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[Abstract] Objective To observe the effects of grub extract on chemokine receptor 3 (CCR3) and its ligand eosinophil activated
chemotactic factor (Eotaxin) in the choroidal neovascularization (CNV) tissue of the experimental ocular. Methods A total of 32 male
BN rats of 8 weeks old were randomly divided into a blank group, a model group, an oral administration group and an
eye drop group by random number table method, and different intervention measures were given. The rat model of CNV was
established by YAG laser. Fluorescein fundus angiography (FFA) was performed 7 days and 28 days after model establishment.
Immunohistochemical staining of CCR3 and its ligand Eotaxin was observed 28 days after model establishment and its results were

observed and analyzed. Results The FFA examination showed that all the groups were successful in modeling except the
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blank group 7 d after the model establishment; the fluorescence leakage of the oral administration group and the eye drop group
was reduced 28 days after model establishment. The results of CCR3 and Eotaxin immunohistochemistry showed that the levels of
CCR3 and Eotaxin in the oral administration group and the eye drop group were significantly decreased than those in
the model group, with statistically significant differences (P<0.05). The difference between the oral administration group and the
eye drop group was not statistically significant (P>0.05). Conclusion Both routes of sputum exiract can inhibit the expression of
CCR3 and its ligand Eotaxin in the experimental CNV model, thereby inhibiting the formation of experimental CNV.

(Keywords) age-related maculardegeneration; choroidal neovascularization; grub extract; chemokine receptor 3; eosinophil

activated chemotactic factor
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