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The clinical and histopathologic changes of experimental Acanthamoeba
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Abstract The incidence of Acanthamoeba keratitis is gradually increased with the application of corneal
contact lens. So the treatment of Acanthamoeba keratitis is very important. The experimental model of Acanthamoeba keratitis was

Methods

Objective
induced in this study to analyze the pathological and immunological response features. Acanthamoeba keratitis was
produced in 32 eyes from 16 New Zealand white rabbits by intrastromal injection of 0. 2 mL Acanthamoeba suspension. The equal
amount of normal salt solution was used at the same way in 4 eyes from 2 rabbits,and 4 eyes of 2 normal rabbits were as normal
control. The cornea manifestation was clinically scored. Histopathological and immunology response features of the cornea were
observed by HE staining and immunohistochemisiry respectively under the transmission electromicroscope in 1,3,7,14,21,28,
42,84 days respectively following the injection. Results The corneal edema, corneal ulceration and lamellae necrosis were
seen from 1 day through 84 days after injection. Corneal necrosis occurred inside the tissue and followed the fibroblast cell
proliferation. Neutrophils infiltrated in the corneal tissue from 1 to 21 days after injection and followed macrophage infiltration
thereafter. Lymphocytes infiltration was also observed during the disease course,and CD4 +/CD8 + was abnormal on day 7 and
14 after injection of 0. 2 mL Acanthamoeba-NS suspension. The expression of MMP13 reached peak on day 14 and that of FGF2
was on day 28. Conclusion Injection of Acanthamoeba keratitis into rabbit induce the cornea lamellar necrosis at early stage
and scaring later. CD4 + /CD8 + , expression of MMP13 and FGF2 present a dynamic alteration as the disease development.
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