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WFZERC RO EE  (330) : For advanced hepatocellular carcinoma has not been established at
all treatments, we ve been doing this research for the purpose of development of
therapeutic antibodies as ideal therapeutic agents. We have shown that interferon
(IFN) ~a/B induced the up-regulation of fibroblast growth factor receptor-1(FGFR-1)
expression in several human liver cancer cells. Based on this result, we have created
several anti—-FGFR-1 monoclonal antibodies (MoAbs). We revealed that the efficacy of
combined treatment with anti-FGFR-1 MoAb and interferon-o/p in human liver cancer cells
invitroand in vivo. The aim of this antibody therapy is more potent anti—cancer effects,
we performed molecular alterations of this antibody, and established a tri—functional

specific antibody in this study.
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