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BF2epk B o % (3 ) : Russell-Silver syndrome (RSS) is a congenital disorder
characterized by pre- and postnatal growth failure, relative macrocephaly, triangular face,
hemihypertrophy, and clinodactyly of the fifth finger. As the etiology of RSS, epigenetic
aberrations have been shown in the 40% of the patients with RSS, but the other pathogenic
mechanism of RSS has not been indicated in the remaining 60% of those. We performed the
custom-build high density oligoarray CGH in the 30 patients with RSS. No microscopic
chromosomal aberrations were detected, except uniparental partial disomy of chromosome
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