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[ Abstract] Objective To investigate the features of GJB2 gene coding region in non-symdromic deaf patients
from Dai and Han ethnic group of Simao Region. Methods DNA was exiracted from peripheral blood samples of 94
non-syndromic deaf patients (20 Dai and 74 Han ethnic group) and 152 healthy controls (40 Dai and 112 Han
ethnic group) in the Pu’er Area. GJB2 gene coding region mutation was analyzed by polymerase chain reaction
(PCR) and direct sequencing method. Results Six types of GJB2 gene variants were detected, which included
79G—A . 341A—G. 109G—A . 235delC. 608T—C and 257-258GC to CG. 235delC genotype was not found in
the control group. Three patients (1 Dai and 2 Han ethnic group) in 94 deafness patients were found carrying
235delC homozygous mutation ( 3.19% ). The other five variants were confirmed common polymorphism.
Conclusion The frequence of 235delC genotype of GJB2 gene coding region is lower in Dai and Han ethnic group of
Simao Region compared with Han ethnic group in other province.
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Tab. 1 Common nucleotide variation in GJB2 gene coding region in deaf group and control group
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Tab. 2 Common nucleotide variation in GJB2 gene coding region in Dai and Han ethnic group
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