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The effect of LDL-containing immune complexes on the secretion

of cytokines in macrophages
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[Abstract] Objective To study the effect of LDL-containing immune complexes (LDL-IC) on the secretion of cytokines
in macrophages. Methods  Four matched groups were set namely 150 pg/ml of LDL-IC, native LDL, immune complexes of IgG
(IgG-1C) and negative control, and incubated with macrophages for the same duration. The concentrations of TNF-a and IL-18 in
the supematant were determined by enzyme linked immunosorbent assay. Moreover, for investigating the changes of the secretion
of the cytokines, the macrophages were incubated with different concentrations of LDL-IC ( 0,50, 100, 150,200,250 pg/ml) or
with 150 pg/ml LDL-IC for different periods (0,3,6,12,24,36 h). Results The TNF-a and TL-1B levels of the cells treated
with LDL-IC were higher than the groups treated with LDL.IgG-IC and negative control ( P <0.01). The TNF-a and IL-18 levels

were increased with increasing LDL-IC concentration and prolonging incubation time.

Conclusions  The secretion of TNF-a and

IL-18 was markedly increased after the cells were incubated with LDL-IC and there were dose-and time-dependent effects. LDL-IC
may play an important role in the development of atherosclerosis by interference of cytokine secretion.
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