Effects of type 1 interferon deficiency on B-cells in lupus-prone

mice
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Introduction Hypothesis Results IFNAR fIx/flx mice exhibit a lower
concentration of serum anti-chromatin I1gG

antibodies than control mice

* Systemic Lupus Erythematosus (SLE) is a
debilitating autoimmune disease that
affects over 5 million people worldwide

IFNAR flx/flx mice exhibit lower spleen
weight and splenocyte count than IFNAR +/
+ and flx/+ mice

Specific deletion of IFNAR in B cells will
decrease autoantibody production,
immune complex formation and
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 Symptoms of SLE in patients vary and
can have multiple affects including
anemia, hair loss and glomerulonephritis

* Deficiency in IFNAR ameliorates disease
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* Flow Cytometry was used for the i * But, no difference in immune complex
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samples taken at 9 months

subpopulations

* Enzyme-linked immunosorbent assay
(ELISA) was used to measure total IgG,
IgM, and anti-chromatin I1gG

IFNAR flx/flx mice show similar deposition of
lgeM/C3 than IFNAR +/+ and fIx/+ mice
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Figure 1: Plasmacytoid dendritic cell and associated lupus pathways (1)
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Figure 6: IFNAR f+/+ kidney
samples taken at 9 months Genotype

control fix/flx



