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Pathogen infection triggers an immediate response by the innate immune system. Although
acquired immunity is controlled by glycosylation, it is still not clear whether this is
the case for innate immune. Here we show that innate immune responses are regulated by
glycosylation that requires the UDP-galactose transporter, Senju. Knockout mutants for
senjuexhibited melanotic tumor formation in the |ymph glands with hypertrophy, melanotic
spot formation under the cuticle and increased number of lamellocytes. These phenotypes
resemble a gain—of—function allele for Toll. Toll is the receptor of NF-xB signaling
cascade that is activated in response to pathogen infection and produces antimicrobial
peptides. We thus examined whether this Toll pathway is overactivated in senju mutant.
Infection-mediated activation of the Toll pathway induces expression of drosomycin,
however, even in the absence of immunological—chal lenge, senjumutant expressed drosomycin
at high level. Moreover, senjumutant exhibited defects of Gal-containing glycans. These
results suggest that Senju-mediated glycosylation represses overactivation of the Toll
pathway. This is the first in vivo demonstration that host glycosylation regulates innate
immune responses.




