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Abstract : We obtained 31 serum from RA patients in the NCGM, and analyzed the
concentration of 14 PrX members by ELISA method. Among them, PrXA, PrxC, PrXF, and PrXL
were well-corelated with RA symptom and inflammation marker, CRP. Additionally, PrXG,
PrXQ, and PrXV showed weak corelation. On the other hand, concentration of serum PrXD,
PrXR, and PrXW was not significantly different between RA patients and healthy volunteers.
Therefore, we demonstrated that PrXA, PrxC, PrXF, and PrXL could be novel serum markers for

Rheumatoid Arthritis. Precise analysis of these data is still ongoing.
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