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Relationship between immune response and secretory otitis media
Summary  Otitis media with effusion (OME) was first described by Austrian otologist POLITZERZAI in

1867. The main feature is ear effusion and conductive hearing loss. However the etiology and pathogenesis of

OME has not been clear up to now. It is thought that OME can be induced by upper respiratory infection,also can

arise after radiotherapy of head and neck cancer. Presently the dysfunction of eustachian tube,infection of middle

ear and allergic reaction are considered to be the major causes of OME. In recent years, more and more researches

have concerned in immune response and otitis media with effusion.
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Hearing loss associated with GJB2 gene mutation

Summary Deafness refers to different degrees of hearing loss(HI). The factors leading to HI are complex,

among which heredity is a major one. Nonsyndromic hearing loss(NSHL) accounts for 80% of hereditary deaf-

ness. More than 140 genes have been regarded to be closely related to NSHL. The mutation of GJB2(gap junction

protein, beta 2)gene accounts for 80% of NSHL and more than 50% of children NSHL, playing the most impor-

tant role in deafness genes. This paper reviewed the studies on the association between GJB2 gene mutation and HI

to provide reference for genetic diagnosis and counseling.
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