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Biomarker profiles are useful for evaluating pathological
conditions of rheumatoid arthritis and diagnosing
anti-CCP antibody-negative patients

Hitoshi Uga", Yoshiaki Miyamoto”, Takahiro Okazawa",

?-3 and Hirokazu Kurata”

Shunichi Kumagai
Summary Interleukin 17-producing helper T (Th17) cells play pathogenic roles in autoimmune
diseases, including rheumatoid arthritis (RA). Identification of novel Th17 cell-specific molecules may
be useful for discovery of diagnostic markers in RA. We performed a comparative microarray
analysis on in vitro differentiated Th1, Th2, Treg and Th17 cells. We found that podoplanin was
expressed abundantly and specifically on the surface of the Th17 cells. Moreover, at the inflamed
synovium of arthritic SKG mice, most of the accumulating Th17 cells were podoplanin-positive.
We also measured serum levels of cytokines and evaluated their usefulness as diagnostic markers
for RA. By using multiple logistic regression model, we revealed that the combination of four
cytokines can clearly discriminate not only anti-CCP antibody (ACPA)-positive but also ACPA-
negative RA patients from non-RA arthritic patients.
These results indicate that the profiling of Th cell-specific molecules would be useful as a novel

diagnostic marker for RA.
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