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KAV EZAFG K I DRSS IR R W B A B K JE R 4 T 8 B AR & 69 AL
#). BATVAR dmJeAEA Ao IR SR Sh M AR ALK & K E RG A TR R GE, KE
DRTEA GG T HUE DA B K SR MR AR IEIAE . B IEASEAE KR MR GG TAEALE,
HE&FIFLPT Rm DR TE, hAE kIR 6T A6 57 R ALFT A 69 o Fedrfn
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RAENMKRTER U E M R RIE A

ZAE A

£ B

(AR K22 AR R 2 e, BF R 250014,
Prp I RREE T > A R et T S, o B R e L U BRI, i 200025)

etk
F ks
BEG? TIW F 4
EHES

RRRSIE G E B RIS

K g ] MA (inflammasomes) & d A0 A AE X IR 5| ZAR(PRRs) A5 40 69 % &8 264,
KRR D517 R R AE K 4 T AL X (PAMPs) 34 15 £ &R 49

JoWeAZ 5 5 F (DAMPs), 48 3k Fo ik F18 X JE & & BgCaspase-1. 7% 1t 9 Caspase-147 3| IL-1pF=1L-18
BYRTAR, = A AR R 6 s B . KR MR 89 TE AT AL 55 T B i iY K JE IR L (pyroptosis). B
A DAL S A SR IMRE G T 43t B 4w RAR 69 78 2B AR, A RARAL 2 AL % A A8 L
EYAUH] R AP h] KRG EN, ELELE T KRR ERR R LB ARG RAT R, & 54T
w7 FEMRTmE . R AR AT A RQIRA, B KE DR EE R AR TR AT

KABAE R .
KRR RARTE, RAE/AMA; JO0E; L
1 BI5

AR P8 R0 &M F A R I AR N AR )4
—IE W £k, % ARGy 1] UdE i S AR R
PNE RN A IRAL T NAR B8 S pRod R0 R B,
7 TS T RS SR f 5 S o vp R 2 4
SRR, 15 40 i aa i FR 08 JL R IR A R ) =2
{#(pattern recognition receptors, PRRs)>R 1M ]9 Js A2 1)
PR G ——95 J5URH 9C 73 115 2\ (pathogen associated
molecular patterns, PAMPs), ‘i JLIFPAMPstL$5: I 2
BELPS). JKZEEFE(PGN). #EEHE [1(flagellin) L Jz—
LER Y IR 53 1. IXLEPAMPSsBE B PRRs I
1M AN RS 58 2%, 51 R Y. PRRsF 241
355 8 A7 T 41 PRUSERA P9 A4 5 %) TollA: 52 4 (TLRs) #
CHY LR 2% 32 14 (CLRs), A7 T~ il N [INODH: 32 44

(NLRs). P38 2 5 3 36 5 T A e B (RIG-D) A 52 14
(RLRs)FIHIN200# (1255, [ iR HIPAMPsLL4b, X
ez A [A] I AT LAAR ) T B . ZH 2R 450405 A0 A i
AU TR T H SR 1R P R 6 B 17 5 (danger associated
molecular patterns, DAMPs). A 3 3 Z A 4INODFE
AR L B IR () FRE /N AARAE VR 06 B T i AE 4
G AEH
1.1 NOD# K

B H HY A 1k, AR AR LS E 21235 A [\ 1)

FRERRABEE ATTHRIN02010A1119), [F5 H AR EHE4:(N0.91029707,
No.31170868). ¥ 117 [1 SR B} 2% 5 43 (No. 1 1ZR 1442600)  1fi Fl if; fti—rf
BEGEIC OB 4y b B 1l 5 RS2 5L 41 100 H (No.20110490752)
P ER e L A i B2 S B LS A S0 H (No.201TKIPS 13)Fil [H
KRR 2RI G R R 2254 (N0.31100622) % B 1T H

*MI/EE . Tel: 021-54652203, E-mail: gxmeng@sibs.ac.cn
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NLRFE G4 1, e/ 2 /043451 5> 1. NLR
Koy FAE A EIAL TR h B R A
PHTZ8E B EOS I11 (APAFL), FLA7 W B 46 4
FEAE: NG 2 AN 45 F 3, 20 S 2 1) (A
HAEH, A4 RNG 25 549 3800 H5: PYDSS #4 3
CARDZEF 3, BIR S, Ha) Sl 1 A S s 4 ey 3k v i)
JENODZs Ik, EEAEFG IR N T A S FE R,
Cliiy 5o 28 TR & AR 45 B S(LRR), A3 H B Y #5801k
ZPAMPs™, HRAfE AN [F] N 45 R, ] UONLR K
RO T oy AN KR BRIbZ Ah, i —A0 7,
NLRX1, 5 AFAa] — P 7 5 05 #4815 A7 W 2 1) [R) 905 12k,
I H Az b T 2obiihk, Refg s 2O S 50

