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In this study, first we have found that expression of leukocyte
immunoglobulin-like receptor (LILR)B4, an inhibitory member of the human LILR family, is augmented
in autoantibody-producing plasmablasts/plasma cells (PCs) of systemic lupus erythematosus (SLE)
patients. However, the mechanism behind the upregulation of LILRB4 upon pathogenic
antibody-secreting cells is yet to be known. To clarify the mechanism, next we have examined if
glycoprotein 49B (gp49B), the murine counterpart of human LILRB4, is also elevated in
autoantibody-producing cells in several SLE mouse models. We have found that gp49B is indeed
expressed on PC of SLE-prone models but not of healthy C57BL/6 mice, and the level was positively
correlated to the autoantibody IgG titer in serum. Gp49B genetic deletion, however, did not abolish
the serum autoantibodies or fully ameliorate the lethal glomerulonephritis, indicating that gp49B is

not the sole regulator of lupus but a pathogenic element in the disease.
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