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Research Progress on Retinal Microglia Cells
ZHOU Yasha, PENG Qinghua*, WEN Xiaojuan, LI Pin
(Hunan University of Chinese Medicine, Changsha, Hunan 410208, China)

(Abstract] Retinal microglia cells can be found in the outer nuclear layer, outer plexiform layer, inner plexiform

layer, ganglion cell layer and nerve fiber layer. Microglial cells,which have a

“double —edged sword” feature, are closely

related to the development and prognosis of many retinal diseases. Microglia cell has become a hot field on department of

ophthalmology in recent years. This paper reviews the research progress on funcition of retinal microglia cells and its relation

with the common multi—factor eye diseases.
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