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Gene therapy for optic nerve injury
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Abstract Injury can induce the mieroenvironment alteration around the optic nerve. How to control these changes by gene

therapy so that the microenvironment change is helpful for us to protect the injured optic nerve are focused by many studies

recently. Optic nerve and its neurons-retinal ganglion cells( RGCs) and related visual pathway as a classical model of the central

nervous system,the findings of them are also very useful on the central nervous system diseases. In this paper, we provide a brief

overview related to characters of dead RGCs after optic nerve injury, the change of microenvironment, gene therapy tools and

treatment of injury in common areas such as genetic intervention.
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