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TIVEZ T AR ORI KFEATDPERSNTW S
CDLDEHEOETGEA Y 7NV I LT TR %
<, A IV IS MR % T 7 F >~ DOF%
BaEBL o T\ 16,

1 /7)1/1/-17“74’)1/% IRl L 200 KGEY
AT LK > TSNS, Toll-like receptor (TLR) 7
GZ Y P A N=2ARZT2A VTV VT ALV AD
) LRNAZ Ty KV — AN TRET 5 5%, M EX
+ >4 — retinoic acid inducible gene I (RIG-I) &, J&%
RN D 4 VA4 ) 5 RNA %%+ 5%, {71 x
YT AN ADREIS, % OMLIE RIG-T #R1E % i §
% 75, plasmacytoid DCs (pDCs) I3 TLR7 # ffifi5 2 20,
BORMIILIC X 2 NS D7 A4V AF#Y AT LT, mmm
Hlow 4V AR D21 TIE R L, FOBROESR
EILEOFEIHO TEETH A Y. TLR-MyDSS ¥ 7 F
w@,477»1>%W4w1ﬁﬁm&CMT%%ﬁ%&
I1gG2a, IgG2c MUARILBEDFEICLETH 5%, CTL
(cytotoxic T lymphocyte) o 3538 |2 1% & B 7 W 1330
RIGI > ZFNiL, 4 ¥ 7NV A )b ABRT) 7 S
GIFILEOTFE IS L w0, oz kid, 17
I ANV ARRENZ: CTL OFFE21E TLRs % RIG-T LA
NOFFHEG L TWLZEZRELTWS, ZhE it
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Vaccinia Bacteria
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1 NLRP3 (> 737V —LDEMEEREFZREEY A MDA 07OwI 2T

Caspase-1 1 ZRIEHT A " A voTaty v 7 baih, SHICHIBIEZ G35, Caspase-1 DIEHALIZIEA R EDH 20D
AT THULETH L. TLRs 6 ORI (27 )V 1) 13, NF-kB Z{EMHAL L CRIEFHEEY A b A~ ORiEkAE (pro-IL-
1 3/-18/-33) DWE. - fIR%FES L. LHVDEDDAT v FI3A ¥ 75 </ —LI2 L5 caspase-1 DML TH 5. NLRP3
A7 —0F, SESERFHEY (77N 2) I TUFEELY 2. A ¥ TVZ U HF I AV AL D NLRP3 1 7
T = AOIEEALICIE, T AVAT ) L RNA 2T CTEARTGT, YANVAOEBPLETHL. A TV 4V A
NS1 % > /32 1% caspase-1 DIEVALZ KT 2. 77/ 74 VA (dsDNA 7 A WV R) 1d NLRP3 1 > 7 5~V — A %Mt
T505, VI UAT s a yiREEIZL ) dsDNA ZMIBNISE AT % & NLRP3 JEEAFAYIZ caspase-1 2576 E{L 3 4. HIN-
200 773V =0 AIM2 (3 HIN Fx A~ THIBEND dsDNA IZ#EA L, pyrin RAAL Y2 WL TT 8T8 —% 2387 ED ASC
&L, ASC® CARD K44 %4 LT, pro-caspase-1 %V 7 )V— F$ 4. Vaccinia virus I&, AIM2 {KAFHI1Z caspase-1
%«élézm% Myt ATP 1%, P2X7 SHRROWEZEEZRIL, Ty AUPHOT 2 LMRAOH ) 74 (K &2 s
4 (potassium efflux), NLRP3 4 >~ 7 7 <V — A &2 {GMA L3 4. & 512 pannexin-1 (2 & AL % [ 1) PAMPs O g &~ D
I ERI L NLRP3 A » 7 7%V — 2 &M LT 5. JUEBME#HEE (pore-forming bacterial toxins)  [7] U { PAMPs ®
MBEA~OIREZ R I L NLRP3 A » 7 9~V — A &AL 5. k&R 1A% frustrated phagocytosis & 9 17 % & ROS %m