NLRZ % % 72 7, NOD1FINOD2 2 f HL4R 3 (1)
RERE A 0 40 i W PRRs ¥ 731, B ATTRESS IR IR SR bl
(PIAN [F) 0 25 F4) . NOD2 g % 1 1) 5 2% PGB 1 B Rl BH
PETR LA IR 23 1 &5 0 L BE IR . TITNODRERS I
IR 2 PG R A v Ik e R B R A R I
FHET, NODIFINOD2W I EAT T I ALK 5, fig i il
It A B SRR S FIEOE R 5> TRICK (RIP2),
HE— 30 WOGNE-k BRIMAPK (5 5 il 8%, RICK & —
il 22 5 1R — 95 2 IR VN, 4 & 5HNOD1 8 #NOD2
i F CARDSS My A HAEH G, fietg 5]z #£ 1k,
RICK[WK 637z 3 A0 T 48 55 0 TAK L0 Ui il
B AT R . RICK [ B 48 SEIKKy (e
K637z # Ak, 1 H 5 TAKIAH B AE M, 21 15IKKp
5 MR 1, 5 B IkBIY B MR 14 A1 % fift, fif £9NF-« BB
TN, AR B0 Vi fig . MINF-xBREWE 5 | 14
UITNF-a IL-6. IL-8%% 41 iy 5l 7 Al & fL IR 7 (1) 36
ik, A 55 B AR SN A M S | S e B . BR T
NF-kBi£1%, NOD1FINOD2IA ] i % MAPK I %, 11,
ffiP38. ERKFIINKAS 5 il #. {H H §y A MAPKil
P IBEOH LR A S ARG 4, T LA e e 22 1
Wi FRICKFITAK-1 12 59,
1.2 RFEK

—SENLR 5 I % b v LUE 2 S 2 A,
PR GRE M. AL SE NA INLRs RE % H 42
B I8 92 3k B 1 ASCH 2 Caspase- THT A&, 7= 2B 3
fk It Caspase-1. LA L4 K B 0T /IMA AL FENL-
RP1.NLRP3,NLRC4.,AIM2FIRIG-14 i /Mo Horr,
NLRP3. AIM2FIRIG-19¢ i /IMA TR T Bl 5 42 5k B
FASCI) 2 5, M ASCZENLRP1FINLRC4 4 4 /)M 4
TE R (P FHIE AN 41 5341, NLRCSHINLRP6

1 58 ik ASCHT B 28 E /IR 1T P05 Caspase-1, {H e
TR H Rrie ANG 202 ROREMATEAL LU,
M NASCHr ¥ A H R TE e — AN =1 4> 1 45k, B
3 R AA I T2/ MAE (pyroptosome), Caspase-15fi J&: 7F
K HEAIY RAE MRS R AR 8 K T
H— RN A T RIETEGR RN,

NLRP3J2& H i iff 71 153 55 1 4 FINLR 5% 1% 01
Z -, "B 5 ASCHICaspase-1#] 1. £ 5 1 & 9 iE /)
& . NLRP3ZGE /M GEE 97 2 Tl 45 7 b ASAH K1)
P P S, AL FEPAMPSFHIDAMPs. 5 ¥ FE 1)
ATP. ZEfLTE 2. 58 AN 2 IR R — S8 30k 47 Jo
MSU (monosodium-urate). A1 S ALEEFIBIEHK;
FEEE (2540 0] LLSOIENLRP3 48RE /MALY . NLRP3 4
E /MRS FIAE S5 ) EAFAE Wt K 22 7, $on e
AT R s BoE — ML R RUHE 5, T IE 2 XM T
WA 5 W0E TNLRP3ZGE /M. 2 H §r ok ik, % T
NLRP3 J S /MR (1R 30E AT =R 0000 55—, il
ALY ATP R UEP2X T2 4K, 2 J5 fFP2XT 2 A6/
TR B I AT I R B AR, I B
T8 £ I Pannexin- 1{EZH B2 EIE RN FL, AT A 4
(R CAZR CWTLPS )15 LA E N\ 4t 3k 17 B 2 I NLRP3
RAE /A, 55—, IR AR s S A AR AAS S
Bt Tl Cathepsin B, & #5175 3 P U5 IR R S0 G AR 0 28
RE/NA, T R AR B i B 1 A5 ]l X —
M A5 BORENLRP3 % 0 /A 58 =, 35 M AU(ROS) A5
R0 AR 22 S0 5 0 R AW 1 40 i )Y ROS ] 2 3 4361
NLRP3ZAE/IMA T B RCR, HILHAR B HLEE A
REfffie -

