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A > NLRP3 (Nod-like receptor family, pyrin domain containing 3) (3, BREE - ORI <05 2T O A B
DNA/RNA A /VADREGIRE | k2 2RI KOG T2 B R E R BER ThHD, 1 TNTFTANRT, UA A
D M2(Zab BIRARAF L T X FI) XU RXTE NN T ATNNY DT ab ZHIRE H~Fi S E 52412 X0, NLRP3
inflammasom Z{EMALEETWA (1), A 7NV P AN REGUZ I DM TO inflammasome DG MEALIL, A 7>
PIA VAR RIS DRI M B THDH N (2) | A7)V WAL A5, NLRP3 inflammasome #5244
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AT NPT AL AAPRSIE, 10 A FEHFHINCHERE R 35°CT2 A MEFRL TR L, VAL A iild, MDCK
Mz N7 T — 207 B AAEIZEVIIEL . UANVAZ Y 7% -80 CITIRIFLTZ,
2. Ip=RUT Sy E OfhH
A @2 1mldhomogenization buffer [20 mM Hepes (pH 7.5) . 70 mM sucrose, 220 mM mannnitol] CHRVEL | 27GEHE
ImlIz Vo V% VT, 30EIE T 7 LTz, ZHA800 X g T545i L TIEZ B BRV =dh & 10,000 X g T10757 i iz 0
LT R L2 D&M RT3l LTz,
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FEPTIEDIT, AN ARG I T DA > 7 IV T T A L APBL-F24 2 72 B ORI N S AE 2 fRAT U=, R A R
AR /NRA/EVIAR SR RU T 3BT TW.BARICEYPBI-F2# 0 VB e 35 & PBI-F22 R 1
Shar RUT B RIS NSNS Z L5 Te, ZOZ LA ILE S LR 5L, 2K (~907 3 //E) O
PBI-F2X > RVBEIIINa L R T L FIEL THDDIZHL ., 70% OHINTR D A )L R B 65 CAR b 2 K\ N /- PB1-F2
(57 7/18) Zo_0EiE, Sbar FUTIIT RS TSI E ol sS gz, IRIZ, ZOPBI-F22 0 " E R A RY
T DEZNZREL TODDEMNT LUT=, Sha L RUT 43l % % D £ Eproteinase K CHULELT 5 &, Shar RUTHMEL L R 7'E
(MAVS, Mfnl, Mfn2, Tom20) |33 fESi T, W.BIEIC IR TE7e</R503PB1-F22 0 VB350 a2 T o7z,
512500 p g/mlDdigitonin{F1E F (b= RUT OAMER BB SVAHIREE) Tld, PB1-F24> /37 E | dproteinase K (28557
it T HZ LG, PBI-F2 X2 X7 B D JREIIINAL R T O~ w7 AT A=A CTHBEE R BE/ERAL
TWDZEDITRBIIT, B RITPBI-F2X2 L NV IZ L% B R IE R~ DB A i+ 5 & PB1-F22 /37 IXIFN- B D
JE/ESPNLRP3 inflammasome f&AFAI7RIL-1 B OREAZINHIL CODZENRIHSN L2712 (3),
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AT T AL ADME L X FIINT AT NP NO T b i E P S 52k, ~~ T vF =
(HA) OREIEZEALZ BT WD, g ENEINLRP3ICED , ZOM2Z L 7B X DML T DA A T AD I & Bes
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