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Hearing Follow — up and Intervention for Congenital Cytomegalovirus Infected Neonates with Connexin26 Gene Mutation. Lin Hailong
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325000, China

Abstract Objective Investigate congenital cytomegalovirus infection in neonates with Connexin26 gene mutation, and analyze its
relationship with hearing impairment, implemented hearing follow — up and intervention on SNHL infants. Methods Sixty CMV - DNA
positive newborn from The Second Affiliated Hospital of Wenzhou Medical University and The first people’s Hospital of Yongkang were in-
cluded in this study, remained the umbilical cord blood to detect the connexin26 gene expression of mRNA with RT — PCR, PCR results
for sequencing, tracked the newborn hearing, analyze the correlations between the mutation of connexin26 gene and listening test results.
Hearing intervention was proceeded on the occurrence of sensorineural hearing loss infants, evaluated the intervention effect of 1 years old.
Results In all of the newborns, a total of 39 cases had 235delC mutation, 11 cases in the mutations for the development of SNHL. The
results of correlation analysis showed that there was correlation between gene mutation and hearing impairment. On the occurrence of
SNHL infant hearing intervention, there were still a few infants hearing impairment aggravating, but Gesell assessment found that its lan-
guage, social contact and adaptation ability conpare to normal children with no significant difference in statistics. Conclusion Cytomega-
lovirus infection in neonates can lead to mutations in the connexin26 gene, and may further lead to hearing loss, in the event of SNHL, ac-
tive listening intervention can guarantee the normal development of the language and social ability.

Key words Cytomegalovirus; Neonate; Connexin26 gene; Sensorineural hearing loss
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