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We generated SIGNR3-specific mAbs and investigated SIGNR3 expression in vivo. SIGNR3
was expressed on a vast majority of CD11b"CD11¢"™ myeloid cells in various tissues, such as
blood, dermis, lung, spleen and lymph nodes. By the cell transfer experiments using fluorescenated
Ly6C""SIGNR3" bone marrow monocytes, SIGNR3 expression was upregulated along with the
decrease in Ly6C expression during the circulation. Upon arrival at the peripheral LNs through
HEV, the inoculated cells differentiated into CD11b* DCs in a couple of days. These results
indicate that some DCs, especially in the subcutaneous lymph nodes, are possibly replenished by
Ly6C™9" monocytes.

DCIR1 was detected mainly intracellularly in various cell types, but transferred onto the cell
surface by the activation with LPS and TNF-a..
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