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We evaluated three major pathways of endoplasmic reticulum stress in
cochlear culture. The IRE 1 pathway was able to be evaluated, however the other two pathways, PERK
pathway and ATF 6 pathway, was difficult to be evaluated in cochlear culture. The specific ER stress

marker CHOP was activated in cochlear culture but was not able to be rescued. As a result, we
failed to obtain a new result about ER stress and hearing loss.
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