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Abstract

¢ BIGH3 gene plays an important role in ocular diseases.
On the one hand, it is closely related to the occurrence of
corneal diseases. BIGH3 gene can inhibit corneal
neovascularization, lead to corneal dystrophy, participate
in keratoconus formation. On the other hand, it can lead to
the formation of neovascularization in diabetic retinopathy.
The latest experiments show that TGF beta secreted by
macrophages can promote the expression of BIGH3 mRNA
and BIGH3 protein, and promote apoptosis of retinal
endothelial cells and pericytes, which leads to the
formation of neovascularization in diabetic retinopathy.
This article will describe the new progress of BIGH3 gene in
ocular diseases from several aspects as mentioned above.
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