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Xanthohumol Stimulates the Secretion of Catecholamines

and Induces M2 Polarization in RAW 264.7 Macrophages
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Abstract Research Goals XN upregulates p-AMPK

Anti-inflammatory, anti-oxidant, and anti-cancer effects of xanthohumol (XN), a  Determine if the anti-inflammatory phytochemical, xanthohumol, can induce macrophages towards the M2 phenotype in . .
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iInflammatory effects of XN are due to M2 polarization of macrophages which, RAW 264.7 cells 264.7 cells

In turn, is mediated partly through the adenosine monophosphate-activated f : AMPK |
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Western blotting experiments. Our results suggest that XN upregulated the
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Inducer of the M2 phenotype. Finally, XN upregulated the expression of 20ng/ml

phospho-AMPK in RAW 264.7 cells, indicating the role of AMPK signaling WOrklng MOdel
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inflammatory properties of XN — mediated induction of M2 polarization. The : 300 - 140 - be
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catecholamine secretion, and previously anti-adipogenic effects, makes XN an catecholamine and fgﬂ
attractive molecule to study its beneficial effects on metabolic disease, like IL-10 secretion in 100 -
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Macrophages and Obesity .

= Obesity is associated with chronic low grade inflammation. L ] . . i‘f\l“(;gg“'ated K‘l?;ff;::_tfd
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obesity-induced inflammatory status but also altered metabolism. IL-6 Catecholamines

* They adapt to their environment by altering their phenotype from anti-
Inflammatory to pro-inflammatory and the ratio of M1/M2 changes with the

onset of obesity. I XN downregulates IFNy-induced XN suppresses nitrite release in
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inflammatory cytokines. macrophages
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