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Hidden hearing loss and early identification

Summary The symptoms of hidden hearing loss(HHL) are concealed, mainly manifested as defects in the

threshold upper auditory function, which are related to noise exposure, aging and drug damage. There is no defi-

nite evidence to prove that whether the three factors participate in mechanism of synaptic damage in the cochlea.

The clinical audiological characteristics of HHL are mostly as follows: the normal threshold of PTA and the wave

response of ABR; the amplitude of the CAP of ABR wave [ or ECochG is lower at medium and high stimulation

intensity; the lower speech recognition rate under noise, etc. Ultra-high frequency pure tone audiometry, a series

of objective audiological examinations, such as ABR, ECochG and frequency-following response, speech audiome-

try under noise, noise exposure questionnaire evaluation were applied to detect HHL at early stage.
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