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Objectives 1. To review the main diets used to obtain diet-induced type 2 diabetes and
insulin resistance rodent models.
2. Toexplain the molecular mechanisms of these diets that cause this pathology.
3. To compare the different diets and identify their benefits and disadvantages.
Table 1. Comparison of the main diets used to induce insulin resistance and type 2 diabetes in rodents
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Note. Modified from Zatterale, F., Longo, M., Naderi, J., Raciti, G. A., Desiderio, A., Miele, C.
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