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Role of FcgRIIB for autoantibody production inside and outside of germinal
centers

Hirose, Sachiko
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Fcy RIIB-/-.Yaa mice develop severe lupus nephritis with high serum levels
of autoantibodies. To determine cell type-specific role of Fcy RIIB for autoantibody production, we
established B cell-specific Fcy RIIB-deficient CD19Cre.Yaa and myeloid cell-specific Fcy
RII1B-deficient C/EBPa Cre.Yaa mice. In CD19Cre.Yaa mice, Fcy RIIB-deficient B cells were
spontaneously activated in both inside and outside of germinal centers (GCs). In contrast, in C/EBP
o Cre.Yaa mice, activated B cells were located typically in GCs but not outside GCs. RNA sequencing
analysis revealed that B cell activation in C/EBPa Cre.Yaa mice was due to the increased production
of B cell-stimulating cytokines by activated Gr-1- monocytes, because Fcy RIIB-deficient monocytes
were activated and differentiated from Gr-1+ into Gr-1- phenotype subset, the latter showed high
potential to produce B cell-stimulating cytokines.
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