B NLPR3 A » 7 9~V — %G b5, FE8KIE, VY Y- ABEOBEEMEEREENL, W T 7YY BOEHIC
) NLRP3 1 » 7 9~V — 24 %G b3 %. TLRs, toll-like receptors; NF « B, nuclear factor « B; ssRNA, single—stranded
RNA; dsDNA, double-stranded DNA; AIM2, absent in melanoma 2; ASC, apoptosis-associated speck-like protein containing a CARD;
NS1, non-structural protein 1; NLRP3, NLR protein 3; MSU, monosodium urate; CPPD, calcium pyrophosphate dehydrate;
ROS, reactive oxygen species; NADPH, nicotiamide adenine dinucleotide hosphate; LRR, leucine-rich repeat; CARD, caspase

recruitment domain; HIN, hematopoietic interferon-inducible nuclear protein
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B2, NOD-like receptors (NLRs) O A » 7 )V T 3
7 AV AR & SRR RIE RIS B A IRENIRINTH B

12753 — L4

NLR 7 7 3V —1&, #FZE I 2FAE L, Toll-like receptors
(TLRs) %, retinoic acid-inducible gene-I ( RIG-I) -like
receptors (RLRs) & A U & 512, HAGEICHES T 55T
HET, MlRNXY — VBB ZHEORE 77 3) %2
g 5%, NLRs 3EF &R A—VH#ES /37— 2
(damage-associated molecular patterns, DAMPs) & Jig )5
1K B 3 4 1 /¥ ¥ — » (pathogen-associated molecular
patterns, PAMPs) |2 & o TiftfL X 0249 Jmikir§ 5
LTy Ty —% o320 ASC (apoptosis-associated
speck-like protein containing a CARD) % 4~ L T, pro-
caspase-1 (1 A/3—¥ 1 giblfk) 2 £5 84, BERKY v /%7
WEKRD A » 7 5= — 24 (inflammasome) # 5 (X
1).NLR 7 7 3 ) —® NLR protein 3 (NLRP3) (NALP3,
Cryopryin, CIASI, PYPAF1 X LTbHMbNTWA Y (&
bobdRLAMFEEN TS NLR DD E DT, DAMPs
(ATP R JREE#S ) < PAMPs (i RNA X 7F F 71
B V) HETE o THMAL SN D DB ALk
NLRP3 %, 7% 7% —% 875 ®» ASC %4~ L T pro-
caspase-1 A S¥ 5, + 1) I~ —1L L 72 pro-caspase-1
&, HO/fE%# 2 L, 10KDa & 20KDa OH 7= v
Nokh, WEHEINTFOF 42— %I T 4. EELS A
N—¥ 1L, FIEFEEY A M4 2 I0-1 g, IL-18, IL-
33 OFTERIEZ UM L Tl %Y. ZhesH A b A
Y, WERICLICEBEIN T WA= AL )M
TE 2 S M~ amEn 2 20 (1), %M IL-g o
FWITELBRLED2DDAT Y THRLETH B 102,
D EDIETLRs 26 0%E (7 Fv1) T, ZThizkl
pro-IL-1 RSB TIEL NS, )V EeDIE, 17
T = LDOWEHEAL (Y7 FIV2) T, ZTHIZX D caspase-
1 2%pro-IL-1 B2 YJlrd 5 (B 1). WL IL- g 1%, E&GYRPT
NORIERIADOWEE R &, S F SR GELEICEG T 5.
F /M & o TIHEBAIL L2 A28—¥ 112, pyroptosis
% pyronecrosis & IEN 2 {IBIFEIC b BI 54 5 52,

