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Abstract : Objective

Yuxi,and to provide etiological basis for detecting and treating deafness. Methods

To analyze the common deafness gene mutation sites in adolescent deaf patients in
Totally 9 loci in 4 genes of
131 patients with non-syndromic hearing loss in a deaf-mute school in Yuxi were detected by gene chip tech-
nology,including GJB2 gene c. 35 del G,c. 176 _191 del 6,c. 235 del C,c. 299 del AT,as well as GJB3 gene
c. 538 C>T and SLLC26 A4 gene c. 2168A>G,c. IVS7-2A>>G;mitochondrial 12SrRNA gene m. 1494 C>T,m.
1555A>G site. Results Totally 27 cases (28.3%,27/131) of patients with hereditary deafness related muta-
ted genes were found. There were 20 cases of GJB2 mutation,including 1 case of c. 176 _191 del 6 mutation,
which was Han nationality. C. 235 del mutation were found in 17 cases, 10 cases of which were Han nationali-
ty.2 cases were Yi nationality and 5 cases were Hani nationality. Two cases were c. 299 del AT mutation, both
of which were Han nationality. Eight cases of SLC26 A4 mutation were all Han nationality,including 4 cases
of c¢. 2168 A>>G mutation,and 4 cases of c¢. IVS7-2A >>G mutation. Two cases were mitochondrial gene (mtD-
NA) m. 1555A > G site mutation, both of were Han nationality, and no mutation objects in other ethnic
groups. Conclusion The GJB2 gene and SLLC26A4 gene are the main pathogenic genes of non-comprehensive
deafness patients in Yuxi city,with c. 235 del C mutation is the most common mutation site, followed by the c.

IVS7-2A>G and c. 2168 A>G mutation.
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