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Development of induciblydiversified antibody-expressing cell library that
enables antibody phenotypic screening

TOMIZUKA, KAZUMA
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The aim of this study is to create a cultured cell library expressing
antibody molecules/peptides with more than 10 million of diverse specificities and to develop a
technology to obtain functional antibodies/peptides by phenotypic screening using the library. In
293T cells, which express human antibody molecules on the plasma membrane, we optimized the
conditions for genome editing targeting the CDR3 region of the human heavy chain, and succeeded in
randomizing 10 amino acids with a high efficiency of more than 10%. This result indicates that a
library size of more than 10 million per 100 million cells is feasible. Furthermore, after loading
the Wnt / B -catenin signal reporter system on the above cell line, diversification is induced, and
the search for the signal-regulating antibody and peptide is underway.
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