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Abstract: Objective To analyze the value of decoy receptor 3(DcR3) expression in the proliferation and
anti-apoptosis of hepatoma cells by vitro testing. Methods The DcR3 recombinant lentivirus vectors and
DcR3 lentiviral non-specific vector were synthesized and transfected to HepG2 cells. The GFP green fluores-
cent protein were observed by fluorescence microscopy to determine the transfection efficiency. The DcR3 pro-
tein levels were analyzed by Western blot. The growth inhibition was examined by the draw growth curve,and
qPCR assay was used to detect the changes of transcription levels of caspase 3,Bax and bcl-2. Results The ex-
pression levels of DcR3 in HepG2, MHCC-LM3 and MHCC-97H were detected. The expression of DcR3 in
HepG2 cells was significantly lower than that in liver cancer cell line MHCC-LLM3 and MHCC-97H ,and which
had significant difference (P <C0. 05). After up-regulating the DcR3 of HepG2 cell line. Compared with L.V-
DcR3 group,the transcriptional levels of caspase 3 and Bax in LV-DcR3 group were down-regulated signifi-
cantly, whereas the expression level of Bel-2 was up-regulated significantly, the difference was statistically sig-
nificant (P<C0. 05). When cultured to the 4th day,the proliferation rate of LV-DcR3 group [(39.45+3.61)]
was significantly different from that of LV-NC group [ (25. 98=+5. 34) ], the difference was statistically signifi-
cant (P =0.022). When cultured to the 6th day,the proliferation rate of LV-DcR3 group [ (65. 84 +6.16)]
was significantly different from that of the LV-NC group [ (33. 34 +4. 55) ], the difference was statistically
significant (P =0, 002). Conclusion DcR3 promotes the proliferation and anti-apoptosis of liver cancer cells

through up-regulation of the expression of the anti-oncogene Bcl-2.
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