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Abstract

Purpose : To report a case of lattice corneal dys-
trophy (LCD) with Asn544Ser (N544S) mutation of
the transforming growth factor beta-induced(7G-
FBI) gene.

Case : A 68-year-old male patient with late-onset,
sporadic LCD without corneal erosion.

Amyloid deposits showing dot and lattice lines
were seen in the mid to deep stroma. After obtain-
ing appropriate informed consent, genomic DNA
was amplified by polymerase chain reaction (PCR)
and directly sequenced.

Results : A heterozygous single base pair transi-
tion (AAT — AGT), resulting in substitution of ser-

ine for asparagine at codon 544 of the TGFBI gene,
was detected.

Conclusion : The case was classified as atypical
type IV because of the late onset, lack of corneal
erosion, and amyloid deposits in the mid to deep
stroma.

Nippon Ganka Gakkai Zasshi(J Jpn Ophthalmol
Soc 108 : 618—620, 2004)
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