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tors which initiate inhibition in ammatory reaction as well as promote extinction of in ammation resolution.

role of LX in diabetes, obesity, cardiovascular disease and other metabolic diseases has attracted wide attention.

inflammation ;

biological effects

Lipoxins (LX), metabolites of arachidonic acid, are one of the most important endogenous lipid media-

Nowadays, the
There-

fore, this paper reviews the biological function of LX and its research progress in metabolic diseases.
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