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Search of the prophylaxis of the corneal endothelium disorder by the TGFB signal
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WFFEpe RO (L) : A healthy endothelium is essential for the maintenance of
transparency of the cornea. An alkali burn in the cornea is a clinically serious condition
because it damages not only the epithelium and stroma but also the endothelium. During
healing after an alkali burn, the fibrous structure is formed in the endothelial layer
beneath Descemet’ s membrane. Formation of such fibrous structure impairs the physiologic
function of the endothelium to maintain transparency. Blocking Smad signal effectively
suppresses injury—-induced endothelial-mesenchymal transition and fibrogenic reaction by
corneal endothelium without impairing repair of wound defect. Strategies that block Smad
may be useful for prevension and treatment of fibrogenic disorders in the corneal
endothelium.
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