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Significance of hemoglobin H detection in the diagnosis of a-thalassemia and MDS
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Abstract : Objective
and Myelodysplastic syndrome. Methods

To evaluate the significance of hemoglobin H in the diagnosis of alpha thalassemia
A retrospective analysis of the complete clinical data of hemoglobin
H in our hospital from January 2007 to October 2017 was performed. The hemoglobin H content in 34 cases of
alpha thalassemia and the corresponding blood routine,reticulocyte,Bilirubin,and plasma free hemoglobin lev-
els were analyzed by Pearson correlation. Results 39 cases of hemoglobin H positive cases,of which 34 cases
diagnosed as alpha thalassemia,5 cases diagnosed as myelodysplastic syndrome;for alpha thalassemia, hemo-

globin H content and reticulocyte, plasma free hemoglobin and Indirect bilirubin test results are related (r=

0.453,0. 398,0.412,P<C0. 05). Conclusion
ted in other types of hematologic disorders.
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Hemoglobin H is not only found in alpha thalassemia but detec-

myelodysplastic syndrome
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