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Advances in the study on the correlation between deafness gene mutation and the postoperative efficacy of co-
chlear implant HUANG Lan-cheng, ZHOU Kai, FENG Meng-long, et al. Graduate School, Guangxi Medical Uni-

versity , Nanning 530021, China
[ Abstract |

Cochlear implant( CI) has been the most effective way to obtain hearing for patients with severe

and very severe sensorineural hearing loss since its clinical application. However, a small number of patients with

congenital deafness have not achieved satisfactory postoperative hearing improvement after CI despite receiving hearing

and speech function training. In recent years, with the development of gene detection technology, preliminary results

have been achieved in the study of deafness gene as the etiology of congenital deafness patients, and its influence on

postoperative efficacy of CI has also been widely studied. In this paper, the correlation between deafness gene muta-

tion and the postoperative efficacy of CI is reviewed.
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