H 1, WENLRP3 5 0E /N A (1) 1 D) WL ik 2
e, E e Bk =MHLEIZREER S K. 5
NLRP3A[A], & JLAP 28 i /N ANLRP1, NLRC4,
AIM2FIRIG-14 H #BA 1 5 (B sh 7, 280000
SRR IR G, o 35 JUAEAE JORE MR IR R A 4
SRR 7 1T PR ST 0 R AR PR, AN SCHEE R At il 2R /M4
TEAG FHRPUAH R . B BB A R g (1) 7
(E1).

2 R IR RIS SR/ MA RYBE
21 8

A G 3R M1 T 20 A 9 L4 5
SRR, T ELEN B S 10 IR, R REHLA Y 03
A S RS, AR, R S
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Bl mERMERE M HETEE

Fig.1 Microbial activation of multiple inflammasomes

TS IEAT AR 95 S PRI B, T 0 B2 PR 8 S B 25 56 4
Foat AR — B [ B RE S AR Al N
AAE, Wb T S1E EPUE A S BT IR, AMARRT
95 B IR 4 Ak, DT B a1 5 R e AU
0 VA R A A e g R R A T A AT, AT
TRE A 7 VT T A T o AR, 3K A T R A T A R S
WA G, B RE K AR B ) RT3 N 4
WOFORFRIG P o 0 b ) KBS TR S SO AE T, R
JHCH (1 20 TR 48 AR G L e e A . FRAT K4S
S0 B AE A ) BRI 6] JEE /AR RIS R V00 L &5
ERL, I an

2.1.1 RAG 1T KE A9 KE W K H (Salmonella
typhimurium and Shigella flexneri) S.typhimurium
IS flexnerifie %175 FCaspase-13% 14, 3 Efg 40 My
SET . X LEYN 15 X Caspase- 1) 3 4k i 22 41 1 LT 24
SR RGUT3SS)IN S 1, T3SSHEMS 4 4Nl B 5k v [K]
SNTE ENM P . NLRCAREWS 38 ik K M Flagelling
fk,Caspase-1, Flagellin®l [¢; /) S.typhimurium A §& ¥4
i Caspase-11""%, {H &, A & i Flagellinfr] S flexnerith,
BE % 1 i Caspase-11), NLRP3FIASCHE 1% 7 A 4K #i
NLRCAFIEHL MR I I Caspase- 127, 55

b, Bl LR, B4 Hu B %l NLRCA FL 424G
G IT3SSIF 21 53 11 15 A Caspase-1.  S.typhimurium
FIS. flexneriil 3 T3SS 43 1) Kt %4 W 43 F-Prgd FiMxil
AN T BN, AT TBENLRCARS W T 30 28 5E 7]
AR, S flexneriid fig % 5 BUINLRP3MK Mt 1) 5 1k 4
AT, %L B f Caspase- 115 AL, By 44 4
Pyronecrosis™,

2.1.2  RJEATH (Bacillus anthracis) B.anthracisf{)
BESTIR T M — R A R, BB R R, A
FEOR G PR EE R 7o AT R B PR B
JiR 55 1 = 40 M 3 10 RS2 AR AR B, AR SR R -3
iof A HENTE 40 0. NLRP1ZEAE /N A 1 )
B.anthracis, 5| Caspase-1 {335 A4 Ju AT /)
U P IONLRP LR A = 2 51k, Hoh 3 — A%
BEDR 557 32068 R TEAT 11 350 i 7 2% PR RBURR A A 5G4
v B =15 U5 b ¥ Caspase- 158 0% V) #1410 B
AU T T RE TS HE PITL- 1B A4, 17 F 781 75 s Ak 1)
Caspase- 1) F1H1 & il HIIL- 1B AT A4, H AN 2040 i 4t
T2, #8135 5 05 AL 1 Caspase- 1 4E 15 3= b5 #1 Hh &
LA,

