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The involvement of autoimmunity has long been proposed as one of the causes
of inner ear hearing loss. We have generated a novel transgenic mouse model in which immune
tolerance to the cochlear sensory epithelium is disrupted, and have investigated the immunological
surveillance mechanism of T cells against the cochlear sensory epithelium. In the present study, we
performed comprehensive gene expression analysis to clarify the molecular pathogenesis of this
phenomenon. Evidences showed that while antigen presentation was occurred in the cochlea under
T-cell surveillance in CD4+ T-cell autoimmunity, gene expression changes are most prominent in the
endolymphatic sac and includes apoptosis related genes.
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Endolymphatic
Hydrops

FIG. 1. Central hypothesis for Méniére's syndrome (modified
after Kiang (10)). Many possible etiologic factors can lead to
endolymphatic hydrops, which in turn generates the clinical
symptoms.
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