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TLRs (Toll-like receptors) % RLRs (RIG-Ilike receptors) (&, A VAHEOEHEEZHEBM LIRS vy —T
O r%#HET 5, TLR3, TLR7, TLRY 3L ¥ KV — ANITHAET B 2K T, ZA$ RNA (double-stranded RNA:
dsRNA)., —A&$ RNA (single-stranded RNA: ssRNA) & DNA %#ZFhZFNii#%$ %, RIGI & Mda5 % & & RLRs
. MBEICERET AT A4 VA RNA 23883 5. —J. MIBETICHELET L BREEZAEM. Nodlike receptor
(NLR) 77 3V —® NLRP3 &, M, 74 VA, BRPREW R &S ESERMMISEL, T T5—5 287
B ® apoptosis-associated speck-like protein (ASC) R KM caspase-1 (pro-caspase-1) & & HICE KLY 37
HHEARTH % NLRPS inflammasome 23 %5 (X 1), NLRP3 inflammasome P IZEIZ & 0GR L 72 caspase-1
&, MR T o R IE! interleukin 1 beta (IL-18) % IL-18 % ESIEFH MY 4 M A 4 » OREE 53 % HIE 4 %
(M1 CTOIL1B E SFSFLMWERICHTT A2 RIBISEDOFE L RIERS. HORERBL R EIZHb 2072
A MHIAVTHDE, BIZIZ A VTNV HF T AV ARG & 5T inflammasomes DiGHALIZ, 7 4 )V AfRE
B2 BB OFEICLETH B 13, T4V ADRMIZHE D S inflammasome & L THFE. RIGI inflammasome.
NLRP3 inflammasome. absent in melanoma 2 (AIM2) inflammasome 255N TWw3 (X 1), RIGI % AIM2 12,
ZFNZEN T AV ADRNA R DNA # i35 2 L2 X D iEMIL3 % inflammasome T3 % @ 2% L. NLRP3
inflammasome (&7 4 VA RNA 28k LWl A IZINFTIZ, A YTV UV FI A WV ARWOHH T 4 VA
(EMCV) &, YA NVADBESAL F v F 2 2NV F V828 (viroporin) 12 X - T, NLRP3 inflammasome % {1 & &
TWHZEERMLTEZ15, £ VT VIT ULV ZAOY4A . NLRP3 OEHEALICIEY £ Vv A0 HYEIR 7 M2 &
YRTBRT VATV J%Ea‘é TEPRLETH-7 (M) Yo FEMCVIE, YA VAD 2B (Ca* { + ¥ F
Y AN) F NI ED MR T V12|30) Ca2”2ﬁ‘ﬂ5”ﬁ’é'f¢’\‘?ﬁﬁ ST, MR O Ca2 iBEMN LA 5 2 L5,
NLRP3 DiFHALICLETH S (K1) 5 IS 4V AEYC & 5 NLRP3 inflammasome O{ftELiZid 3 b
ay ) 7TOREN ERELEIPasR ‘) 7’) PBHEET, NLRP3 X3 b v M) 7HUE S > 237 B @ mitofusin 2/
MAVS % 312, NLRP3 inflammasome #E L TWwaA I EZH SN LA (K2) 6, IS, [ Y7V V¥4
WADPBI-F2 % %7 Eid, Tomd0 Fr A NVaENHALTI I Y FNYTORBAR=AANHESN, I a2 FY7
DREBEMERT (I Fa v FY 72N €52 &KX 0, NLRPS inflammasome DML Z#HIHI LTw5 (K
2) Do WA VI NI I AL VA NSL & v 2827 Hid, caspase-1 DiFEHALZE ZNHE < IL-1 8 oWz I L <
WAHLIZEPMONT VLG8, TOEMAKRMNE AN = XL EIAHTH LD, €I TRIFETIR. 4 VIV UHF T VA
NS1 # > 7%7 %12 X % NLRP3 inflammasome O¥HIEHEZHS 2T A2 2 HME L,
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L. A4V AEG L inflammasome
AVINVIVHFIALNVAM2 Z Y8278k, b v ATV Yo H % Mg b~ 1 S8 T NLRP3
inflammasome ZiHEMEALEHTW5, F72 EMCV 2B 7 ¥ 87 Zid. /MRS TV i o Ca2t 7 flllu g i~ 1
&+ T NLRP3 inflammasome G L &€ 5, F 72 RIGL IEREHONEY 4 v 2 (VSV) ®—74$ RNA
(ssRNA) % @i L T RIGI inflammasome % B L. #Mfw & o7 £ )L 2 DNA (dsDNA) & AIM2
inflammasome % {G M4t X & %, Inflammasome DT & O IiEHEAL L 72 caspase-1 (AL E W D I o 4
4 bH A4 v (proIL-18. prolL-18) ZEIWr L. M/~ O 52 R S & 5,
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2. I ba vy )7 ORBEEMKER 7 NLRP3 inflammasome D4 b
AVINVZUHFIANA B EOBERREIZE DIEEIL LA NLRP3 I, I I FUTONESY V7 HTH D
mitofusin 2 (Mfn2) ® MAVS &#iET 5. CNERYELT, 78 77— 2232 E D ASC %R pro-caspase-1
(proCasp-1) 24 L. NLRP3 inflammasome 28K SN b, £ Y 7V VI L VAD PBL-F2 ¥ V37 8
X, Tom40 F v AV ZEZMLTI IV F) TOREMAR—ANE LS, I MY F) TOREMEKT (3
Fay FYTEBAIL) 852 &12X ), NLRP3 inflammasome O ifALZ #IH] LT 5,

