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Hepatoma-derived growth factor (HDGF) is a new molecule that we identified as a novel
growth factor. Down-regulation of HDGF resulted in the suppressive effects on the
proliferation of the hepatocelluar carcinoma (HCC) cells. Vitamin K could reduce HDGF
expression through the transcriptional suppression of HDGF promoter. Various factors
which are involved in the angiogeniesis and cellular growth were found as potential target
molecules of HDGF. Increased plasma HDGF concentration was related to the HCC
development and early recurrence after the treatment. These findings should lead to the
new therapy for HCC by the regulation of HDGF expression and the signal transduction.
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