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FSCREH ¢ Studies on neutralizing anti-heparin-binding epidermal growth factor-like
growth factor (HB-EGF) antibodies for drug development of cancer

treatment
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%—% : Characterization of a variety of neutralizing anti-HB-EGF monoclonal antibodies by different

immunization methods
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% & :  An anti-HB-EGF monoclonal antibody inhibits cancer cell proliferation and multiple
angiogenic activities of HB-EGF: a potential anti-cancer therapeutic agent
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