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Abstract: Objective To investigate the significance of conducting the spouse gene sequencing of pregnant
women carrying deafness gene mutation in the secondary prevention for reducing birth defects. Methods A-
mong 1 951 pregnant women,78 cases of deafness gene mutation carriers were detected and the corresponding
gene sequencing was conducted in their spouses. If the Sanger sequencing method found that both sides were
the carriers with same deafness gene mutation,the fetus conducted the prenatal diagnosis of deafness gene on
the premise of informed consent. Results The corresponding gene sequencing was performed in the spouses of
78 pregnant women carrying deafness gene, 12 cases of deafness gene mutation were found, of which 4 cases
carried the same mutant gene,including 2 cases of SLC26A4 gene heterozygous mutation and GJB2 gene heter-
ozygous mutation. Four couples conducted the prenatal diagnosis of fetal deafness gene by amniocentesis under
full informed and informed consent. Conclusion Conducting the deafness gene screening in the pregnant group
by gene chip can effectively detect the dealness gene carriers. Conducting the corresponding deafness genes se-
quencing analysis in their husbands and the prenatal diagnosis of the corresponding genes for the couples with
the same gene mutation carrier can effectively reduce the birth rate of neonates with congenital deafness.
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