression in transfected HepG2 cells

YU Yue-cheng, GU Chang-hai, WANG Sheng-qgi, MAO Qing, CHEN Zhong-bing, WANG Yu-ming (Institute of Infectious Dis-
eases of PLA, Soutlwest Hospital, Third Military Medical Universty, Chongqing 400038, China)

Abstract: Objective To evaluate the inhibitive effect of several deoxyribozymes(DRz) targetting at hepatitis C

virus (HCV ) 5/*noncoding region (5'NCR) which controls luciferase exptession in transfected HepG 2 cells. Methods
Based on the sites characterized by 5 Y YR---3' (Y=A/G, R=U/C)in HCV 5'-NCR, four deoxyribozymes

which adopted the active center of 10 ~23 DRz were designed. They were named as DRz-232, DRz-127, DRz-84
and DRz, and their wrresponding phosphorothioate ones (TDRz) and active-region-mutated phosphorothioate ones
(MDRz) were obtained too. They were directly added to the cultured HepG2 cells transfected with plasmid pHCV-
neo which contains lu
cells were lysed at certain time points after the addition of these drugs to release luciferase, and the reduction of lu-
ciferase activity was measured by chemiluminescence method for calculating the inhibition rates. Results  Inhibition
rates of DRz-232/TDRz232, DRz-127/TDRz127, DRz-84/TDRz-84 and DRz1/TDRzl were 14. 3%/14. 9%,
53.2%/50. 6%, 25.6%/23. 8% and 44.7%/43.3% at 24 h time point after transfection of drugs at a final con-
centration of 0.5 #mol/ L, respectively, and the rates were higher than those of the corresponding MDRzs. There was
significant difference betveen the results from transfection and non-transfection groups. Conclusion  Specific de-
oxyribozymes with appropriate target sites may have both antisense inhibition and cleavage effect in cells. Inhibition
rates of transfected drugs are significantly better than those of the directly-added nontransfected drugs.
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