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[Abstract]  Objective To analyze the molecular pathogenesis of deafness family by gene diagnosis
method, and to provide accurate genetic counseling for the families with different causes of hearing loss
through the differential gene. Method A total of 3 deaf families participated in the study, 3 families were
deaf mute, all patients were collected peripheral blood and extracted DNA, GJB3, SLC26A4, G]JB2,
mitochondrial 12SrRNA 9 hot spot mutations were detected. Results The first families with GLC26 A4
mutations, the wife carrying 12SrRNA mutation; the second family husband with SLC264 A heterozygous
mutation, the wife carrying SLLC26 A4 heterozygous mutation and GJB2 mutation; the third family husband
and wife were not detected in 9 deaf gene mutation. Conclusions GJB3, SLC26A4, GJB2 and mitochon-
drial 12SrRNA four gene can be detected, which can identify the causes of most of the hereditary hearing
loss. The detection results of deafness family genetic counseling is an effective method for the prevention of

deafness family birth again in deaf children.
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