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[ Abstract] Objective

The result analysis on 6 000 pairs of couples with non-deletion a-thalassemia”

To report the test result of 6 000 pairs of couples with non-deletiong-thalassemia,and to
understand the genes carrying rate and distribution characteristics. Methods The venous blood was sampled to detect
the mean corpuscular volume(MCV) ,and the MCV<C79 fl. was taken as the positive indicator of thalassemia pheno-
type,then we analyzed the non-deletiona-thalassemia gene of 2 891 possitive cases and 2 746 negative cases. Results

There were 257 cases of 6 000 pairs of couples detected non-deletiong-thalassemia, non-deletion q-thalassemia gene
carrying rate was 2. 14% (257/12 000). 3 common non-clinical deletion o-thalassemia were HbCSI1. 16 % (139/12
000), HbWS 0. 83 % (100/12 000) . HbQS 0. 15% (18/12 000). Conclusion The area is high incidence of o-thalasse-

mia,a genetic analysis should be included in screening programs to reduce the birth rate of intermediate HbH disease

fetus ,and to provide the scientific basis for developing intervention programs.
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