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Analysis of gene detection results from 6 551 cases of beta thalassemia in an urban area of Nanning City
SHI Ming fang
(Department o f Clinical Laboratory s Nanning Municipal Second People’'s
Hospital, Nanning , Guangxi 530031, China)
Abstract:Objective To understand the genotypic characteristics of beta-thalassemia point mutation in
Jiangnan District of Nanning City of Guangxi. Methods The polymerase chain reaction-reverse dot blot hy-
bridization (PCR-RDB) technique was adopted to conduct the beta-thalassemia gene analysis in 6 551 subjects.
Results Among 6 551 subjects, 1 242 cases of beta-thalassemia gene was detected, including 1 238 cases of
heterozygotes,3 cases of double heterozygotes and 1 case of homozygous. Eleven kinds of beta-thalassemia
gene mutation and 15 types of genotype were found,in which the most common genotype was CD41-42 (561
cases) ,followed by CD17 (339 cases),-28 (97 cases),IVS-][-654 (75 cases),B" (72 cases),CD71-72 (53 ca-
ses) , IVS-T -1 (26 cases) ,CD43 (10 cases) .29 (3 cases) ,CAP (1 case),CD27/28 (1 case) ;including CD41-42
composite B (1 case) , CD41-42 composite CD17 (1 case) ,CD17 composite B (1 case) ,f* homozygous (1 case).
Conclusion There are many beta-thalassemia gene carriers among the populations in Jiangnan District of Nan-
ning City. The majority type is heterozygotes,CD41-42 genotype is most common,and very few individuals are

intermediate type or severe beta-thalassemia.
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