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Abstract: With the rapid changes in lifestyle, the prevalence of nonalcoholic fatty liver disease (NAFLD) has become increasingly
severe in China, and it has become a major public health concern. With a deeper understanding of this disease, the latest
consensus statement has changed the name from NAFLD to MAFLD, and this updated definition transitions from an exclusion-
based approach to an inclusive framework , which not only improves clinical diagnostic accuracy, but also highlights the key role of
metabolic disorders in the progression of NAFLD. In recent years, the in-depth studies on the mechanism of carcinoembryonic
antigen-associated cell adhesion molecule 1-mediated insulin clearance have highlighted the importance of insulin clearance in the

development and progression of NAFLD. This article reviews the research advances in the role of insulin clearance in MAFLD.
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Figure 1 The mechanism of insulin clearance in the
development of MAFLD
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