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Abstract

Due to improvement in living standards, changes
in eating habits, as well as a sharp increase in the
incidence of diabetes and metabolic syndrome,
the incidence of nonalcoholic fatty liver disease
is continuously increasing. Recent studies have
shown that the phosphatidylinositol 3-kinase
(PI-3K) pathway plays a crucial role in the
pathogenesis of nonalcoholic fatty liver disease. In
this article, we will review the role of PI-3K in the
pathogenesis of nonalcoholic fatty liver disease.
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