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Recent Development of Gene Therapy for Hereditary Deafness
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[Abstract] Deafness is one of the common sensory disorders. At present, the clinical options for the treatment of hereditary
deafness are still very limited, mainly by wearing hearing aids or undergoing cochlear implant surgery to compensate the hearing. In
fact, natural hearing cannot be restored. From the pathological point of view, restoring physiological hearing is the inevitable goal of
deafness treatment, so in this sense, a gene therapy is the ultimate method of deafness rehabilitation. At present, the gene therapy of
hereditary deafness is still in the stage of animal experiments. How to strengthen this basic research and promote its transformation

into clinical are the focus of future research. This article reviews the current status, development prospects and challenges of gene

therapy for hereditary deafness.
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