NLRP3 &£ ASCA 757V —L4

NLRP3 (¥ & b &, R Tr b OHERT ERE L 72D
ERICHON DL A v 75~ — L OBEGE LTHD
o723 Fof%, NLRP3 A 75~V —A4ld, LPS,
Muramyl dipeptide (MDP : i D7 F K7 H VA
5 ), M RNA, & 48 RNA poly (I.C), 1
I35 F )~ R83T/R848 (Fu7 A )V AHE) 7 & 7wl el o fd)
WL BRI, AL T B 2 L AR & 7 22 24 25, 36,37, 41)
BLIRZEVLC & 12, A4S DNA (dsDNA) A VA TH 5D
TTFE)IANAICEDBA YT T — 00N,
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NLRP3 & ASCHKfEICTH 7285, FNF v AT7x7 3
2 & o THEA SN N dsDNA 1, NLRP3 &L
12 caspase-1 ZIEMAL L7249 (B 1). Tk, 420
TNV—=TI12LoT, MIENISDNA LB 1773V
— MEHALICE B B0 F L LT, pyrin K A1 v %+ 5 HIN-
200 7 7 ') — (hematopoietic interferon-inducible nuclear
protein) ® AIM2 (absent in melanoma 2) 725FE &7z L%
W49 (R 1). AIM2 » C ¥ HIN F % £ (% dsDNA I2
AT A, F72NEKWHE Pyrin KA A %4 L TASC &
¥4 L, procaspase-l DAY I~v—fbEy|ERIT. $ 9
O EDPOHIN-200 77 3 —TdH 5, p202 13 HIN F X A
Y DOFRECBET, dsDNA 12 & 5 caspase-1 {HHALD N 3
FUNAAT A THTELTEHTY S (R1). NLRP3
4793V =L00EDONHIL, DAMPs (ATP R R
W), LB S (pore-forming toxin), 7 AXZ b
RV A EORTIRWEIZ L > TEBLESNAZ L TH
% 6:35.39.50)  Kahlenberg 512 & %, ATP 455 ol
T, LPS 2 X % caspase-1 DIEMHEAL 2 BaG0 2 &) 38 R
&, NLRP3 £ » 7 9= — A{EHALD A = X212, K&
HEDPY &5 27220, MO ATP X, 44> F v %
W) Vg Bk (P2X) P2X7 Ot bz 3. 2o
MEEZAIC XD F v AVDHIOLT, AU YA (KD %
L, MO HE ERIT 100 (’1). 8512
Hlask o ATP 13, pannexin-1 OHIFLAEEF 24 Ml
/NI S E A~ MDP O % e 2 L, NLRP3 (A7 1912
caspase-1 Z &ML 5 %, L LILEMH HH (pore-
forming bacterial toxins) (24 A NLRP3 £ 7 <) —
L OWEMALIE, pannexin-l IZHEFEL VWS (R1). w2z
W, EAROBRGE: I X DG LR St S b
ATP %, pannexin-1 OB 1Z 5 EHZ L, JHEAKRBE ST
(DAMPs) #flifast GHIBE/NE) 20 & 1 R E N~
B, WERIET 2 BARRIRIDE OFEBIIEZ L TTW
L2yokEZoND (F1).

DAIWAEREA LTI — L4

IR L B4 v 797 — ADHEENTOVTIT L L
BRI NTWVDED, YA NVAEPRIIBITEL YT T< ) —
LOHRIZR STV S 1720.24D) - Kanpeganti 513, >~
TATANVAEAL YTV HF 7 LV AH, ATP T 30 4
Mg L7-~v27 077 —=JIZBWTCNLRP3 A 7 5<%
—AREHALT A ERR LD (LA LZOBE, ATP
LTI T F N2 % LML TV B DT, 71
AZFDL DA VT II) =L EFEEILL TV EDED H
EA) . Muruve 51, 77/ 7 A VA5 NLRP3, ASC,
caspase-1 EAEMINICA v 7 I <) — L EFEHILT A L %
o2zl (1), LaL, &8 4% RNA poly
(IC) D NI v ATz varR, LI A IVA (AR
RNA 7 AV A), AKEHEINET A VA (—AGH RNA ¥
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NLRP3-independent
inflammasome activation

AVTINVEZHFTANVADBEGEIZED,
NLRP3 JEARAFMIIC IL-1 B2 AT 5.

LA YT TR — LD,
DFEFRE, TLRAEEEIZMZ T, 41 7 T3V — 475,
TWwb Z & %/RLTWwh. HEV, high endothelial venule

AIVA) DEGTIE, 47 5% —23EHILL Zho
724V, Johnston &%, RHHEEY A VA (T A%E DNA 7 A
JVA) DPYD AL »E&455 2878 (MI3L) 2%, fad
D ASC 7 232 FD PYD KA A v EfEA L, caspase-1 D
WAL & SOE D, B 7R b= A2 L Tw»
LI EEHS2IZLD, Hournung 5%, Vaccinia virus
(dsDNA) 75 AIM2 #FFERY 12 caspase-1 Z &AL L T 5
CEERLEW (®1).

