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BT A DNEFTHICIRIE L 7= /B2 E N DNA & o ¥ —43 7, DAL (DNA-dependent activator of IRFs)
DOFMRLE N DNA 12 K DIEMHALBEIE I DWW TEERI 72 fi#AT 247V, DAL & > /X7 INOFi#l DNA 5873%
R A A <0 DNAMKTFYED H ARG I E AR ICEE 2 U VELEM Y1 2B OMMNE Lz, 72
in vivo IZBWT & LIZFEMNICAEBERIMSRE 2 #3572, Dail Bin TR~ A E/ER LT-,
O AFEFITEE L, VU RWEICBT 2 MEBEOMR b AR~ 2 L L CTIER
THH 12D Dai BT RIBHILTIEIWL ODDOPFLT A NV ABGFOmRNAFEN R Z 57202 &
R LU,

FZERC R OBEE (B530) -

Recently, we had identified a novel cytosolic DNA sensing molecule, DAT (DNA—-dependent
activator of IRFs). We analyzed the activating mechanism of DAI by cytosolic DNA
stimulation and we found a new DNA binding domain and phosphorylation sites in DAI protein.
These domain and amino acid residues are turned out to be important for DNA-mediated
activation of innate immune responses. To investigate further the role of DAI in innate
immune responses in vivo, we generated mice deficient in Da7 gene. Dai” mice grew normally
with normal cellular population in lymphoid organs compared to those of wild—type control
mice. We analyzed the role of DAI in innate immune responses and found defects in mRNA
induction levels of some antiviral genes in Dai” cells.
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