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[ Abstract] Nonalcoholic fatty liver disease ( NAFLD), the most common chronic liver disease, is
characterized by a large accumulation of fat in the liver. Hepatokines are a kind of proteins secreted by the
liver which regulate lipid and glucose metabolism in autocrine, paracrine or endocrine ways. Studies showed
that the expression of many hepatokines are changed when hepatic steatosis occurred, including fibroblast
growth factor 21, sex hormone-binding globulin, adropin, fetuin A, retinol binding protein 4, angiopoietin-
like protein 8, hepassocin and leukocyte cell-derived chemotaxin 2. These hepatokines can inhibit or promote
the formation of NAFLD, and therefore play important roles in this process.
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