FAalL, ATV UVHFTANA T ANEY S E 5
&, Jili© NLRP3/ASC/caspase-1 (k7% 4 > 7 5 <) —
LOFEMALEF X RI T EZHLMIILT, HfilcB v
T, AV 7NVI Wy AV ZADRY OB -
THbEEZON, I TVo7ZAT A VADEGEL, 5l
ShEla~ 2707 7 — VBRI SN A Sk
CFTeEZLND . IRSEERY ) BMATOA
TNVIYHFIANACLEA VT T<— LD E R
N &, BRI~ s 0T 7 =Y T, IL1 g OGu
NLRP3 & caspase-1 (ZA&AFE L CTwa7z. Lo LA HE 2
ML CIE, IL-1 g D4k NLRP3 FEKAERY T caspase-1 i
HFHTHo7z. TNOLOFERENPS, Ml HEICHFET S

H"NIII

——> Chemokines

E®

K2 42753V —LIC&B1TINI YIMILAERNESRE
fiifa~ 2717 7 — 1% NLRP3 #KAEH 12
BEBHE X T~ 2 R WS,
FOBO YA AN 2 IR D O Mﬁf%é EDWIS kT,

(AR

NLRP3-dependent
inflammasome activation

HONIHI i

\‘NNNIH\I‘HHHll‘mlllI‘HHN , AN iIHIIIHIHNHH
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CD4T cp8T
(¢ aut B
Protective
HEV immunity
Draining
lymph node
Z & DFIEH

mqgéﬁiﬁa.ﬁgmﬁﬁiém%m
BUZAFAAE T 5 rE AN © NLRP3 FEKAFH
h5

A2 TN AT AN B RERTRIZDFEI OB i E & R L

M OFEREIC L > TA Y 7NV F 4V A ZBiET 5
NLR f ¥ 7= L8 > T ANREMEIEZ LN
(®2). RIAYITNIZYFIALNVADEGDOED AT v
T, AT TV LEM LI L E RO RS &,
HA~OWZE (65 CARIELY A IV A), @iE (56 CTAIEL
TAIVA), 7 AIVARNA OFIFR (UV AL 1 )V A)
DLETHDZENGhro72, E51I24 Y T VIUFy
ANVADEDRESH NLRP3 £ >~ 7 5 < — A ZimHHALL
TWLOPEHLLIZT 5720, A1 VTNV T A4V A
MO ANVAT ) L RNA ZHE# L, fifg~F7 27 <
yyavliz, LPLETANVADBYERRE E, T¢
PR IL-1 OB L 2RO SN a2, 202 Lid
T ANWVAT 7 L RNAWIMZ T, MORTH»A 77 <Y
— A OIEHALIC L ETH L I LR RBE LTS, £ 7
I UH T AN A E ISP T X, caspase-1 DI
PEALPIH] 3 5 #ihg 2 F5 5 T4, Stasakova 513

Wte b2 1077 =12, NS1 @ RNA #& Hﬁ%k@
LA v 7V 4L A (PR8/NS1deld0-80) % g
X¢BE, BFAEMPRS U A VA LIELT, Ko IL-p
LIL-18 2EFET A 2R LY. X512 NSLRIBY

H59% W1,
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AN A, FGEIEGSO T R =Y 22 FHET L (K
U.:h%@ﬂﬁi,%x777/ LSRRG 72 T
7L, ANV AERIH LT, WS r0&EE LT
WhHZERMORBELTWS

RICHARE & 47 PR DR

NLRP3 £ » 7 7=V — L &G T 2R 0 O & D12
IRERAE D3 % . IRIRIX, HE L7l & S o iy
OG> 7 v (DAMPs) T, BHAMIRL 2 B s &, fit
J5 &Stz ANFEREY A& CDST M % T 5 % 47,
Z D, RIEF + 1) 7 2 (monosodium urate, MSU) & & &, ¥
T ) YERA IV 2 (calcium pyrophosphate dehydrate,
CPPD) #if2%, NLRP3 4 v 7 5=V — L DR TH 5
ZEDHEE Y (B1). ASC KA~ 7 A NIRERA
JEWEN G- L7208, IR EEEDE R b TnizZ &
%,Mﬁ%4/777/ L O BRI OB~ DRI 505K
W& N7z, Chen Hld, WEIC X 2MBAEE TV &M,
e JEE 7V T, MIE MY (stromal cell) @ IL-1R 25K 48
LCTwa &, IFREROBEEDTE R DTV T, FADREIR
PHZHONTVWAEZEZ R LAY, U, iz
JAPRIZRERF ) 7 4 (MSU) #&25ik#4 L C, ﬂﬁﬁ#
BHELTECGEZZACKERETH 5. JHRADIREIC
PRERA 12 & % caspase-1 DI PEALAS, HE LK DJ%%L
TV E9ThHD., INHOMAE LT, JHEEAEC
IL-1Ra (IL-1R antagonist) & 5- 2 2 &, JERASEIR L 72 49
L% L caspase-1 RIEMIIEIE, BEIEHINEIZx 5 % CXCL1 @
BEPEFE THo 722 05, NLRPS 12 79< 7 —nld
CXCL1 DFBUZIZS Lzw D, CHEAEAIAE T IL-] @
L, IL-IR %4 L ¢, ﬁ¢ﬂ#%ﬂ«ﬁ%#é@%
Hi)b‘flﬂé D ZoX )T, MBS X A IFhERO R
i, PRIERE SZ Lo C NLRP3KAFAYIZEEAE S5 TL-1 B
BRI E 5 A S S B IL-1 o 12 & - THEME S
héHAR&f%wﬁE%&ﬁ%%%waé.%@Kﬁ
ANV AEYGRGAT T, D XD %D RBIEML 0 1
IZHEE R L T EIRGEN. R, Y7 AN, Y 7)
I T AN AR BRGSO, Bli~o 1) 2 SERODEE
1%, ASC, caspase-1, IL-1RKFHIT, NLRP3 JEKFERY T
BHhHIENGho, ZRIZOVTIEKRIET 5.

