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HFE protein and hereditary haemochromatosis
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[ A Review] Hereditary haemochmomatosis is an iron— overload disease, which mainly induced by the hemochomatoss gene
(HFE) mutation. Proximately 10% the whites have mutations in the HFE gene that has been identified in points of C282Y, H63D
and S65C. About 85% of HH cases are caused by a mutation of amino acid 282 ( C282Y) in the HFE gene. HFE protein is not on-
ly involved in regulation of trandemwrin— bound iron uptake but also a key component in the regulation of intestinal iron absorption. In

addition, other gene mutation such as transferrin receptor 2 also can cause HH disease.
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