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Abstract

Juvenile onset adult diabetes (MODY) is a special type of diabetes with autosomal dominant inheritance, because its phenotype
overlaps with type 1 diabetes and type 2 diabetes, it is often misdiagnosed. Since the breakthrough of molecular gene detection
technology in the 1990s, 14 genes have been confirmed to be related to Mody. These genes are basically embedded 3 Cells, of which
HNF1A, HNF4A, HNF1B and GCK genes are common. One of the most common types is MODY?2, is caused by the mutation
of glucokinase (GCK) gene, so it is called GCK-MODY, the mutation of GCK gene causes  Cell dysfunction leads to decreased
insulin secretion and hyperglycemia. The purpose of this paper is to expound the latest information on the mechanism, diagnosis and
treatment of MODY2 (GCK-MODY) this will strengthen the management of MODY?2 patients by medical workers, improve the
quality of life of patients and reduce the burden of disease.
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