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Mechanisms of neuronal-glial-vascular interactions in the retina and the
development of novel strategies for treating retinal diseases
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This study aimed to expand and update our current understanding of the

mechanisms of neuronal-glial-vascular interactions in the retina, by using the retinal neuronal cell
loss model. In the model, the vasculature is impaired by preventing endothelial cell growth and

causing capillary regression. We found that 1) astrocytes produce fibronectin, one of extracellular
matrices, which provide a scaffold for revascularization, and 2) Muller cells provide vascular
growth factors for driving the angiogenesis associated with revascularization, in the retinal
neuronal cell loss model. These findings suggest that glial cells (astrocytes and Muller cells) play
an important role in the process of the re-vascularization in the injured retina. Manipulation of
glial cell function would be a novel strategy for treating retinal diseases.
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