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Serum ferritin and liver disease

Wang Aoran, Li Xiaoling, Men Qiushuang, Sun Fengxia (Department of Hepatology, Beijing Hospital of
Traditional Chinese Medicine, Capital Medical University, Beijing 100010, China)

Abstract: Serum ferritin is the main form of iron storage in human body, which can effectively maintain iron
balance. Under pathological conditions, iron overload can induce oxidative stress injury mechanisms, leading
to active oxygen generation, DNA damage, etc. The liver stores the largest amount of iron, and thus becomes
the main target organ of tissue damage caused by iron overload. Ferritin can effectively respond to the level
of iron stored in the body and participate in the occurrence and development of liver diseases. Therefore, it is

of great significance to understand the structure, function of ferritin and its relationship with liver diseases in

order to improve the level of diagnosis, efficacy evaluation and prognosis analysis of liver diseases.
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