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Abstract : Objective To investigate the influence of DIAPH3 gene mutation in pediatric auditory neuropa-
thy spectrum disorder (ANSD) on hearing impairment. Methods The retrospective study was adopted. Eight-
y children patients with ANSD carrying DIAPH3 gene mutation were selected as the mutation group,and oth-
er 80 cases of deafness without carrying DIAPH3 gene mutation undergoing the examination in the otolaryn-
gology department of Yanta District Hospital of Traditional Chinese Medicine served as the non-mutation
group. The clinical characteristics of the two groups were recorded. The influence of DIAPH3 gene mutation
on hearing impairment was analyzed. Results There was statistically significant difference in the degree of
hearing impairment between the two groups (P <C0. 05). In the mutation group,56 cases were the low-fre-
quency ascending type in audiometric curve, 14 cases were the flat type,and 10 cases were the high-frequency
descending type,which showed the statistical difference compared with the non-mutation group (P <C0. 05).
All hearing thresholds under the stimulation of all frequencies (0.5,1.0,2.0,4.0 kHz) in the mutant group
were significantly higher than those in the non-mutant group (P <C0. 05). Conclusion DIAPH3 gene muta-
tions may affect the degree of hearing loss, distribution types of audiogram curves and auditory steady state re-
sponses. DIAPH3 gene mutation screening can provide reference for the diagnosis and treatment of children
with ANSD.
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