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AVTINVIVHFEIALNVADM2 7 2827 ik, b VATV IHO H2MBEP~RHB e 2 Li2X ), M
fa & i o BRI 2 AR CTH 5 NLRP3 inflammasome % i :{b & CTw 2% (Ichinohe et al Nat Immunol.
2010) ¥ RIGIBRKICE DA % —7 20 V% id NLRP3 inflammasome D i L # KX ETwn b
(Pothlichet et al PLoS Pathog. 2013)0 S DX H %A ¥ 7 VI ¥ £ )V ZAEYIZ X 5 inflammasome D%
b& IL-1 8 DG WMEEERFTORIERIGTENT ThR L ZFDHD T 4 IV AFERI 2 264 % Hil#13 % (Ichinohe
et al. ] Exp Med. 2009, Pang et a/. Nat Immunol. 2013), &, £ ¥ 7NV Y7 4 VW AD NSL ¥ V87 Z A8
NLRP3 EMHEMEHT A Z 12 & b, NLRP3 inflammasome OifME L & Z ki IL-18 oEAZIHI LT3
CEBWSNE B oI, TOMHIRITIE, RNAKE N ALY BBHFEHOTVF= 4 FHOY V) &,
TRIM2 #EA& AL Y (96, T FEHDO NS I V) DPUETH 72805, 74 IVARNA 2L % NLRP3
inflammasome D IHFMEALREIKIZH DO NSL 7 v 37 EARELKEELTWE I EBHLNE oz,

£ Y7V VYT AL IVANSL ¥ 87 B2 X A NLRP3 inflammasome ¥l

(@]
(@] (@]
% AVITNIVHFILILR BRERBHAD o ®
\ RIE RIS
\
RIG-I VRNA
By ——
Ve & ot NLRP3
VRNA * § & (’ ® IFN-g inflammasome
S { . g
T-:;:;sz IFNAR1
J
/
NLRP3
M2 protein H* — @ /
(@)

Ascg / IL-1p

NS'IOQ % Caspase-1 /\
proCasp-1 prolL-1p Q

24



