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Abstract: Objective To analyze the clinical manifestations and its genetic mutations in two Chinese female patients with Granular Corneal Dystrophy (GCD)

by target sequence capture sequencing and PCR sequencing. Methods Clinical data and anterior segment photographs of both patients were

collected, DNA was isolated from peripheral blood and chip capture high-throughput sequencing and PCR were used for mutation identification.

Results The clinical manifestations of both patients were recurrent corneal irritation and decreased vision. The anterior segment photography
showed granular or snowflake opacity in the corneal stromal layer. A heterozygous TGFBI gene mutation (c.1663C>T:p.R555W or c.371G>A:p.
R124) was found in each patient, respectively. Conclusion Bothpatients with granular corneal dystrophy showed symptoms of corneal irritation.
We found a heterozygous mutation at ¢.1663C>T:p.R555W or ¢.371G>A:p.R124 in TGFBI gene in each patient, respectively. GCD type 1 and GCD

type 2 are diagnosed through genetic diagnosis.
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