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Research on the detection rate of couples at high risk of bearing babies with severe

thalassemia among the people at reproductive age in foshan city, Guangdong province
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Abstract: Objective To investigate the detection rate of couples at high risk of bearing babies with severe thalassemia and the
occurrence rate of birth defect caused by severe thalassemia among the people at reproductive age in Foshan city,Guangdong prov-
ince. Methods

cular volume (MCV) <80 fL. was used as the positive indication for screening thalassemia. And 348 positive samples were detected

Peripheral blood samples were collected from 17 522 preparing pregnant couples of child bearing age. Mean corpus-

by molecular biological technique for further analysis. Statistical analysis was conducted based on the couple’s genetic test results.
Results Among the people at reproductive age,the detection rates of couples bearing babies with Hb Bart's Hydrops Fetalis, He-
moglobin H disease and p-thalassemia were 0.36%,0.47% and 0.20% respectively,the total was 1.03%. The occurrence rates of
birth defect caused by the above severe thalassemia were 9. 0/10 thousand,11. 8/10 thousand and 5. 0/10 thousand, the total was
25.8/10 thousand. Conclusion This research illustrated the degree of damage of birth defect caused by severe thalassemia among
the people at reproductive age,which could provide valuable fundamental materials for the launch of eugenic work in this region.
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