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Abstract

Objective: To investigate whether T cells are involved in the process of optic nerve injury and
protection. Methods: Mice were randomly divided into control group, IR7D group, shRNACD3¢
+1IR7D group, and the expression levels of CD3¢, retinal ganglion cells (RGCs), apoptosis-related
proteins and P38 of mitogen-activated protein kinase pathway were observed. Results: In this study,
we identified increased expression of CD3Y in the retina following retinal ischemia reperfusion (IR) in
mice. AAVY targeted to inhibit CD3¢ expression by intravitreal injection rescued RGCs loss and dys-
function after IR. Inhibition of CD3¢ can increase the relative protein expression of BCL.-2/BAX, pro-
mote the anti-apoptosis direction of cells, and inhibit the phosphorylation of P38. Conclusion: This
study further confirmed that T cells are involved in the occurrence of ocular neurodegenerative
diseases such as glaucoma, and rregulating T cell activity or CD3¢ expression may be one of the po-
tential targets for the treatment of optic nerve injury in the future, which brings hope for patients with
optic nerve injury.
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