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WFZER R OMEEL (FE3L) : We analyzed comprehensively gene expression profiles in patients
with autoimmune diseases including rheumatoid arthritis (RA) and systemic lupus
erythematosus (SLE) by DNA microarray and their correlation with the efficacy of anti—-I1L-6
therapy. S100 family was identified to be involved not only in inflammatory response but
in bone metabolism in RA. In SLE patients, abnormal ATP synthesis and DNA repair were
identified which may be involved in the pathogenesis of SLE.
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