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TR OMEEE (330) : To examine the functional roles of CD95-induced apoptosis in B cell
differentiation and maturation stages, B cell antigen expression and repertoire were
analyzed. Increase of CD19-positive, CD20-negative cells including CD38 positive, IgD
negative, CD95 positive memory B cells, plasmablast and plasma cells were found in
circulation in patients with infection and autoimmune disease. These results indicated that
anomaly of CD95-induced apoptosis systems in B cell maturation may relate to the
pathogenesis of autoimmune disease.
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