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In this study, we collected and analyzed genome samples from human deafness
pedigrees. The mutation of DID domain of DIAPH1 cause loss of autoinhibition leading to deafness.
We identified the first CLDN14 mutation in east Asian population, and the cochlear implantation
improved the hearing. The copy number variation of OTOA was significant cause of hearing loss. The

myosin VI mutants inhibit the elongation of microvilli, and presumably, stereocilia. The mutation
of POLD1 cause dysfunction of DNA polymerase. EphA2 binds to pendrin, the major cause of deafness,
and define the localization of the complex.
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