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ABSTRACT: Nonalcoholic fatty liver disease (NAFLD) is one of major causes of chronic liver injury. It is estimated that about 20
percent of adults have nonalcoholic fatty liver disease, 2% -3% developed into nonalcoholic steatohepatitis (NASH). NASH is a progres-
sive form of NAFLD, and may lead to cirrhosis and hepatocellular carcinoma. NAFLD not only increased the mortality of liver disease,
as the metabolic syndrome, also increased obesity, type 2 diabetes and hyperlipidemia incidence. Myosin light chain kinase (MLCK) is a
key enzyme in cell contraction, and it can phosphorylate myosin light chain (MLC), promote actin to contract, disrupt the closely linked
proteins, make the cell skeleton shrink, increase the permeability of the intestinal epithelium, destroy the intestinal mechanical barrier,
and result in the further development of NAFLD. MLCK plays an important role in the occurrence and development of NAFLD. NAFLD
seriously threatens the human health, and affects people's quality of life and survival quality. So it is extremely necessary to find a new tr-
erapy for the patients with NAFLD.
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