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The application of autophagy to prevent inner ear damage
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To investigate the autophagy in inner ear cultured cell line of HEI-OC1 under the
oxidative stress condition, GFP-LC3 was introduced to HEI-OC1. As a result, the appearance of GFP-LC3 was
observed under the confocal microscope in cytoplasm of the cultured cell. In addition the necrosis was con
firmed morphologically. From the observation of autophagic vacuoles was confirmed under the electron micro
scope, the both autophagy and necrosis was observed in the inner ear culture cell under the oxidative stre
ss condition. Rapamysine as a autophagy inducer was applied the HEI-OC1 treated with reactive oxygen, the
cell viability was significantly improved than Rapamysine (-) condition.
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