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Abstract 
 

Thalassemia syndromes represent the major cause of iron overload in 

Mediterranean countries        The discovery of hepcidin and the role that 

it plays as a negative regulator of intestinal iron absorption and 

macrophage iron release has significantly progressed our understanding 

of iron metabolism,The  aim of this work is to determine hepcidin value  

as an indicator of the the iron status in patients with hemosiderosis 2ry  to 

thalassemia and to achieve a better understanding  of the pathogenesis of 

iron overload in both thalassemia major and thalassemia intermedia . 

 Our study included 90 cases: thirty patients with thalassemia major (TM 

group), thirty patients with thalassemia intermedia (TI group) and thirty 

age and sex matched control cases (C group).        

 Our results showed that : Hepcidin levels were markedly elevated in 

thalassemia major and reduced in thalassemia intermedia compared to 

thalassemia major and control group. There is a  negative correlation 

between the age of the patients and Hepcidin level(P=0.016)   ,but there is 

a significant positive correlation between both serum iron  and serum 

ferritin versus  Hepcidin level .(p=0.001 in both) 

 On the other side no clear association was found between hepcidin level 

and  sex of the patients, hemoglobin level  ,splenectomy, liver enzymes, 

hepatitis   C, or type of iron chelation. 

Key Words: 

Hepcidin-Iron overload -B-thalassemia 
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INTRODUCTION 
Thalassemia syndromes represent the major cause of iron overload 

in Mediterranean countries(Papanikolaou et al .,2005). 

TM patients usually present with  more severe  anemia requiring frequent 

blood transfusions compared with TI (Taher et al .,2006).  This extra 

iron, added to that provided by hemolysis, results in the development of 

secondary iron overload. In addition, despite hepatic iron overload, 

gastrointestinal iron hyper-absorption persists in anemic thalassemic 

patients further contributing to iron burden( Rund and Rachmilewitz 

,2005).  

The discovery of hepcidin and the role that it plays as a negative 

regulator of intestinal iron absorption and macrophage iron release has 

significantly progressed our understanding of iron 

metabolism(Papanikolaou et al .,2005) 

  Hepcidin is a key regulator of iron homeostasis and a mediator of 

anemia of inflammation. Its deficiency is the likely cause of most types of 

hereditary hemochromatosis. Hepcidin is, therefore, emerging as a 

fundamental diagnostic parameter. (Papanikolaou et al .,2005). 

  Hepcidin synthesis is physiologically increased by elevated plasma 

iron concentration (Pigeon et al.,2001) (Lin et al.,2007) decreased by 

erythropoietic activity(Pak et al .,2006) and pathologically increased by 

inflammation(Pigeon et al.,2001) .Hepcidin excess plays the major role 

in anemia of inflammation(Nicolas et al .,2002 a) 

At the opposite extreme, hepcidin deficiency is the cause of iron overload in 

most hereditary hemochromatoses(Pietrangelo,2004) and contributes to iron overload 

in β-thalassemia and other iron-loading anemias. In the future, hepcidin 
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measurements may allow a more accurate assessment of the degree of iron overload 

and the maldistribution of iron in thalassemia. ( Origa et al ., 2007)   
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