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MRS O EE (330) : Since mitochondria regulate the multistep process of autophagy, we
examined mitochondrial dysfunction in optic nerve. A significant decrease in mitochondrial
thioredoxin 2 (Trx2) level was observed in the optic nerve after intraocular pressure (I0P) elevation.
We also showed the quantification of microtubules and neurofilaments in axon in optic nerve
degeneration. LC-31I, which is an autophagy marker, is upregulated in the optic nerve after IOP
elevation. Rapamycin, an inducer of autophagy, ameliorated the axonal loss induced by 10P
elevation. Thus, these findings suggest the modulation of mitochondria and autophagy as a new
treatment strategy for optic nerve degeneration.
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