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Abstract: Hemolytic disease of the fetus and newborn(HDFN) is an autoimmune hemolysis caused by the
presence of pathogenic antibodies against fetal and neonatal erythrocyte antigens in the mother, which enter
the fetus and newborn through the placenta. Current pregnancy management for HDFN includes prenatal
blood type and phenotype identification of pregnant women and their spouses, detection and titer titration of
maternal pathogenic antibodies,amniocentesis and other invasive diagnostic procedures or intrauterine blood
transfusion treatment in high-risk cases. At present, many new techniques have emerged. Non-invasive diag-
nostic techniques such as fetal blood type genotyping using cell-free fetal DNA (cff-DNA) in pregnant
women's peripheral blood, detection of the middle cerebral artery peak systolic velocity (MCA-PSV) by
Doppler in the diagnosis of fetal anemia,have been used in clinics. This article will review the research status
and new research progress of prenatal diagnosis technology of HDFN at home and abroad,in order to imple-
ment more safe and effective diagnosis and treatment of HDFN and pregnancy management.
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