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A New Idea of Chinese Herbal Compound in the Treatment of Atherosclerotic
Inflammation Based on 5-Lipoxygenase Metabolic Pathway
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[ Abstract] As a chronic inflammatory disease of blood vessel, atherosclerosis ( AS) has a “common ground” of the chronic
inflammation. It includes the lack of pro-resolving mediators and the sustained release of inflammatory mediators. Anti-inflammatory is an
effective way to prevent AS. And recent studies have found that the absence of inflammation resolution is also an important factor in the
formation of AS. However,there are few reports on both studies. The main reason is that inflammatory mediators and pro-resolving mediators
are generally mediated by different signal pathways. The S-lipoxygenase metabolites leukotriene B, ( LTB, ) and lipoxin ( LX) have
diametrically opposite characteristics in AS inflammation. This paper systematically describes the expression and mechanism of LTB, and LX in
AS inflammation , and traditional Chinese medicine compound is more advantageous to intervene in AS inflammation from the aspects of anti-
inflammatory and inflammation resolution. It can provide a possible theoretical basis and new ideas for the treatment of AS inflammation with
Chinese medicine compound.
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