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Obesity-induced activation of cytokine-producing cells and eosinophils in
adipose tissues.
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Obesity-induced adipose tissue inflammation is now recognized to have

critical roles in the development of metabolic diseases. Recently it has been shown that NK/ILC1s in
adipose tissues are activated in early stage of inflammation in response to high fat diet (HFD).
Mice fed with HFD mainly composed of unsaturated fatty acids showed significant obesity compared to
those fed with HFD mainly composed of saturated fatty acids. We then investigated changes in adipose
in early stage of HFD feeding. Mice fed by HFD with unsaturated fatty acids showed increased IFN+
NK1.1+ cells in adipose tissues by 1 week after HFD start. We found that products of lipid
peroxidation derived from unsaturated fatty acids were significantly increased in adipose tissues.
We prepared membrane fractions of adipose tissues cultured in the presence of products of lipid
peroxidation, and found that the membranes induced more IFN+ NK1.1+ cells compared to membranes from
adipose tissues cultured with medium alone.
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