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Analysis of thalassemia genotypes in south of Sichuan region
Tang Min ,Deng Zhenghua sWen Xianyong , Peng Ying , Zhou Pan
(Department of Clinical Laboratory sthe A f filiated Hospital of Luzhou Medical College s Luzhou,Sichuan 646000 ,China)
Abstract: Objective To investigate the types and frequency of gene mutations of B-thalassemia in south of Sichuan area,so as
to provide basis for B-thalassemia prevention plan and to help drop p-thalassemia incidence effectively. Methods Polymerase chain
reaction(PCR) and reverse dot blot(RDB) techniques were employed to perform diagnostic analysis for g-thalassemia genes in sus-
pected thalassemia patient in south of Sichuan region, Results The detection rate of B-thalassemia was 60. 1% among 319 cases;9
genes mutation types was found among 17 -thalassemia genes mutation types. Three types of gene mutations had highest frequency
of occurrence, followed by CD17 41. 3% ,CD41-42 27.39% ,1VS-1] -654 24. 35%. Conclusion

mia are higher in south of Sichuan region. In order to prevent the birth of children with intermedial and major thalassemia, the sig-

The gene mutation rate of B-thalasse-

nificance is important to strengthen hematology screenings and genetic diagnosis for g-thalassemia,
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