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WFZep RO E (I30) : 1t is known that various lipids are metabolized in vivo, and act
as physiologically active substances. However, the participation of gut flora to lipid
metabolism and the effect of lipid metabolites on gut immune system have yet to be fully
elucidated. In this study, we tried to analyze lipid metabolites produced by intestinal
microflora by using LC-MS/MS, though it had yet to be succeeded because of the effect
of impurities. Meanwhile, we revealed that known lipid metabolites, including lipoxin
A4 and resolvin El, exert anti—inflammatory activity in intestinal tract.
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