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Summary Iron overload cardiomyopathy, which is one of the most common causes of mortality in patients

with primary hemochromatosis or other conditions associated with secondary iron overload,is commonly seen in
clinical practice. Symptoms of iron overload cardiomyopathy may be varied in the early process and are usually o-
verlooked , which leading to a bad outcome. With the development of cardiovascular magnetic resonance imaging and
the deeper research of mechanisms of iron transport into the myocardial cell,early diagnosis and treatment have a-

chieved satisfactory results. In this review, we summarize the current status and progress of iron overload cardio-
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myopathy.
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