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PRESENT AND FUTURE IN THE DEAFNESS GENE RESEARCH
Tatsuo MATSUNAGA

Abstract In the past several years, significant progress has been made in the field of molecular
biology of hearing and deafness, and the identification of deafness genes has played a major role
in this progress. Auditory function is maintained by a number of molecules which are specific to
hearing. In these molecules, many deafness genes that cause hearing loss without causing any
other dysfunction were detected. In parallel with the 1dentification of deafness genes, the complex
mechanism of auditory function has been gradually uncovered. Approaches for the genetic testing
of deafness genes are diverse depending on the type of transmission and whether there is any other
associated dysfunction. Furthermore, the application of genetic testing ranges from research levels
to conventional clinical practice levels. Future study will be directed toward the identification
of more deafness genes, functional analysis of each deafness gene, study on the pathophysioclogy
and treatment of deafness genes related to hearing loss in various meodels, and the development
of more sophisticated and practical application of molecular diagnosis.
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Fig. 1 Inheritance Patterns in Congenital Deafness

Table 1 Cloned Genes for Nonsyndromic Hereditary Hearing Loss
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