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CORRECTION

Giusti RM, Rutter JL, Duray PH, et al. J Med Genet 2003;40:787–792.
During the production process errors were introduced into Table 1 of
this paper. The odds ratio value for the BRCA1 5382insC mutation in
the WAS + MECC studies should read 0.95. The 95% CI for the BRCA2
6174delT and the total positive frequency should read 0.89–4.56 and
1.18–3.65, respectively.
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