Evidence for age-related cochlear synaptopathy unconnected to auditory temporal processing deficits
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Methods Participants audiograms

Participants
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Lifetime noise exposure was not correlated with TDSs, FMDTs or GDTs.
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FMDTs increased with
increasing age, consistent
with earlier studies [9].
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= Rarefaction clicks.

= 90:5:110 ppe dB SPL
= Rate: 11 clicks/sec.

= Filtering: 0.1-3 kHz.

= 2048 to 8192 sweeps.
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