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Interleukin-18 receptor accessory protein (ILL8RAP) is an indispensable subunit of the IL-18 1. Increased expression of IL18RAP in neutrophils from SLE patients 4. 1L-18 enhances fMLP-mediated ROS generation in neutrophils via IL18RAP
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« In our screening assay, we observed an elevated expression of IL18RAP in peripheral 3 g 5__:_ *e
leukocytes of lupus nephritis (LN) patients and its expression level was highly correlated with : . I In summary, we have revealed an overexpression of ILI8RAP in neutrophils which is associated
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