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In the autoimmune disease, auto—reactive B cells are activated and produce the
autoantibodies, which induce the tissue injury. We found that abnormal expression of G5PR,

>

one of the B’ regulatory subunit of the serine/threonine protein phosphatase 2A,
induced the expansion of B-la cells in the peritoneal cavity and generation of
autoantibodies in mice. Over—expression of G5PR in B-1a cells suppressed the JNK-mediated
apoptotic signal pathway and rescued from activation—induced cell death by antigen
stimulation. These results suggest that G5PR may play a pivotal role in B cell selection

for B-la cells and in the development of autoimmune disease
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