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[ABSTRACT] Diabetes mellitus is a disease characterized by absolute or relative lack of insulin, which
leads to hyperglycemia, and its high mobidity and complications have a great impact on the lives of
patients. Animal models are widely used to study the pathogenesis and treatment of diabetes and its
complications. Different types of diabetes, with different pathogenesis and pathognomonic features, have
different treatment options. In animal experimental, in addition to considering the genetic factors and
physiological characteristics of the animal (such as sex and age), it is also necessary to consider the
experimental protocol and various response options, which have a great impact on the experimental data,
the reproducibility and stability of the experimental results. Therefore, it is necessary to select suitable
animal models for experiments in the study of diabetes. Type 1 diabetes is characterized by absolute insulin
deficiency, and existing mouse models of type 1 diabetes include chemically (STZ-induced) induced and
spontaneous diabetes model (NOD mice), etc. Type 2 diabetes, characterized by insulin resistance and
impaired glucose tolerance, is established in both obese and non-obese animal models, including
diet-induced (high-fat diet induced), spontaneous diabetes (including monogenic and polygenic obese
mice) models, and genetically modified mouse models. In this review, we discussed the common types of
diabetic mouse models and analyzed the elements of their construction, the key factors that should be
considered in the selection of diabetic mouse models, and explore the impact of these factors on the
research of diabetes.
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Table 1 Summary of key features and applicability of mouse models of type 1and 2 diabetes mellitus
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iF: TIDM, 1BU¥EIRSS; T2DM, 2BUREFRMG; STZ, $ERrER.

Note: TIDM, diabetes mellitus type 1; T2DM, diabetes mellitus type 2; STZ, streptozotocin.
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