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WFEE R OBEE (F30) : In this study, we developed a novel protein delivery system using peroxisome
and the peroxisomal protein import system as a protein delivery carrier and a protein concentrator,
respectively. First, we established an affinity purification method for highly purified peroxisomes in
which the target protein had been efficiently imported intracellularly. Next, we developed an efficient
method to display specific antibodies onto the surface of the purified peroxisomes and utilized it to an
antibody-dependent and functional delivery of the target protein encapsulated in the peroxisomes.
Finally, we successfully demonstrated that o-galactosidase A, a therapeutic protein agent for Fabry
disease, could be efficiently delivered into the target lysosomes by using this novel protein delivery
system.
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