2.1.3 4% &% £ 3R F (Staphylococcus aureus)
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ARG R A0 INLRP3 S aureus, 33 Caspase-1
1) 35 AP, a-hemolysin /& S.aureus - % 1) 2 7 [N 1,
R A Ay A 3 o8 L IR T 2 3K R AP I 2% 110) 2 S R
o-hemolysinAH 5G] 4 JE 4l U R FE A& FHNLRP3 28 i
/A M Caspase-1 515 5 (1Y B RFSUR N, &
Wik 75 T A RS, aurews I S0 1) B¢ fif 6 T-NLRP3 48 Jif:
AN R A 0 B A B JIRS. aureus B G 1 7N
BB AR T SR /MRS A T 7 2B I TL- 1 B R % (L ik
PR 20 B 1R A LR A0 B 110375 B DG B4 B
2.1.4  FAztm g A v A B4 H (Listeria monocyto-
genes)  L.monocytogenes & — Fl = 2% [ BH PE 1
S B A3 B, BRI 0T S AR A R ™
H® G, L.monocytogenesy 1) T 55 ) N 1 &
listerriolysin O (LLO), ‘& REW /T 41 b 16 &5 5 M A4
IEAE B A B R N SRR . LLOJT 3 350 el 44
IR BEENLRP3 JE /M, 38 BIL-1BFIIL-18 1] 5%
ZU43 Wk, IX AN A2 A2 38 i ASCHK ##i %F 1) Caspase- 135
A5 P . LLOSE AR IR TR AR AN il 106 29 £ Wik 4 A
ANBE FIL-1BMITL-18F4 73 . NLRCAH G %5 1 31
L.monocytogenesfi 4 i Caspase-12%,  AIM2 % JiE /)»
R W) 8 8 75 W L. monocytogenes >k Y5 [FIDNATM % 14
Caspase-1P%3%1,
215 L FIAFE EFrancisella tularensis) Ftularensis
TP I P DR R, TR R G AT N 7 LR
+ $7 # i (Tularemia).  Jio 3¢ W K F tularensis ] 5] i
I 248 2% 18 )™ 42 F Caspase-1 ¥ 5 4L, 7] IN 3 B
JI S G () W A i ) TS0 AR, AR A 5
20, AIM2R 4 %) B W 41 M 7F F tularensis) 4 I
Caspase- 1 (135 A0 FIIL- 1B 73 W & R i, H 40 Mg AS
RAGET, PR AIM2 R AE NMATEPUE tularensisii s
Ok AR Y. (A R S, Frularensistt)
PN BORFE A, FTTOS84RIFTT0748, fig % 3 1o R il
TIL- 1B A i A R AR He g Je Wi
2.1.6 £t E WA H (Legionella pneumophila)
L.pneumophilaif it H:Dot/Tem IV 54 43 22 50 K5 R4
EEHISAE AN 7/ B, NLRCAKS:
WL pneumophilaltjFlagellin, NLRC4 5 NAIPS 5 7] /f
FH, 5 3 Caspase-11#] 75 466, 1% 1k 1) Caspase- 118
o FER LA 5 A L pneumophila R AE WEAR AT 45
A A L A, T BRI T 40 12 N L. pneumophila
HR=R
2.1.7  LRRRABSE A H (Pseudomonas aeruginosa)

Paeruginosa’}Caspase-1 [] 0 iF & #i T NLRC4H4),
Paeruginosailiil T3SSK %4 W, £ [1Exoenzyme U (ExoU)
FANTEFEMIE N AE D R R, ExoU ) 43 W fig
InE /AN SR 28 . K Paeruginosald 42 1 K AE i
RN T, A ExoUs) WA 1) 2 35 9 18 1 1 % 1
AN UK ATExoU 73 Wk 1 J 25 BN B 3l (M AF 9 R 1,
ExoUfig % i il Caspase- 1 (135 AL AITL- 1B (1) 7= A2
2.1.8 LA HBATH (Mycobacterium tuberculosis)

M tuberculosis i VT 22 i i AT I G818 28 38 15 3 56 R
RIE N s FR A S IL-1B52 AR A 3 A
g 0 T UM tuberculosis!E % ) 5 1 A H 25,
M. tuberculosis BN 7y T ESAT-6 4% —Fh B 22 (¥ T4H i 41
Jif, " REBEHPNLRP3 JE/MAT I I3 B Caspase-1/1]
T ACANTL-1 B o3 WAL AR A =) A, M. tuberculosis
RE A% A1) 28 0 /A 1w AT (2 1 1 B 5 30 ) .
T, ' ReE I FHzmp 1% DR G b 1) — b 4 J 2 11
FHIL-1BRIRIE . 7R/ FR G5 R h, zmp ] (1) 58
ARAFAFIL-1B2 08 F i, [m] B 240 J PN 55 4% 23 BT 1T 1)
BOH WD IX g BUIE B0 SRR R 4 I 98 0T
ARG PERE S E 3L A 5 38 TE . Zmpl C AN
N 72 B 6 M. tuberculosis i 4% 14T RO 1P

