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An_exploratory study on the key molecules in Japanese autoimmune rheumatic diseases
using genome and transcriptome analyses.

TSUCHIYA, Naoyuki
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Transcriptome analyses reveal not only the key molecules in the pathogenesis, but
also novel susceptibility genes which influence expression levels. Here we compared transcriptomes of
Japanese patients with active systemic lupus erythematosus (SLE), ANCA-associated vasculitis (AAV) and
healthy controls (HC). These groups were found to form distinct clusters. Significant enrichment of type
I interferon related genes was detected not only in the differentially expressed genes in SLE, but also
in AAV. Some of these genes exhibited opposite directions of expression change in SLE and AAV, suggesting
that they might be related to the difference in the pathogenesis of these diseases. Furthermore,
significant down-regulation of HLA class Il genes was detected in AAV, suggesting that the molecular
mechanism of association between HLA class Il and AAV might involve reduced expression level. Thus, this
exploratory study generated many testable hypotheses which should be validated in the future.
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