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Abstract : Objective

tional school of Handan city by genetic screening testing method and identify its molecular etiopathogenisis,to analyze mutations of

To investigate the genetic causes of non- syndromic hearing impairment(NSHI) patients in special educa-

coding sequence of GJB2 gene,and to provide the experimental and theoretical basis for the screening and prenatal diagnosis of deaf
genes, Methods 100 non-syndromic hearing impairment (NSHI) patients accepted the gene screening. 100 non-syndromic hearing
impairment(NSHI) patients were enrolled,including 58 males and 42 females. The expression of GJB2 gene expression were detec-
DNA samples (GJB2 gene two

genetic fragments) of 100 patients had amplification product the same segment size as expectations. 100 patients were diagnosed

ted by PCR methods. Application directly sequencing to detect the mutations of GJB2 gene. Results

with non-syndromic hearing impairment (NSHI), 11 causes(11%) showed homozygous GJB2 235delC mutation, and 19 (19%)
showed GJB2 single heterozygous genes mutations and compound heterozygous GJB2 mutation. Among them 16 cases were male,
14 cases were female,there was no statistical significance between male group and female group (P>>0. 05). Conclusion Incidence
of homozygous GJB2 235delC mutation, GJB2 single heterozygous genes mutations and compound heterozygous GJB2 mutation was
high in the deaf population of Handan city. G]B2 gene is the main pathogenic mutation forms. Molecular genetic screening for these

mutations and genetic counseling are effective.
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