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The effects of fatty acids on inflammation and lipid metabolism generated by the
interaction of adipocytes and macrophages.
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Atherosclerosis is associated with inflammation and oxidative stress. In
metabolic syndrome, a large number of macrophages infiltrate adipose tissue and cause inflammation,
but heme oxygenase 1 (HO-1) in adipocytes, which suppresses chronic inflammation, acts as a powerful

antioxidant to protect the body. We investigated the effects of various fatty acids on HO-1
expression. In adipocyte-macrophage coculture, HO-1 protein expression was significantly increased
by approximately 250% (p<0.05) at 100 p mol/L of DHA. All other saturated, monounsaturated,
polyunsaturated, and trans fatty acids were unchanged, inhibited, or significantly suppressed on
HO-1 expression. TNF-a secretion also had a similar trend in HO-1 expression in cocultured
adipocytes.
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