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[ Abstract)

the IUGR fetus. The islet function is further reduced after birth, and diabetes is prone to occur in adulthood.

Intrauterine growth restriction (IUGR) may lead to abnormal development of pancreata in

Recently, epigenetics has pointed out that changes in methylation levels, histone modifications, and RNA
editing could affect pancreatic differentiation and proliferation, leading to abnormal islet development and

possibly induction of adult diabetes. Early interventions such as nutritional supplementation during pregnancy
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and exercise can prevent the onset of diabetes.
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