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Investigation of the autoimmune diseases pathogenesis through microRNA
exhaustive analysis
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Rheumatoid arthritis (RA) and systemic lupus erythematosus are typical
autoimmune disease. In this study, we revealed the microRNA (miRNA) is associated with these disease
activities. In the study targeting of RA, we first performed miRNA array analysis of plasma from
patient with before and after treatment of abatacept, and identified the fluctuated miRNA between
before and after treatment. Next, we intended to investigate the influence of these miRNAs in RA
disease activity, and tested to confirm inflammatory responses using RA synoviocyte. Interestingly,
uE-reguIated miRNAs by treatment have anti-inflammatory effect. Conversely, down-regulated miRNAs
showed effect to increase inflammation. That is, plasma miRNA from high activity RA patients may
contribute the sustention of disease activity, and plasma miRNA in low activity RA patients may
conversely assist the suppression of inflammation.
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Name P Fold Name P Fold
hsa-miR- hsa-miR-
4459 0.043 | 1.991 4259 0.012 | 2.425
hsa-miR- hsa-miR-
625-3p 0.002 | 1.798 4664-3p 0.044 | 2.263
hsa-miR- hsa-miR-
146a-5p 0.041 | 1.728 2576-3p 0.025 | 2.002
hsa-miR- hsa-miR-
4505 0.021 | 1.718 4326 0.047 | 1.977
hsa-miR- hsa-miR-
4520-5p 0.020 | 1.659 1231 0.047 | 1.798
hsa-miR- hsa-miR-
4739 0.004 | 1.576 1203 0.032 | 1.794
hsa-miR- hsa-miR-
3616.3p | 0-088 | 1422 36o0a-3p | 0025 | 1.657
hsa-miR- hsa-miR-
786-3p 0.009 | 1.375 3942.3p | 0037 | 1619
hsa-miR- hsa-miR-
4442 0.043 | 1.283 4299 0.004 | 1.582
hsa-miR- hsa-miR-
149-5p 0.026 | 1.282 124-3p 0.026 | 1.490
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