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Roles of PCSKY in non-alcoholic fatty liver disease
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Abstract: In recent years, the incidence of nonalcoholic fatty liver disease (NAFLD) has increased rapidly.
As an important factor affecting a variety of lipid metabolic diseases, the prevention and treatment of NAFLD
is urgent. Preprotein convertase subtilisin/kexin 9 (PCSK9) is an endogenous protease that regulates the
occurrence and development of NAFLD. However, the potential effects and mechanism of PCSKO9 in liver

lipid metabolism have not been fully elucidated. The role of PCSK9 in NAFLD requires further investigation.

doi: 10.13488/j.smhx.20220682

In this review, we focus on the impact of PCSK9 on the development of NAFLD.
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