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Development of Next-Generation Immunotherapy using Antitumor Antibodies armed
with Bridging-BiTE against Refractory Tumors
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In this study, we have developed a new modality, named as B-BiTE
(Bridging-Bispecific T-cell Engager) by using gene-engineering technology. B-BITE possesses two
single chain fragment variables (scFvs) which are specific for human 1gG-Fc and human CD3,
respectively. B-BiTE can bind to an antitumor antibody, thereby generating a new bispecific
antibody. A mAb/B-BITE complex can activate human T cells while preserving human NK-cell reactivity
which is mediated by a mAb itself. Therefore, a mAb/B-BiTE complex can induce enhanced in vivo
antitumor effects as compared to those mediated by a mAb alone. B-BiTE can allow us to develop a
panel of new bispecific antibodies from a series of clinically available mAbs, resulting in further
advancement of next-generation antibody-based cancer immunotherapy.
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