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WFFERRE OB EE (Fn30) @ SR R OEIERRRZ BIKCTd 5 Toll-like receptor 7 (TLR7) &
TLR9 iZ. Unc93 homolog B1 (Unc93B1) & FEEI 2 43 T2 & » THIK IR IR E N T o R &R
S TW5, RIFFETIE Unc93Bl OE R~ X Z/E L, TLR7 & TLR9 DILE /T v A DMK
FE LToRBENAERIZ B 2 D2 B HOWTHRET L7z, ZOREE., 2O~ v AL TLRT OILEMEN
JUET 5 2 & TR, MUE, /R, RERIKE R R E DML 2 RBUBZ 2L, JIZEDLZ
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WFoep OB E (L) © We generated Unc93bID34A/D34A mutant mouse to analyze the
significance of reciprocal TLR7/TLR9 balance in vivo. As results, various phenotypes were
developed in these mice spontaneously and over half of mice died within 1 year because of
TLR7 hyper-response. For example, hepatitis, splenomegaly, thrombocytopenia, and
glomerulonephritis were observed. From these results, it is confirmed that reciprocal
TLR7/TLR9 balance is an essential mechanism for avoiding lethal homeostatic
inflammation.
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