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Anti-tumor effect of E1B55kDar deleted adenovirus on human hepatocedlular carcinoma cel lines ZHAO
Jian, LUYan, @QJO Ygun. Cancer Ressarch Ingtitute, Second Military Medical University, Shanghai 200433,
China

Abgract  Objective To invedigae the in vitro and in vivo antirtumord dfect of E1B55kDa deleted
aderovirus (d1520) on human hepatocdlular carciroma (HCC) cdl lines. Methods Human HCC cell lineswith
dfferent p53 gerotypes were irfected with d1520. Four days &ter irfection, the percentage of surviva cells was
determined by colorimetric assay. RTpolymerase chain reaction (PCR) was used to examine dterationsof p53 and
p21"** expresdon. Aderovirus hexon gene expresion was applied to prove the presence of aderovirus irfections.
Hfectson vivo anti-tunor d1520 were examined with intraturmor injection of d1520 in the SCID mice. Results
After the irfection, the p53-null HCC cdl line, Hegp3B was o< vulnerable to d 1520 induced cytotoxic dfect with
a cel death rate o nore than 60 %. Whereas, less than 20 % R.C/ PRF/ 5 (p53-mutant) and Hep & (p53-wild
type) HCC cdl lineswere killed. The expresson of p53 and p21"#* was consderably enhanced dter the d1520
irfection in Hp&@. The intratunor inection o d1520 sgnificantly reduced the tumor gromth in Hep3B
xerogrefts  In contrag , o obvious tunor represson was observed in Hp& and RLC/ PRH 5 xemogréts.
Concdluson  d1520 sdectively kills the p53nul hepatocdluar carciroma, showing potentia goplication for
cancer trestment.
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