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Abstract

The author analyzed codon 347 of the rhodopsin gene using PCR (polymerase chain reaction)
amplification and restriction enzymes in 19 unrelated Japanese families including 28 patients with
autosomal dominant retinitis pigmentosa (ADRP). An allele of codon 347 mutation was found in a
family (father and daughter). Sequence analysis shows that the mutation is from CCG to CTG. This
mutation appears to be the cause of one form of ADRP, since it was also found in Japanese cases of
ADRP which have a different racial background from families reported by Dryja et al. (Acta Soc
Ophthalmol Jpn 96 : 237—242, 1992)
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