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Cell type-specific role of inhibitory 19G Fc receptor I1B in murine lupus
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C57BL/6 mice carrying the Yaa autoimmune susceptibility locus spontaneously
develop lethal lupus nephritis when the Fcy RIIb gene is deleted (B6.Fcy RIIb-/-_.Yaa). To define the
cell type specific role of Fcy RIIb in the disease, we established B cell (CD19Cre.Yaa), myeloid
cell (C/EBPa Cre.Yaa), and dendritic cells (DC) (CD1lcCre.Yaa) specific Fcy Rllb-deficient B6.Yaa
mouse strains. CD19Cre.Yaa mice developed milder lupus nephritis compared to B6.Fcy RIlIb-/-.Yaa
mice, indicating that Fcy RIIb deficiency on only B cells is not sufficient for the development of
severe disease. Surprisingly, C/EBPa Cre.Yaa mice developed similar mild disease as CD19Cre.Yaa mice
whereas CD1lcCre.Yaa stayed disease free. These observations indicate that, in B6. Fcy RIlb-/-.Yaa
mice, Fcy RIlb deficiency on both B cells and myeloid cells, but not on DCs, contribute to the
development of severe lupus with high autoantibody titers.
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