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Fuchs endothelial corneal dystrophy (FECD) is a bilateral, progressive
corneal endothelial disease. Corneal transplantation is the only current treatment option, though a
pharmaceutical therapy has been anticipated. In this study, we showed that unfolded protein
accumulates in the endoplasmic reticulum (ER) of corneal endothelial cells in FECD patients, and
that unfolded protein progressively induces corneal endothelial cell (CEC) death via ER stress. We
also showed the possibility of a pharmaceutical treatment of FECD by preventing the ER stress and
apoptosis of CECs by using transforming growth factor beta (TGF-B ) signaling inhibitors.
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