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Development of molecular diagnostic system for the prediction of therapeutic
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Hepatocellular carcinoma (HCC) is the most common primary liver cancer with
poor prognosis. Sorafenib, an oral multikinase inhibitor, has been recognized as a new
molecular-targeted therapy for HCC. Sorafenib suppresses tumor growth and angiogenesis by inhibiting

the RAS/RAF/MAPK signaling pathway and tyrosine kinase receptors including vascular endothelial
growth factor receptor (VEGFR) and platelet derived growth factor receptor beta (PDGFRB). We
analyzed DNA methylation of VEGFR and PDGFRB genes. We have detected DNA methylation of VEGFR and
PDGFRB genes in a subset of HCC cell lines and tissues. We were also able to anakyze DNA methylation
of these genes using circulating cell free DNA. DNA methylation of these genes may become a
biomarker for the prediction of Sorafenib sensitivity in patients with HCC. Our results warrant
further investigation.
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