LIV A IV A NSL # » 737 B H NLRP3 inflammasome &A1 7 IL-1 f D5 % 9 % 2% WEEd 4
7%, HEK293T #ifid % F v 72 NLRP3 inflammasome ® %% % FIH L 7o HEK293T i 2 12 NLRP3. ASC.
procaspase-1. pro-IL-18 OFMT I AI FZEAT L L, FELEPIOEIIO IL1 PFowshs (K3). oh
FCTOMREDOMEY 6.7, v b uncoupling protein-2 (hUCP-2) 7 F X I FZEAT S &, IL-15 O5Wbd#if s h
770 [AIRRIC, 4 ¥ 7V 4 )V A NSI % fﬂ? J A3 F%E AT % & NLRP3 inflammasome 47117 IL-1 8 D45
WERAREIHHI L7z LAL, NS1 & 37 BHIZX D MEF D proIl-1 8 ORHEIITEEL G o722 &
5. NS1 # %27 % ix NLRP3 inflammasome @(Eﬁﬂ:%@ LOEFIHILTWD Z EHRBEINT,



IL-1B (ng/ml)

0 e
Plasmid (500ng) EGFP EGFP NS1

NLRP3 (ng) 0 30 30
ASC (ng) 5 5 5
proCasp-1 (ng) 5 5 5
prolL-1B (ng) 150 150 150

3. HEK293T #ilg % fv>72 NLRP3 inflammasome @ 44
HEK293T #ilalZ, BIZ/RT SS9 AIREZ IS VA7 27 Y a vy Lz, 24 B0k Fig#EILL, IL-18 ©
% ELISA Tl L720 “P <0001 (t-test)o

WIZ HEK293T Mg % v 72 NLRP3 inflammasome O R TR ONLHL %, IL-15 OF R EAME TS S
RUAY /AT 77—V CHHTE P %R L. TTAVTINVITUVFIANVANSL ¥ N0 HERBT LV F
A NVAZPEEL (invitrogen), ThE<x v A~ 707 7— Itk TH 2 J774A1 Mg & &, NS B J774A.
128V L7z TN NLRPSDO7 T=A MTHb ATP . NSI KA ¥ 7 VT U7 £ )V A (Prof. Adolfo Garcia-
Sastre, The Mount Sinai Hospital) % &S w7284, I3~ b u—) Vo EGFP 53 J774A.1 & Fb# L C. NSI 583
J774A1 Tld. ATP Hili# 30 5314 & 721& NS1 KB A )V A &G 24 W2 0 R5 28 RiETh o IL-1 B OFEADHEIKT L
TWBZ DG hoz,

AV ITNIUHFT L IVANSL ¥ ¥ 2827 B2 X A NLRP3 inflammasome KAFHG 7 IL-1 O FEA PIHIBEAE 2 AR5 72
Wy IPI VY TOBEBMICEG 2 ABELZFEN L. TNETOHREEY 67, HEK293T Mifgic hUCP-2 ©5H 7
5 A3 FwE A, /2348 % carbonyl cyanide m-chlorophenyl hydrazone (CCCP) TUL¥ET A LI +a sy FY 7D
JRBAIAMCT L2 (TMRM 3efa)o LAL, A Y7 NVZUHF T A IVANSL ¥ U2 EBBTI5AI FEEALTDH.
IhAYNYTOREBMICHEL L2 ol

