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* Fish oil has also been demonstrated to have anti-inflammatory
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UC DAVIS TYPE 2 DIABETES MELLITUS RAT MODEL

* This model of T2DM better replicates human diabetes due to its
intact leptin signaling and polygenic diabetic origin

 Was created by crossing lean Zucker Diabetic Fatty and obese
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 Development and progression of T2DM in this model is .
dependent on both peripheral insulin resistance and insufficient Time (mo)
beta cell compensation, like in humans (Cummings et. Al.,
2008)
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to a more comprehensive study that includes a substantially larger number of
animals to determine statistical significance and examine additional metabolic
and inflammatory outcomes.
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