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[Abstract] Nidogen 2 ( NID2 ), as a key protein in the extracellular matrix, has shown significant importance in the field of metabolic disease

research in recent years. This paper systematically reviewed the research progress of Nidogen-2 gene polymorphism and the

susceptibility of type 2 diabetes mellitus ( T2D ) to obesity, covering its molecular structure characteristics, genetic regulation

mechanism, and biological functions in glucose homeostasis and energy metabolism. Focusing on the latest discovery of

Nidogen 2's role in regulating insulin sensitivity, inhibiting glucagon secretion, and promoting adipocyte differentiation, this

study analyzed how its genetic polymorphism affects these physiological processes, leading to the occurrence and development

of T2D and obesity. Through a comprehensive review of existing literature, this article aims to provide a new perspective for the

genetic mechanism research of T2D combined with obesity, and to provide theoretical basis for the development of personalized

prevention and treatment strategies in the future.
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