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(Kono et al, Nat Rev Immunol 2008) , Z iU E THILSEIZFEVY HMGBL, HSP, SAP130 72 £
danger associated molecular patter (DAMP)s & FEIZAL 5 Bk % 7253 723 i S du, MIRRSEIC 5 %
JEIWCEG T ENRENTE T, £/, va v ya N TERT AR b= XV SERE
B HBER -2 S, DR LAY v RS 5 T LT, MRk
DOIEFMEHERFICBE S LTV D Z E R EN TV A (fR/YEMEHESE) (Steller et al, Dev Cell 2003)
— 5 T AFFLEHIL TIMIRLFE I VA S AVRE M SEIZ RS 5-3 5 (K- & L T prostaglandin
E2 2A[AE & TV =A% (Lietal, Science Signaling 2011) | et Fk ~ (B A b L ARAFMEIC
FEMIIR N B B S v, AVEMEREAEIC R 59 K & LT IL-11 & [AE L7= (Nishina et al,
Science Signaling 2012) ., £ 72sEMINADAF(EIL, TEk K < 1S TV D TR MR GYE 72
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— 5 T, 41X cellular FLICE-inhibitory protein (c—FLIP)& 13402 Ml i 58 51 il 8 s 143,
NF-kB (ZXAH I sE N B2 & Bl & 2L QA ZEE SN L T~ (Nakajima et al,
EMBO J 2006; Oncogene 2008), 4= & 1D c-FLIP KB~ A TP FE D ML E TR AR 2 KR /E
D 10.5 BICHIELZ2>TLEI7ZHIZ (Yeh et al, Immunity 2000) . = ENORHRIZI1TD c~FLIP
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