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The role of leptin on liver metabolism and its relationship with liver diseases

Feng Juan, He Fangping (Department of Digestive Diseases 2, the First Affiliated Hospital of
Xinjiang Medical University, Urumqi 830054, China)

Abstract: Since its discovery in 1994, leptin has laid an important foundation for other studies on the
physiological function of adipose tissue and endocrine organs. Leptin is closely related to liver function
and plays a number of roles in many metabolic pathways. Understanding the metabolism between
adipose tissue and the liver and its interactions with hormones will provide new directions for the
treatment of chronic liver diseases. Leptin affects the liver metabolism by directly regulating the central
nervous system, this article focused on the effects of leptin on the pathogenesis of non-alcoholic fatty
liver disease and summarized the effects of leptin on liver regeneration after hepatectomy and the use in
the treatment of some malignant liver tumors.

Key words: Leptin; Adipose tissue; Fatty liver disease, non-alcoholic; Hepatectomy; Liver
regeneration
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