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WFZERR R OMEE (Fi30) @ TNFall LV FEINDT A b= 20N 5357 X7 % —4;
1T 2D TRAF2 & c-FLIP ORI~ 7 A DIRNT %17 o 72, & OFER TRAF2 K~ ¥ A I3 KM FFZ
DT R b= ANTLHE L, X HICZORERS] & 2 7z R 722N O Lo R M
YA DAL COFEETTER D VE ST, EERKIBREZARBIET L2 LR LNE o7,
FloA U F—T =0 EEME ORI RE c-Flip KB~ 7 A TA v X —7 =1 L OFEH|T
H D poly ICOEHIZE Y  KED IL-6 FEAZ D BUEIFR CHTET HHENRHALNE 25T,

WFFER R OMEE (3€30) : We characterized two deficient mice lacking TRAF2 or c-FLIP, both of
which are critically involved in protection of cells from TNFa-induced apoptosis. TRAF2-deficient
mice spontaneously developed severe hepatitis through enhanced apoptosis of the colonic epithelial
cells and subsequent alterations of the commensal microbiota and upregulation of proinflammatory
cytokines. To delete c-Flip gene, we injected poly I:C into interferon-inducible c-Flip-deficient
(c-FlipF/F:Mx) mice. Upon poly I:C injection, c-FlipF/F:Mx mice developed severe hepatitis along
with upregulation of 1L-6, but not TNFa or IL-1B. Collectively, these results suggest that deletion
of adaptor molecules associated with TNFa signalings promotes apoptosis along with

inflammation.
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