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Abstract

Blood coagulation factor abnormalities in Noonan’s syndrome

Nobuhiko Okamoto

Noonan’s syndrome is characterised by a dysmorphic facies, congenital heart disease,

growth deficiency and mental retardation. Coagulation-factor deficiencies and abnormal

bleeding have been reported in Noonan’s syndrome and are considered to be one of the

common complications in Noonan’s syndrome. Seven individuals (4 males, 3 females) with

Noonan’s syndrome were studied. None of them had bleeding tendencies. Six of the 7

patients had abnormal or low normal levels of intrinsic coagulation factors (factor IX 48

%, 50%; factor XI 48%; factor XII 23%, 31%, 50%). Although Noonan’s syndrome may be

genetically heterogeneous, further studies are necessary to elucidate the pathogenesis of

Noonan’s syndrome and coagulation factor deficiencies.
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