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Screening results of deafness susceptibility genes
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Abstract; Objective To study the carrying status of deafness susceptibility genes among newborns in Shaoguan region, and to

Methods

Multiplex PCR combined with diversion hybridization technology was used to detect 13 hotspot mutations of four deafness—asso-

provide a scientific basis for developing genetic counseling and establishing a deafness prevention and control system.
ciated genes in 1,242 newborns.  Results A total of 53 (4.27%, 53/1,242) deafness—associated gene carriers were detected ,
of which SLC26A4 was detected in 24 cases (1.93%, 24/1,242), GJB2 in 19 cases (1.53%, 19/1,242), miDNA in 8 cases
(0.64%, 8/1,242) and GJB3 in 2 cases (0.16%, 2/1,242).
oguan region are SLC26A4 and GJB2, and their mutation hotspots are IVS7-2A>G and 235delC respectively. Screening the neo-

Conclusions  The main deafness—associated genes in Sha-

natal population for deafness susceptibility genes is conducive to early detection and early intervention of hereditary deafness, and
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has a good clinical application value.
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