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Relevant elements to prenatal prediction and diagnosis of blood group

serology in neonatal hemolytic disease cause by blood group incompatibility
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[Abstract] The risk of neonatal hemolytic disease cause by blood group incompatibility between puer-

pera and infant is increased, as the liberalization of the three children policy. This disease occurrence is in-

volved the multiple factors in the blood group serology. This paper briefly reviews how these factors affect the

occurrence and development of this disease.
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