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Abstract: Adipokines play an important role in the development of non-alcoholic simple fatty
liver (NAFL), non-alcoholic steatohepatitis (NASH), liver fibrosis, liver cirrhosis and even
liver cancer. The studies in adipokines and their signal transduction pathways will contribute
to diagnosing and digging new therapeutic targets for non-alcoholic fatty liver disease
(NAFLD). This paper explored new progress in the study of adipokines associated with
NAFLD and their signal pathways through reviewing leptin, adiponectin, chemerin, resistin,

Nrg4, SDF-1, EPDR1, IL6/IL27, isthmin-1 and so on.
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