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Abstract Pancreatic and duodenal homeobox-1 ( PDX1) is a key gene that determines pancreatic
differentiation and development and regulates insulin. PDX1 deficiency can inhibit the development of the
pancreas, leading to exireme hyperglycemia. This article introduces the basic structure of PDXI,
summarizes the mechanism of PDX1 in the regulation of islet B cell differentiation and insulin synthesis
and secretion, and its association with neonatal diabetes mellitus, maturity onset diabetes in young and
type 2 diabetes mellitus, providing a new idea for the treatment of diabetes mellitus.
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