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Introduction 4. Macrophage specific Glutl KO mice attenuate liver damage
Obesity 1s characterized by metabolic defects in the liver and adipose marker in obesity

macrophages exhibiting inflammation, dyslipidemia, hyperglycemia, and
insulin resistance!. It is now appreciated that obesity associated chronic
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Aim and Objective
To comprehensively investigate the role of macrophage Glutl in metabolic 5., Macrophage specific Glutl KO mice reduced obesity

complications related to diet induced obesity. induced liver weight and steatosis
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Body Fat Lean
* Loss of Glutl in macrophages ameliorate metabolic defects and

3. Macrophage specific Glutl KO mice exhibit improved

. , . : improves metabolic health 1n obese mice.
glucose tolerance and insulin sensitivity in obesity

* Pharmacological intervention of Glutl mediated glycolytic flux
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