HEERICEB NLRP3 1 > 757 — LDEMHL

NLRP3 1 » 7 7~V — A% {5HAL 3 2 583 5 W8
LT, YUH, TANRZR3S61 K@g{L7 L 3= 4
BILN3) PN v —RFICGTS BT I T R 2
BHHH (E1), TNoORT, Fih, MfErEo ki
NLRP3 A » 7 =V — L& LT 5 03 W EZH ST
Eewv, LaLl, TS OWEMERIZ NLRPS £ >~ 7
T =L Lo THREBEN TV L DT TR\, S
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EOEIZ X S NLRP3 DIFHAL A # = X 413, BlEd 7%
CEBLUTDEIR2ODETANEZLN TV

1) Frustrated phagocytosis & ROS

MSU, alum, ¥V H, TANZ bR EDOR T - {uaaﬂi,
RO 7=V R EVPEETHICIREBEL2DITT
TV - LAEREHEETICHMBEREICE TS, b\b'@%
frustrated phagocytosis ##FE T4 Z &% 1) (K1), g
BT 44 FOBKEFIERZTY. 77 TF1 b=
VAOMBTELLIMBER T4 T AL FORKE,
cytochalasin D % colchicine THET % &, R TI2X 3
IL-1 pOFEP b L 68 s 0fERIE, K
T, HEEEO T 7 T A b — 3 A% frustrated phagocytosis
DHFEDS, NLRP3 OIEHALICE G- L Tnb Z L 2R LT
Wk, vrua7y—=I% T ANA MR MSU CHIET 5 &,
IHTHEERFME (reactive oxygen species, ROS) DEA %5 &2
¥ (®1). 20 ROS DEAICE, MEMOERIZE >
T AL & L % B 3% NADPH ( nicotiamide adenine
dinucleotide hosphate) #SE4 o> TW A ATHeEDH 5. F
212 ROS % NADPH o #fil#li&, MSU, ¥ A7 AN
AMIEBA YT I — LOEHALLIHT 2. h
LOZ LN, FEMOAREIZL VAT S ROS A, EHE
W) F 72 13RI NLRP3 £ 7 9=V — A2 X - CTilék
ENTVEUFEEDH S, HONI RS A v 7V Y A
WAL, w7 AR~ ua7 77—k b PBMC 5 ROS
RFET 5N, NLRP3 A 7 9%V — A2 iHIEALT %
A TNVIZYHFIALNVART T/ T4 IVADY, ROSIZL A
NLRP3 1 > 7 7<= L DI AR D > T o 0 &
) IPIAATH 5.

2) YUY —LEOEEMELAT T B

YU, TVIZwAE, BT IuA FHMY AT S
L, VY- LAEOEBEAHT SO (R, Zhick
077y BASIIRE AL &, NLRP3 % i& A L3
5(wfva’;éNuwsmﬁﬁmxﬁ~zAiT
). YU AEHT T v BIEAFIIZ caspase-1 &= iGME(L S
%75’ ATP I LB ZFNUEH T 7> v BIIREL WD), JE

