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Adenovirus-mediated p53 gene therapy for human hepatocellular carcinoma
ZHANG Qin-hong', WANG Dong'?, MOU Jiang-hong' , LI Zeng-peng', QING Yi*, YANG Yu-xin® (' Department of Pa-
thology , *Cancer Center, Institute of Surgery Research, Daping Hospital, Third Military Medical University, Chongging 400042, China)

Abstract; Objective To explore the potential use of adenovirus-mediated p53 gene ( Ad-p53) therapy
for hepatocellular carcinoma. Methods A human hepatocellular carcinoma cell line SMCC-7721 was used.
Recombinant adenovirus carrying wild-type p53 gene was transfected into SMCC-7721 cells in vitro and injected
into tumor nodules in vivo. P53 protein expression was detected by immunohistochemistry. The growth of SMCC-
7721 cells in vitro and established hepatocellular carcinoma nodules in nude mice was examined. Results The
transduction efficiency of SMCC-7721 cell line was 100% at =100 MOI. The P53 protein expression peaked on
day 2 after infection and lasted for 5 d. Cell growth was greatly suppressed. In vivo studies, Ad-p53 transfer in-

hibited tumor growth of SMCC-7721 cells in nude mice. Intratumoral injection of Ad-p53 significantly inhibited

hepatocellular carcinoma-implanted xenograft. Conclusion

Transfection of wild-type p53 gene via Ad-p53 is a

potential approach to the therapy of hepatocellular carcinoma.
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