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[ Abstract] Lipoxins are a class of eicosanoid that possesses a wide spectrum of antiinflammatory and proreso-
lution bioactivities that include inhibition of leukocyte-mediated injury, stimulation of macrophage clearance of apop-
totic neutrophils, repression of proinflammatory cytokine production, modulation of cytokine-stimulated metalloprotei-
nase activity, and inhibition of cell proliferation and migration. These data suggest that lipoxins may be considered as

promising therapeutic approaches to many inflammatory diseases.
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