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Abstract

Patients with fatty liver disease (FLD) exhibit
various immunologic abnormalities in the adi-
pose tissue and the liver. Complement plays an
important role in the development of FLD. In-
nate immune dysfunction in the adipose tissue
can lead to abnormal production of adipose-
derived factors, some of which can activate com-
plement. Complement can not only amplify the
inflammatory response and lead to mitochondri-
al damage, but also inhibit hepatic fat disposal
and promote lipid accumulation in hepatocytes.
An exploration of the relationship between
complement ant the liver can help us have a
deep understanding of the mechanisms under-
lying the pathogenesis of FLD. The antagonists
of the C5L2 receptor provide us potential new
medicines for FLD. A further study of the role of
complement in stress-induced liver remodeling
can help clarify the role of complement in the
development and progression of FLD.
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