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Specific protein—protein binding/interaction is very useful, by which specific detection
of a protein by using an antibody, regulation of specific protein function by dominant
negative effect of the mutated protein, and so on become available. The purpose of this
study is to collect basic data and resources for establishment of the system, which can
automatically enhance affinity of Intended specific protein—protein binding. It was
planed to utilize a viral property of high mutagenisity for the system. Although we could
not proceed enough as we had planed at the beginning of the study, we used many experiences

obtained by this study for following future study.
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