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Research Status of the Pathogenesis of MODY3
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Abstract

Maturity-onset diabetes of the young (MODY) is an autosomal dominantly inherited single-gene diabetes mellitus. At least 14
MODY pathogenic genes have been found, of which MODY?3 is caused by mutations in the gene encoding transcription factor -
hepatonuclear factor loo (HNF-1a). MODY?3 is usually occur in childhood, adolescence, or early adulthood, is characterized by
progressive hyperglycemia, and is at high risk for microvascular complications of chronic diabetes.This paper mainly reviews the
research status of the pathogenesis of MODY3.
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