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i Using multiple antibody staining over the mouse whose specific rhombomere
was genetically labelled, it is clarified that a part of the cochlear nucleus cell types

differentiates from specific rhombomere. By analyzing the cell type distribution in the cochlear
nucleus in the mutant mice whose rhombomeric information were modified, the lack of a part of cell

types was found. All the results in this study support the hypothesis that the rhombomeric origin is
the key in the differentiation of the cell types in the cochlear nucleus.
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