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The role of CD47-SIRPalpha system in the regulation of dendritic cell survival
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In this research, we focused on the involvement of CD47-SIRPa system in the
regulation of dendritic cell (DC) survival by using tomoxifen-inducible SIRPa knockout (iKO) mice.
RNA-seq of sorted DCs from SIRPa iKO mice revealed that expression of cell death associated genes

such as gene N was upregulated in the absence of SIRPa in DCs. To elucidate the role of gene N in
the surivival of SIRPa -deficient DCs in vivo, we generated SIRPa /N double KO (DKO) mice. We
demostrated that the number of DCs is recovered in the DKO mice compared with SIRPa KO mice. Thus,
our findings indicate that SIPRa regulate DC survival by inhibiting gene N upregulation.
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