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Investigation of B- thalassemia gene mutation types and frequency distribution in Guigang

Li Yan, Huang Shanzhong , Zhong Weiming
(Department o f Clinical Laborary, Maternity and Child Care Hospital ,Guigang ,Guangxi 537300 ,China)

Abstract: Objective To acquaintance the composing and distribution of § - thalassemia genotypes, so as to provide basis for
- thalassemia prevention plan for Guigang and to help drop B - thalassemia incidence effectively. Methods There were 507 cases of
specimens in Guigang, which at least met one of the following three criteria; HbA2 inceasing, HbF increasing, having HbE. Re-
sults In 507 specimens, there were 486 cases of heterozygous, 11 cases of homozygous, and 10 cases of double heterozygous, re-
spectively. 18 gene types of B - thalassemi had been found in Guigang, and 6 major gene types among them were CD41-42,CD17,
CD-28,1VS-11-654,,CD71-72, and BE, accounted for 56. 02% ,20. 71%,7.89% ,4.14%,2.96% ., and 2. 17% ,respectively. The a-
bove 6 types of mutations covered 97. 72% of all the mutations detected. Conclusion The major mutation types of § - thalassemia in
Guigang area were the types with high incidence in China. There were few cases taking unusual mutation detected.
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