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Recently, coEy number variants (CNVs) have been recognized as a major cause
of genetic hearing loss. We undertook CNV analysis of the deafness causing genes using
Next-?eneration sequencing (NGS) dataset and custom array CGH. We used the NGS platform with a
social health insurance-approved method, and then performed CNV calling using read-depth approach we
developed. The CNV results were confirmed with customized array comparative genomic hybridization
(array CGH). We identified CNVs of the STRC genetic region as an important cause of hearing loss.
The present study indicated that a considerable number of deafness patients, particularly among
mild-moderate ARHL patients, caused by CNVs in the STRC gene.
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