Targeting antigens to CD180 induces a robust humoral response by activating
immature B cells and promoting survival and proliferation of Ag-specific B cells
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Figure 1. Ag-specific BCR internalization is more rapid upon contact with Ag-aCD180 than Ag-Iso + aCD180 Figure 2. B cells present Ag and stimulate T cells following Ag targeting to CD180
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Figure 3. Ag-specific B cell survival and proliferation depends on the direct conjugation between the Ag and Figure 4. Ag presentation, Ag-specific B cell proliferation, T1 B cell expansion and the development of long-lived plasma cells occur following
aCD180 in the inoculum and is T cell dependent Ag-aCD180 inoculation, but not after Ag-aCD40 inoculation
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