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[ Abstract)

AFP was applied to as a golden tumor marker for diagnosing HCC due to AFP gene was activated in early stage of ma-

Alpha-fetoprotein (AFP) associated with the development of hepatocellular carcinomas (HCC).

lignant transformation of liver cell. However, the molecular mechanisms that the role of AFP on hepatocarcinogenesis
remain poorly understood. Recently, we found that AFP not only exerted role on impeding all trans retinoid acid recep-
tor-b (RAR-b) regulated expression of target genes, but also blocked transduction of apoptotic signal through suppress-
ing the activity of caspase-3; Importantly, AFP has a function to activate phosphoinositide-3-kinase(PI3K)/protein ki-
nase B (AKT) signal transduction via inhibiting activity of PTEN. These datum implied that AFP plays critical role on
anti-apoptosis of HCC. AFP Inhibited expression of AFP was able to augment HCC sensitivity to tumor necrosis fac-
tor-related apoptosis-induced ligand (TRAIL) and all trans retinoid acid. These datum evidenced that AFP has a func-
tion for driving malignant transformation of liver cells and antagonizing apoptotic induced by agents of HCC. Re-
vealed novel function of AFP foreshowed that AFP maybe play a pioneer factor role on driving malignant transforma-
tion of liver cells, and AFP was used as a gene target for therapy of HCC.
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lular carcinoma.
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