WICHEMR N C L1, BRI WE  (Lleucyl -leucine
methyl ester) T, U VYV —ABEOEAMEEZET &, K
FiFA7 { TH NLRP3 2L+ 2 9. cozZeid, ¥
V) H % O EE, NLRP3 A% VYV — AFO#E &1 % i85k
THILICLD, MEEMICERERSN T LIS D 5.
L2 L NLRP3 £ > 75 <V —LDiFMHALE ) vy — A%
OFE @Y, T T v BOMESEHIZOWTAE LR 2%
CERENTBY, SHICHLNIZTALEN DA, 72
M£%4y7577—A%ﬁﬁm#éﬁ4wxﬁ,:@i
IR VY — AEOESDREEE 7T T v B ORHRIC
MR L TWHO0E, IEFICHIREVWETHL., TNHO
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Crid, ROSHEBIZE DA 27T —LOEMLA D =
RHEDHESEDT, SHIHLMITILEND D,

A>TV ¥ 1L S REEERESE D
BECHTZ1T757 - LOKE

AV TIVE T AN AT B S RIEFEICBIT S
NOD-like receptors (NLRs) O EI x5 22125 5 412,
KAZTTADA VI NVI U HPFREETFIV e HW2, A
TNVI YT AN AT ANEBEJ S ¥ 5 &, NLRP3
FEEAFEY T ASC, caspase-1, IL-1RAKAFBGIC Y > 23BkAHS il
NEELTLAZEZWSMIILZY ., £ v 7Ly
AV AREEN 7% CD4, CDST fifglnss, FAGEMED IgA
PURIBE & 45 D 1gG Piiking i, ASC, caspase-1, IL-
IR KfE~ 7 AT b TWwizhY, NLRP3 RIE<Y ™ AT
FE ARy AL FERETH - 2. ZoOREE, ASC,
caspase-1, IL-1R K~ A%, BfA:#l & NLRP3 Kif~
% 2N L TRIEHTER DA » 7NV 7 A L AU L
TEBEWT, WiH o D AV ZDOHEKEIZ 202 B FEE b JE A
Tz, SHICEMBRHF AT AT EREIS,
PRI Cld 72 < B MM O caspase-1 1 > 7 5 < —
L OIEHALDS, 7 A IV AR e DI 6 O LB T
HLZEDVHLNE R (R2). s ORHEIE, TLR
BRITINA T, ASCA > 75 —L40, A T NVIT U
7 AN AN B IERSSRIE ORI LI R B E R R LT
WBIZEERRLTWAS, 4%, IL-1 gICXa14 7V
P ANV ARGFRI R IETHE R = X L O (-
TOIL-1 porilh & 2D ROCEIC D 2 Mg o F &=, IL-
IR ¥ 7 F VI X B BERIEFER =X L) ZHLPITT
HIET, YOBRWH A Y INIUFET T OFHFA
NIROZ EDIREENS.

EbhWIC

A7 =LV EHEEN TS 10 4 b fE7
BV BHIZ, FOVH YR, EELA S =X L, RERE
RLIREARFERRNC B B 5%# % LTS L OFREDTRE -
7z. NLRs (Z4%0, AIEORZICE DL QRBEEZEAR L
Z2ONTE7D, HIETIENLRPI I2BWTIE, & 54
EDTANAR, NREDERY 7+ (DAMPs) 7% &
by, NLRP3 A » 75~V — L &iHELT 52 b0 & LT
ENTWD., INHLDOZ L EHAT AL TLRs X RLRs 25,
7 AV ARLHNE A D437 — >~ (PAMPs) %38 L T
W50 EIFFIRIIZ, NLRP3 A >~ 7 7<%V —Al%, RFE
ORI & D EEOEFEWEOZEAZ T L2 0DZE
fRE LTHILL CE MRS D A, 7 4V REYIZ BT
AT IR = LOWGEIIGEE - 7210 T, FhREh
DIANVAPEDEH A v 7 F< ) —A%FELLTW
LOM L, WELZICAHZENL KRS TWS, Z
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The NOD-like receptors (NLRs) are a family of intracellular sensors of microbial motifs and
damage-associated signals that have emerged as being a crucial component of the innate immune
responses and inflammation. The inflammasome is a multiprotein complex, which include NLRs, their
adaptor proteins and pro-caspase-1, that stimulates caspase-1 activation to promote the processing
and secretion of proinflammatory cytokines interleukin 12 (IL-18 ), IL-18 and II-33, as well as
“pyroptosis”, a form cell death induced by bacterial pathogens. Among the various inflammasomes,
the NLRP3 inflammasome is triggered by diverse set of molecules and signals. Recent reports indicate that
infection by certain viruses also results in inflammasome activation. Here, we review our current
understanding of the mechanism by which various stimuli activate inflammasomes. Further, we
discuss the role of inflammasomes in the induction of adaptive immunity against influenza virus

infection.
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