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An old version of Fig. 2 was inadvertently printed in this 
paper. The revised part of Fig. 2 is printed below. 

A GenBank accession number has now been assigned­
U09806. 
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Figs 3 and 4 were inadvertanly transposed in this paper; 
the legends were correct, as published. 
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phosphodiesterase ~-subunit 
gene in autosomal dominant 
stationary night blindness 
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Nature Genetics 7, 64-68 (1994) 
The authors would like to apologize for two regretful 
mistakes. The amino acid substitution predicted by the 
mutation ( CAC-258-AAC) is given incorrectly throughout 
the paper; it should read His258Asn/H258N. Also, residue 
259 (codon AAG) in Fig. 2 should read lysine (not leucine). 
The revised Fig. 2 is shown below. 
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