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[ Abstract] Objective To examine effect of lipoxin A4 (LXA4) , protectin D1 (ProD1) or resolvin D1 (RvD1) on the activi-
ty of NFkB and their action mechanism. Methods
LPS, HSP70, HMGBI1 or S100A4, in the presence or absence of 100 nmol/L of LXA4, ProD1 or RvD1 for 30 minutes. The activity of

The CHO cells, stably expressing NFkB luciferase reporter gene, were treated with

NFkB was detected with the luciferase assay. The content of tumor necrosis factor & (TNFa) in supernatant was measured by enzyme-
linked immunosorbent assay (ELISA) and the expression of NFkB in the nucleus was detected by immune blotting. Results The ac-
tivity of NFkB and the level of TNFa in supernatant were significantly upregulated after treatment of the cells with LPS, HSP70,
HMGBI or S100A4, respectively. However, the NFkB activity and concentration of TNFa were lowered in the cells preincubated with
LXA4, ProD1 or RvDI1 as compared to the stimulated cells. Moreover, the lipids significantly decreased the content of NFkB in the nu-
cleus. Conclusion LXA4, ProDI or RvD1 could significantly inhibit the ligand-stimulated NFkB activity through interfering with
NFkB translocation from cytoplast to nucleus. LXA4, ProD1 and RvD1 showed the potential in the development of new anti — inflamma-
tory therapeutics, which was required further research.
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