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Summary:  Anemia of chronic disease (ACD), also known as anemia of inflammation, is the most 
common type of anemia in hospitalized patients worldwide. It has been observed in 
patients with acute or chronic inflammatory diseases, including infection, cancer, 
rheumatoid arthritis and chronic kidney disease. It is now clear that inflammatory cy-
tokines are released during acute infection or chronic illness; they may modify the 
system of iron metabolism by stimulating the synthesis of hepcidin, iron regulatory 
hormone. Hepcidin blocks the export of iron from the cells as broken cell iron ex-
porter ferroportrin; also, the main reason for iron lack and restricted erythropoesis in 
ACD is caused by increased levels of hepcidin. In recent years, the scientific interest 
has been focused on the application of new therapeutic agents, who act on the axis 
hepcidin-ferroportrin: they could inhibit the pathways of hepcidin synthesis or stimu-
late exports through ferroportrin. Similar therapeutic strategies would lead to better 
management of breaches in the distribution of iron and subsequently developing 
anemia of chronic disease. 
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