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[ Abstract] The incidence of metabolic syndrome has increased significantly in recent years, and it
has become a major disease endangering human health. The interaction between genes and environment is an
important reason for the occurrence and development of this disease. Dietary restriction as an effective treat-
ment can improve metabolic syndrome, and epigenetic modification plays an important role in this process.
This article analyzes the relationship between metabolic syndrome and epigenetic modification, and clarifies
the potential use of epigenetic mechanisms in the diagnosis and prognosis of metabolic syndrome.
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