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Significance of IL-18 in diagnosis of macrophage activation syndrome due to systemic-onset juvenile idiopathic arthritis”
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Abstract ; Objective
temic-onset juvenile idiopathic arthritis (SoJIA). Methods

To investigate the significance of 1L.-18 in diagnosis of macrophage activation syndrome(MAS) due to sys-
Concentrations of IL.-18 were quantified in serum of the four groups
(patients with MAS complicating SoJIA, patients with SoJIA, patients with JIA but not SoJIA and controls) by ELISA. Results

Serum I1.-18 concentrations of MAS complicating SoJIA patients are significantly higher than those of any other patients in the

study, SoJIA patients are the second high in the four groups,and the I1.-18 concentrations in controls are the lowest. Conclusion

1L-18 may be important in the diagnosis of MAS complicating SoJIA.
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