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[Abstract] Objective Analysis and prenatal diagnosis to 3 families with THAI deletion o-thalassemia.
Method The family members’ peripheral blood samples were analyzed by whole blood cell analysis and
hemoglobin analysis with capillary zone electrophoresis (CZE) , o« hemoglobin gene mutations were analysis
by Gap-PCR and polymerase chain reaction-reverse dot blot (PCR-RDB) assay for peripheral blood sam-
ples, amniotic fluid and chorionic villus samples. Results 2 carriers of THAI deletion o-thalassemia
(—"™M/5a) and 1 case of hemoglobin H disease(— ™" /-¢"**) were detected. 2 of 3 fetuses were carriers of
THALI deletion a-thalassemia(—""""/qq). Conclusions Clinicians should pay close attention to those who
could be carriers of THAI deletion a-thalassemia with reduced MCV and HbA,. Prenatal diagnosis should

be performed in high-risk families which has the vital significance for eugenic birth.
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