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Abstract: Objective To investigate the genotypes of thalassemia in Chengdu and to explore the application value of automatic
capillary electrophoresis in the screening of thalassemia. Methods Blood routine examination was performed in 3 262 subjects, re-
ceiving healthy examination,for preliminary screening. Hemoglobin(Hb) was detected in subjects with positive result of preliminary
screening and 150 cases of healthy subjects by using capillary electrophoresis. The sensitivity(Se) , specificity (Sp) , accuracy (Ac) ,
positive predictive value(PPV) and negative predictive value(NPV) of HbA2 detection in the diagnosis of thalassemia were esti-
mated by using receiver operating characteristicCROC) curve. Results Among the 3 262 subjects,receiving health examination, 111
(3.40%) cases were diagnosed with thalassemia. The detection rates of o-thalassemia and B-thalassemia were 2. 21% and 1.19%,
with the main genotype of -—-SEA/aa. When taking genetic test results as reference standard and the laboratory reference of HbA2
as cut-off value, the diagnostic Se, Sp, Ac, PPV and NPV of electrophoresis for B-thalassemia were the highest, which were
100. 00 % ,98.00% ,92. 86 % ,100. 00% and 98. 41% ,and those for o thalassemia were 29. 17%,97. 33% ,84. 00%,74. 11 and
75.23%. In the ROC curve, when the cut-off value of HbA2 was less than or equal to 2. 5% ,the diagnostic Se and Sp for o-thalas-
semia achieve the best value(48. 61% and 62.00%) .and when the cut-off value was greater than or equal to 3. 5% ,the diagnostic
Se and Sp for B-thalassemia reached 100.00% and 99. 33 %. Conclusion Chengdu region could be a low incidence area of thalasse-
mia. Automatic capillary electrophoresis could be used for the routine screening of g-thalassemia, but with low diagnostic valve for
the screening of o-thalassemia.
thalassemia; thalassemia
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