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Chemokine receptor as therapeutic target in ocular angiogenesis
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We evaluated the efficacy of anti-CCR3 treatment in mouse oxygen-induced
retinopathy model. In OIR mouse retina, CCR3 and eotaxin were significantly up-regulated. And
intravitreous injection of anti-CCR3 antibody suppressed retinal neovascularization, and VEGF 164
mRNA but not VEGF120 mRNA.

We also studied the fibrovascular membrane which was surgically excised during vitrectomy in
proliferative diabetic retinopathy eyes. In vascular endothelial cells, CCR3 and eotaxin were found
in the fibrovascular membrane, but not in epiretinal membrane.

From our studies, we demonstrated that CCR3-eotaxin pathway contributes to retinal angiogenesis, and
that anti-CCR3 antibody treatment suppressed retinal neovascularization. Anti-CCR3 treatment may
have potential as a new therapy for proliferative retinopathies such as diabetic retinopathy and
retinopathy of prematurity.
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