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Roxadustat in the treatment of alpha—thalassemia: a case report
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[Abstract] In this paper, we report a case of alpha—thalassemia treated with roxadustat. The patient had a long history of
moderate anemia and had received multiple blood transfusions due to severe anemia. The genotype of the patient’s alpha—thal-
assemia was ——*/ —a’. After treatment with roxadustat, the degree of anemia was obviously improved and hemoglobin reached
normal levels.
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