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Introduction

The co-stimulatory CD40L-CD40 dyad is a major driver of
atherosclerosis. CD40-TRAF signaling on B cells is crucial for B cell
function, including isotype switching and germinal center formation.
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Here we aim to unravel the function of B cell CD40 on atherosclerosis, 18 female CD19wt CD40fIfl Apoe 7/~ mice (wt mice)
as well as the different TRAF-signaling pathways involved. 18 female CD19cre CD40fIfl Apoe 7/~ mice (cre mice)
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Flow analysis of spleens of B cell CD40 deficient mice show decreases in B1 and B cell CD40 deficient mice had decreased plasma total 1gG and IgM
germinal center cells, while plasma cells quantities are unchanged compared to WT. levels, as well as reduced anti-MDA/oxLDL IgG and IgM levels.
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Conclusion

Our data indicate a protective role of global B cell CD40 in atherosclerosis most likely via boosting the B1-driven, protective anti-oxLDL IgM
response. The newly developed TRAFZ2 inhibitors will help us unravel the effects of CD40-TRAF2 signaling in B cells.
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