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Abstract

In patients with Juvenile Idiopathic Arthritis (JIA) early diagnosis and implicated in sustaining joint inflammation. In this study, we analyzed the
iIntroduction of appropriate therapy are crucial for Improving patient potential of sCD206 as a biomarker for early JIA subtype classification.
outcomes. Especially in the oligoarticular arthritis accurate subtype Serum sCD206 levels were measured using an enzyme-linked
classification Is often delayed. Soluble mannose receptor (sCD206), a Immunosorbent assay (ELISA) in 289 patients aged 1-18 years suffering
macrophage activation marker, has shown promise as a biomarker in from four different JIA subtypes. Mean rank comparisons were performed to
iInflammatory diseases. In rheumatoid arthritis, sSCD206 levels correlate with  assess differences in sCD206 levels across the JIA subtypes. Higher mean
disease activity and reflect macrophage-driven inflammation. They decrease ranks correspond to higher sCD206 levels.

with effective treatment. Synovial macrophages expressing CD206 are

We could demonstrate significant (p<0,0019) differences in serum sCD206 levels among JIA subtypes, though the observed
differences do not consistently reflect disease severity.
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