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Abstract

Purpose : A histopathological study of lattice cor-
neal dystrophy with L 527 R mutation of exon 12 on
transforming growth factor-beta induced gene (TG-
FBI).

Patient and Methods : The patient was a 66-
year-old woman with lattice corneal dystrophy.
Gene analysis and histopathological study of corneal
tissue obtained at the corneal transplantation were
performed. Mutation analysis was done for exon 4,
11, and 12 on the TGFBI gene by direct sequencing.
A histological study was performed by light micros-
copy with hematoxylin-eosin staining, dylon stain-
ing, or congo red staining, and by electron micro-
scopy.

Results : Gene analysis revealed L 527 R mutation
of exon 12 on the TGFBI gene. Light microscopic
examination showed dylon-positive and Congo red-

positive amyloid deposit from the superficial to deep
layer of the corneal stroma. In transmission elec-
tron microscopy, the corneal epithelial layer, the
basement membrane of the epithelium, Descemet’s
membrane, and the corneal endothelium were nor-
mal, but irregularity of Bowman’s membrane and
amyloid fibers in the corneal stroma were observed.

Conclusion : Lattice corneal dystrophy due to L
527 R mutation showed histopathological findings
similar to those of lattice corneal dystrophy type III.
Nippon Ganka Gakkai Zasshi(J Jpn Ophthalmol
Soc 108 : 118—123, 2004)
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