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Abstract

Fatty liver disease is a lipid metabolism
disorder in the liver, with a variety of etiologies
which result in the accumulation of fat in the
liver. The pathogenesis of fatty liver disease is
still unclear and symptomatic treatment is the
main method. In recent years, the incidence of
fatty liver disease in China is increasing year
by year, and the age of onset becomes younger.
Recent studies suggest that interleukin 17
(IL-17) is involved not only in the pathogenesis
of various diseases, such as autoimmune
diseases, inflammatory diseases, and malignant
tumors, but also in fatty liver and other liver
diseases through inducing insulin resistance,
activating some important pathways in the
liver, mediating some inflammatory factors and
so on. This paper will review the role of IL-17 in
fatty liver disease and other liver diseases.

© 2015 Baishideng Publishing Group Inc. All rights
reserved.
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