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ABSTRACT: Nonalcoholic fatty liver disease is increasing in population all over the world. As a new global public health problem,
it arouses more and more clinical concernsand not clear its pathogenesis up to now. The onset of nonalcoholic fatty liver disease is on the
basis of insulin resistance while related to components of metabolic syndrome including obesity, dyslipidemia, essential hypertension and
diabetes. The disease may progress to liver cirrosis, liver failure or liver cancer, one or more components of metabolic syndrome
associated with NAFLD may accelerate the progress of the disease, Early NAFLD is a reversible process, fully understanding of the
impact of metabolic risk factors on its occurrence and development and promptly correcting it, may result in disease reversal or slowing
down its progression. which is a hot topic of research recently. This paper briefly reviewed theits progerss of the research between
NAFLD and components of metabolic syndrome.
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