2021 4
35 % 3

e PR - 5 WA e Sk 351 1 ) 2 7
J Clin Otorhinolaryngol Head Neck Surg(China)

s 285 -

A I B WY G T S

31 445

(X8R LR iErE B2 00 T2 W EOR IR
DOI:10. 13201/j. issn. 2096-7993. 2021. 03. 022
[(FES%ES] R764.43  [XEIEEHZ] A

ﬂij’:élm

A review of diagnosis and treatment of syndromic hearing loss

Summary Hereditary deafness is divided into syndromic hearing loss and non-syndromic hearing loss accord-

ing to whether it is accompanied by other system dysfunction. The early identification and diagnosis of syndromic

hearing loss is very important, including clinical and molecular diagnosis. Early diagnosis can predict the progress

of hearing loss, other systemic disorders and guide treatment. Thus otolaryngologists are likely to become the

first doctors to treat children with syndromic hearing loss. it is more necessary to master the clinical and molecular

diagnosis methods of common syndromic hearing loss, and cooperate with doctors of other relevant departments

for early intervention and treatment. Therefore, this article reviewed the common features, molecular diagnostic

methods and treatment strategies for syndromic hearing loss.
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