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Mechanisms of glaucomatous optic neuropathy

WANG Yu-ping, YUAN Yuan-zhi*
Department of Ophthalmology, Zhongshan Hospital, Fudan University, Shanghai 200032, China

[ Abstract] Glaucoma is a group of progressive optic neurodegenerative diseases with common features of optic atrophy
and visual field defects. Progressive death of retinal ganglion cells and loss of axons are important features of glaucoma, which
eventually lead to irreversible visual loss in severe cases. At present, glaucomatous optic neuropathy (GON) can be caused by
many factors—apart from the mechanical theory and vascular ischemia theory, the two most prevalent hypotheses on the
pathomechanisms of GON, neural factors, oxidative stress and immune factors are also involved. Genetic factors and lifestyle
may also affect its occurrence and development. The mechanism of GON has not been fully understood. This article reviews the
recent studies on the mechanism of GON, and hopefully provides new insights into the prevention and treatment of optic nerve
damage.
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