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In this study, the effects of bioactive compounds derived from cruciferous vegetables
including B-phenylethyl isothiocyanate (PEITC) and indole-3-carbinol (I3C), on the effects
of various cytokines and PGE, production in lipopolysaccharide (LPS)-stimulated RAW
264.7 cells were studied. The results indicated that PEITC and I3C inhibited LPS-induced
NO production. Besides, both PEITC and I3C suppressed LPS-induced productions of tumor
necrosis factor-o. (TNF-a) and and interleukin (IL)-10, and I3C also enhanced IL-1
production. Furthermore, PEITC inhibited LPS-induced PGE, production, whereas I13C, at
higher concentrations, enhanced PGE2 production. Finally, PEITC and I3C did not act
through suppressing iNOS expression to reduce LPS-induced NO production, but act through

direct NO scavenging activity.
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