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[ Abstract] Hereditary haemochromatosis ( HH) is a rare inherited metabolic disorder caused by
gene mutation, which leads to abnormal iron metabolism and systemic iron overload, eventually resulting in
multiple organ dysfunction. A variety of endocrine dysfunction caused by HH cannot be ignored. Diabetes,
hypogonadism, and osteoporosis caused by HH are relatively common, and abnormalities of adrenal glands,
thyroid glands, and parathyroid glands are rarely reported. Endocrinologists should have a better understand-
ing of HH to diagnose and treat this disorder earlier and more accurately, thereby delaying the occurrence of
irreversible organ dysfunction as much as possible.
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