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Research advancement in treatment of corneal injury by insulin
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Nowadays many evidences showed that insulin is a protein hormone with anti-inflammation and anti-apoptosis as

well as promoting the synthesis of glycogen,lipid and protein. Therefore , more studies are concerning the new role of insulin. The
pathological change of cornea injury is closely related to the pathological apoptosis and inflammatory response, and insulin can
regulate inflammation and apoptosis in the corneal injury by binding with the receptor, acting phosphatidylinosi-tol-3-kinase
(PLK) pathways and mitogen-activated protein kinase ( MAPK) channels. This review focus on the chemical structure of insulin,
signal pathway of insulin,insulin receptor and its substrate,,as well as its distribution of ocular surface and the study of treatment
of corneal injury.
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