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The application of CRISPR-Cas system in studying hearing loss
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China)

Abstract Hearing loss is one of the most common public-health issue that causes great damage to human economy
and society. As estimated, up to 60 percent of prelingual hearing loss is attributable to genetic factors. Hereditary hearing
loss is always a hot field of genetic disorders research. In this paper, we describe CRISPR/Cas system currently used for
genome editing, and discuss issues pertaining to applications of CRISPR/Cas9 in auditory systems implicated in genetic
hearing loss.
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