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A Case of Lattice Corneal Dystrophy Type 1 Initially Showing Phenotypic
Characteristics of Granular Corneal Dystrophy Type 2 in One Eye and Dot and
Map Lesions in the Contralateral Eye
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Purpose: Lattice corneal dystrophy type 1 (LCD1) typically presents with linear lesions in the corneal stroma. We report an atyp-
ical case of a patient with LCD type 1, who exhibited granules and deep lines resembling granular corneal dystrophy type 2
(GCD2) in one eye and maps and dots resembling epithelial basement membrane dystrophy (EBMD) in the contralateral eye.
Case summary: A 22-year-old woman presented with progressive visual disturbances. Slit lamp examination revealed sub-
epithelial granular opacities and linear lines in one eye and maps and dots in the other eye. Peripheral blood was collected, and
genomic sequencing of transforming growth factor p-induced protein (TGFBI) was performed to identify any mutations. The se-
quencing revealed a heterozygous Arg124Cys (R124C) mutation, which is diagnostic for LCD1. Serial examinations over the
years indicated a spontaneous reduction in the granular deposits and an increase in the lattice component, illustrating the pro-
gression of the phenotypic traits associated with LCD.

Conclusions: Although the R124C mutation of TGFBI is known to be associated with LCD1, it can manifest clinical character-
istics similar to GCD2 or EBMD in the early stages of the disease. Genetic testing is recommended for definitive diagnosis in cas-
es of TGFBI-related corneal dystrophies.
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Figure 1. Slit lamp photographs of the patient through the
years. Slit lamp photographs from the initial visit depicting the
right cornea (A) and the left cornea (B). (A) The right cornea
exhibits multiple granular opacities (arrowheads), annular
opacities (asterisks), and subtle linear lines (arrow). (B) The
left cornea displays granular opacities (arrowhead), irregular
gray-white patches resembling map-like lesions (asterisks),
and smaller dot-like gray-white subepithelial opacities (letter a).
Slit lamp photographs taken 2 years after the initial visit show
the right cornea (C) and the left cornea (D). (C) Some granular
opacities in the right cornea have resolved, leaving behind an-
nular opacities (asterisks). (D) The dot-like subepithelial de-
posits in the left cornea have diminished (arrowhead), and the
gray-white patch-like lesion has transformed into a confluent,
irregular lesion with an opaque boundary and central clearing
(asterisks). Slit lamp photographs taken 5 years after the initial
visit depict the right cornea (E) and the left cornea (F). Most
granular opacities have resolved, resulting in annular opacities
(asterisks), and the lattice component has increased in both
eyes (arrows).
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Figure 2. Fourier-domain optical coherence tomography images taken 2 years after the initial visit. (A) The right cornea shows gran-
ular opacity (arrowhead) located superficially in the subepithelial region, while the lattice deposit (arrows) is situated in the deeper
stroma. (B) The left cornea shows irregular islands of patch-like lesions (arrowheads) in the epithelium and the Bowman’s layer.

Figure 3. Slit lamp photographs taken 9 years after the initial visit. (A) The right cornea, and (B) the left cornea shows increased lat-

tice components.
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