WIZA VTNV VT £ VA NSL # > 7327 875 NLRP3 inflammasome OREH T-E M ESEH L CTW D 2% #lx5
7%, HEK293T #ifalZ. myc-tag NLRP3 & flag-tag NLRP3. ASC #% co-transfection L. ¥T flag ¥ifk % 72 002k
BziTolze $HEAL VTNV YT AL NWVANSL 7 V87 EANLRP3 EMHEAH L TWB I EWMHETE 2,

4V TNIYHFT AL IVANSL ¥ v 2827 412 X A NLRP3 inflammasome #KAERG 7 IL-1 f DA PR D & 512
MZe AN = AL FHT 720, NSL & 27327 B D NLRP3/ASC I2 & 5 ARy 7 DTN G 2 5 B2 AT L7z,
HeLa Mif212 NLRP3 & ASC O%Bl7 7 A I F&#E AT 5 &, NLRP3/ASC KT 5 ARy 7 #idk % 1 Mgz 1 o8l
B|TE, LAL, SZWA Y IZNVZ Uy HFEY AL IVANSL ¥ 87 5Bl 75 A3 28 AT 5 & NLRP3/ASC 251
T HANRY FREIED TS B EDDH o7,

H %2 NLRP3 inflammasome #&AF 97 IL-1 O AT E R, £ Y TNV 7 4 VA NS ¥ V37 ok
RERNAA Y &fffTL7ce ZZTRNAMAG N AL Y (BFHOTNVF=V LA FHDOY V) & TRIM25 #546 F A A
> (6 FHEIFHOI VY I V) 27 7= VICHEBLALRNSL BB T 2 I FE2ERL, NLRP3
inflammasome FEERICBIT A IL-1 8 D@L, NLRP3 & oM EAEH. NLRP3/ASC ARy 7 EREIZ DWW THE 21T
ol FORHE, RNARA NA AL & TRIM2 #A F A A4 vid, NS1 # 782712 X % NLRP3 inflammasome &1F
M7 IL-1 p O], NLRP3 & M EAEH. NLRP3/ASC D ARy Z R OMHNIMLETH D Z 5oz,
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4. A VTNV yHT AL VA NSL ¥ 22387 B2 X A NLRP3 inflammasome O ¥l 4%
A TNVIYHTAIVANSL ¥ 2287 8k, NLRP3 EMAAEMT 5 Z L12 X ) NLRP3 inflammasome D%
b2l IL-18 OEAZHHILTWb, ZOWHIRIHRIZIE. NS ¥ 287 HO RNA#E N AL %
TRIM25 & KA AL VHBLETH 72,

£ =

A VITNVIZUHTIAIVADNSL & 87 81X, NLRP3 EMEMEHAT A2 L1125 ) NLRP3/ASCIZE B ARY 7D
Je % B L. NLRP3 inflammasome DAL & ZiilHi < IL-1 5 OEAZIHI L Tz Z OHPFIRIRIZIZ. NS1
NI EDRNAREEG R ALY BFHOTAF =L 41 FHD) V) & TRIMS REE R AL~ (96 FH & 97
%E@ﬁ‘ﬂ/& IVEE) PRETH-TEHNSH. NSL ¥ 2287 Hid 7 4 VA RNA (2 X % NLRP3 inflammasome O3
TR 10 (2 H R 5.2 TWA Z LR Sz, Inflammasome OIGEPEILIZ Y A )V 2 45 B 7 JEAR SR I 25 ) o538
DCJZ‘%’C“&'?)%#”\ ZORFERIEHALIZZ T ST R ACHIERBICHED S, ZD72% inflammasome DAL R#PHIHE
BEIZOWTHFET 2 2 k . ANV REGSE ISR T AR LT 7 F YRERT Y a0y OB, T4V ADH

JE P FE IR O IR IO REEDS D B ZOMEETED L T, 4% D inflammasome O{EMEAL - PIHIEERE L~ 1 L
x@ﬁﬁlﬁ%ﬂ%ﬁ%%}%ﬁtfw%f:wo
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