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[Abstract] Objective
deafness,and to understand the molecular characteristics of patients with nonsyndromic hearing impairment in Sheny-

ang. Methods

To investigate the clinical application value of gene chip technique in screening genetic

DNA samples were extracted from peripheral blood of 100 cases of clinical and ward sporadic nonsyn-
dromic deafness patients in Shenyang., and detected for 9 mutations of 4 common deafness genes, including GJB2,
GJB3.,SLC26 A4 and mitochondrial 12S rRNA by gene chip kits. Results
itive with genetic deafness mutations,and the positive rate was 36. 0% (36/100) , wherein the positive rates of muta-
tion in GJB2,SLC26A4, mitochondrial 12S rRNA and GJB3 respectively were 20. 0% (20/100),14. 0% (14/100),
2.0%(2/100) and 0. 0% (0/100). There were 19 cases positive with deafness gene mutation type,accounting for

In 100 deafness patients, 36 cases were pos-

52.8%(19/36) ,and 17 cases positive with heterozygous mutation type,accounting for 47. 2% (17/36). Conclusion
Except for GJB3 gene, the other three deafness gene mutations could be detected in population of Shenyang.
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