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Analysis of genetic deafness loci in 3 500 newborns in Inner Mongolia autonomous region’
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Abstract:Objective To analyze the hot spot mutation site of deafness gene in newborns in Inner Mongo-
lia autonomous region,and to provide powerful data for clinical treatment of hereditary deafness. Methods In
a total of 3 500 newborns accepted deafness gene screening were detected 4 genes and 20 loci of genotypic deaf-
ness by combination probe anchored polymeric sequencing from January 1 to June 30 in 2018 in Inner Mongo-
lia Maternal and Child Care Hospital,and the distribution of genetic mutations in deafness in Inner Mongolia
autonomous region was investigated. Results The results of deafness gene screening indicated that there were
a total of 193 mutations in 3 500 newborns, the mutation rate was 5. 51 % ,heterozygous mutation in 178 cases,
the mutation rate was 5. 09%. There were 15 cases of pure mutation, the mutation rate was 0. 43%. There
were 82 genetic mutations on GJB2, the mutation rate was 2. 34%. There were 78 genetic mutations on
SLC26A4, the mutation rate was 2. 23%. There were 17 genetic mutations on GJB3,the mutation rate was 0. 49 %3.
There were 16 genetic mutations on mitochordria 12SrRNA, the mutation rate was 0. 46 %. Conclusion Inner Mon-
golia autonomous region has a higher carrying rate of genetic mutation sites for deafness, which indicates that
Inner Mongolia autonomous region newborn deafness gene screening is comprehensive development of impor-
tance for identifying the cause of deafness as early as possible,so as to enhance the survival ability of deaf chil-
dren,and improve the quality of family life of deaf children.
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