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[Abstract] Objective To explore the value of high performance liquid chromatography in the screening for
HbE disease. Methods 24 779 samples were detected for hemoglobin by high performance liquid chromatography,
and HbA2>> 11% samples for genetic testing of HbE. Results Among 24 779 samples identifying 129 samples with
HbA2>>11% ,the content was 14. 0% —75. 2% (27. 2% 9. 4%). Genetic testing were diagnosed as HbE disease,in-
cluding HbE heterozygous, HbE/a-thalassemia, HbE/B-thalassemia homozygotes, HbE composited alpha and beta
thalassemia and HbE homozygotes,the HbA2 of which were (26.141.3)%,(18.241.8)%,(45.948.0),38.6%
and (73.9+1.8) %. The cutoff value of HbA2 in the screening for HbE disease was 11. 7% by ROC curve analysis.
Conclusion  High performance liquid chromatography is an effective screening method for HbE disease, which can

distinguish between HbE disease mutation type and composite thalassemia by HbA2 content,is an effective method
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for screening HbE disease.
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