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CORD BLOOD IGE ,NEONATAL BLOOD IGE AND
THE DEVELOPMENT OF ATOPIC DISEASES IN INFANCY
Tokuko Mukoyama, Eisaku Iwasaki, Kan Toyama, Koichi Yamaguchi,
Kunio Ichikawa, Yoko Miyabayashi, Kay Masuda and Minoru Baba
Department of Pediatrics, Doai Memorial Hospital
Toshihiko Nannba
Central Research Laboratories Kuraray Co., Ltd,

Cord blood IgE, IgE binding factor and neonatal blood IgE levels were determined in 555 newborns who
were born during 1988 to 1991. Cord blood and IgE binding factor were measured by using enzyme linked
immunoassay . Development of atopic diseases were observed through 1 to 3 years.

In the cases of non-atopic babies, cord blood IgE levels were below 0.5 IU/ml in 98.5% cases. Cord
blood IgE of non-atopic group ranged 0.04~0.26 IU/ml in boys and 0.02~0.24 IU/ml in girls.In the cas-
es of atopic group,cord blood IgE ranged 0.15~0.90 IU/ml in boys and 0.14~0.77 IU/ml in girls and
showed higher than non-atopic group.

In the group of positive family history and high cord blood IgE levels over than (.5 IU/ml, 70.3% cases
developed atopic diseases in infancy. In the group of negative family history and low cord blood IgE lev-
els,only 10.9% cases developed atopic diseases in infancy.
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Combination of cord blood IgE level and family history appeared predictive for the development of atopic
diseases in infancy .
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