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SUMMARY

Iron is an essential metal involving hemoglobin synthesis of ervthrocytes,
oxidation/reduction responses of various cells, and cellular proliferation and
apoptosis. It is well known that excess iron accumulation in the cell cause
the production of reactive oxygen species which is harmful to the host.
Dietary iron is absorbed in duodenum and upper part of small intestine, and
is taken up by the liver through portal blood. Circulating iron in the serum
is usually bound to transferrin, but excess iron is preset as a form of
non-transferrin bound iron (NTBI), which is more toxic and accelerates
tissue iron deposition. Liver is not only the first organ that dietary iron is
passed through, but also that produce iron transport protein, transferrin and
the iron regulatory peptide hormone, hepcidine. When iron is overloaded in
the liver tissue, hepatocellular necrosis, fibrosis and carcinoma will be
followed. Disease condition associated with hepatic iron deposition is called
as iron overload syndrome and is classified into two categories, hereditary
hemochromatosis and secondary iron overload. Hereditary hemo-
chromatosis is the abnormalities of genes such as HFE, hemojuvelin,
hepeidin, ferraportin, and fransferrin receptor 2. As secondary iron overload,
most common and severe conditions are derived from ineffective eryth-
ropoiesis thalassemia and long term transfusions. Recently, viral hepatitis,
alcoholic hepatitis, and non-alcoholic steatohepatitis are considered to
induce mild liver iron overload, and liver iron modifies these disease condi-
tions. There are several modalities to reduce excess tissue iron, including
phlebotomy, iron-restricted diet, and iron chelators. In order to clarify the
iron-induced organ injury, understanding about such a complexed mecha-
nism of iron metaholism is essential.
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