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Analysis of the occurrence of deafness-associated gene mutation in neonates in Guangxi during 2016 and 2018
ZHANG Chun, ZHANG Ji-hong, LU Zhen-zhen. Department of Obstetrics, the People's Hospital of Guangxi Zhuang
Autonomous Region, Nanning 530021, China

[ Abstract] Objective To analyze the deafness-associated gene mutation of 6590 neonates in Guangxi from
June 2016 to December 2018, so as to provide scientific evidence for prevention and control of deafness-associated
birth defects of the local newborns. Methods A total of 6 590 neonates delivered in the Department of Obstetrics,
the People’s Hospital of Guangxi Zhuang Autonomous Region from June 2016 to December 2018 were selected to ex-
tract deoxyribonucleic acid(DNA) from cord blood. The mutation sites of the four deafness genes( GJB2, SLC26A4,
GJB3 and mitochondrial DNAI2SrRNA) were screened by using the crystal core 15 genetic deafness gene detection
kit. Results A total of 156 carriers with deafness gene mutation were detected, and the total mutation rate was
2.37% . The mutation rates from high to low were GJB2 > SLC26A4 > mitochondrial DNAI2SrRNA > GJB3, account-
ing for 48.72% , 34.62% , 14.10% and 2. 56% respectively. There was no statistically significant difference in deaf-
ness gene mutation composition ratio between male and female infants(P >0.05). There was no statistically signifi-
cant difference in the composition ratio of deafness gene mutation among different years( P >0.05). Conclusion The
neonatal deafness gene mutation carrying rates in Guangxi during 2016 and 2018 are similar to those in the previous
reports. No differences are found in the composition ratios of mutation deafness gene between genders and among dif-
ferent years.
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