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Abstract

The incidence of non-alcoholic fatty liver disease
(NAFLD) is rising worldwide. Investigation of
genes involved in the pathogenesis of NAFLD
is significant for replenishing treatment scheme
and improving prognosis. Multiple studies have
established a correlation between patatin-like
phospholipase domain-containing 3 (PNPLA3)
gene mutation and the pathogenesis of NAFLD,
suggesting that PNPLA3 may affect lipid metab-
olism. However, the precise mechanism remains
to be elucidated. Some researchers believed that
PNPLA3 as a patatin-like protein might have tri-
glyceride hydrolysis activity and therefore affect
fat metabolism in the liver, while some others

thought that PNPLA3 mutation might interfere
with the lipid transfer process. In this paper, we
give an overview of the PNPLA3 gene and its
expression, and explore the correlation between
PNPLAS3 gene mutation and the pathogenesis of
NAFLD.
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