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Abstract Anemia is a common and easily being neglected complication of inflammatory bowel disease (IBD) , and is

related with disease prognosis and quality of life in IBD patients. The main types of anemia in IBD patients are iron

deficiency anemia, anemia of chronic disease and mixed type. Nowadays, the diagnosis and treatment of IBD related

anemia have made great progress. This article reviewed the progress in diagnosis and treatment of IBD related anemia.
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TR ( erythropoiesis stimulating agents, ESAs) MegeHE 5
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