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W o MEE (3530) : Induction of matrix metalloproteinases (MMPs) in non—pigmented
ciliary epithelium (HNPCECs) by tumor necrosis factor—alpha (TNF-« ) was counteracted
by infliximab. Immunostaining showed that the MMPs degraded claudin—-1 and occludin,
major components of the tight junctions in the blood-aqueous barrier, in HNPCECs and
in non—pigmented ciliary epithelial cells of the swine ciliary body.
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