2.1.9 #KSAAFE (Mycobacterium marinum)
M.marinum P ESX-173 W 22 40 7F 41 & M 1 3= 40 o 1)
WAL B i A rh R EAEH . Momarinumif 3
(5 It A2 40 53 Wh S5 TL-1 BARITL- 18 1) 43 b A2 7 B 5 A
(1, HCHE T4 5 AT ESX-140 B I AW AE ] . ESX-1145#
B4 P00 AT AR A0 AR R 108 SR 80 1 Wk 41 P 5 S IL- 1 BAHIL-18
{HANEE 43 Wh 21 40 e Ak, 3 7-ESX-1H 55 41 g X+ 1
I3 UAAT O o A IR ERT - (1) 53 YA FH S AR 1) A1 53 b AN K
HT A0 o Al AR, H S Momarinum 9 TS 17 %
MW A K. BE— DR R H, M.marinum®|
& [ IL-1BRITL-18(¥) 43 WA {6t F-Caspase-1. ASCHI
NLRP3, 1fj 5NLRCATE K. SR, M.marinum®|
& FIL-1BFHIL-18 [ 43 ¥4 & FHNLRP3 48 5iE /MA A 3
1, T e AT 2 W 75 SEESX-111 2 5, RiIT W)
WEFEIN R, ESX-THOM IR 28 RE /N AT 40 A fig B 4
WK, e mEwRS. Kk, Mmarinumfii S
INLRP3 JRE /NMATELL R 15 32 1] fe 2 1P,
2.1.10  fLpkEE IR (Sreptococcus pyogenes)
AE % WENLRP3 A Jjl], it Bl Caspase-1 1) i 44 FIIL-1B1)
g3 b, AT P AR T I LB ER B K B W I 20
(streptolysin OS5 . 7ES.pyogenes i T, NLRP3

S.yogenes
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FIASCHe 1 B4l A GE = AE 75 1k I¥) Caspase- 1 il
IL-1B; #A 1M /E TLR#2 3k d I MyD88FI Trifiik [ (1) =
Wi 2 Jf v Caspase- 1 [P E A AN 52 52 1), {HIL- 1B 43 Wk
5 30, TLR2AITLRA) L /4% Caspase-1 (1175 £
i TEMyD88/Trif(f] 2 15 RIATPAL B, SR 1fijS.pyogenes
XJ Caspase-11] 75 10 B AR 75 ZENF-«BIF i% b, (H AT
BIATPEY #P2XTRI 2 b, K N 525 2 1, NLRP3
AR RHIL-1B 1) 7= 2B AR H 2L {H ]S pyogenes)& G J5
AN R TR SDECE Al TN

2.1.11 Jf ¥ 4% 3R i (Streptococcus pneumoniae) A
/N B FR) B AZ 40 0 fE 0% X6 S pneumoniaer® W
I 73 WA TL-1B, %3 R 2 O T NLRP3 5 IE /M o
NLRP3X}S.pneumoniaelt] 3 jll #< ft T~ il 4 %5 1fn 25
(pneumolysin), — $& 43 JL J7 5 (17 135 B 7= 2R 1
O Ik BRI, 10 Hopneumolysindi [ ) B8 BR AN fE
P 40 MY r= AETL-1B. NLRP3 28 UE /I R X T~ 3K 04
pneumolysin[¥ & kT 5 & HI I AR HEH, B2
5 G0 i DRI 1R = A DR IR T o s P A

2.1.12  Bf X & F & KA E (Klebsiella pneumonia)
K.pneumoniafe % 175 ‘T 44 P9 Wk 40 Jf F0 PRk 41 i 28
T PR - FHMGBIRR R SIL-1BIR) 730 s
/N BT S S G A v K pneumoniaid 3 (1) 15 W 40 Y
SET:. HMGBIFIIL-1PB1# B T8 & NLRP3FIASCAHK i
P ). NLRP3Hk [ 5L 7EK pneumoniali 4% J i 355 7%
SiE FEAS, [N ZE T % T iy, $2 2sNLRP37E 8 4t i
PR ER . BN AL T ATHMGB 1 F) R J5CAS 4 Rt
T-Caspase-1, #&7x B AT TH] fig 5 2R/ MATI DI REC K,
NLRP3FIASCIAH A 41 44 /MA . % Caspase-1
LA & D) RE .

2.1.13  BIEBK F FAF B (Clostridium difficile)
C.difficilese: 1t BRI I 32 2295 I Ak, H 5 22 Ted AR
TedBiie % 1% U0 i 3 b7 B, 155 3 Rl JBE 4% 0 1 40 2 43
1o TedAFITedBAH, B2 15 T 48 AE /N4 TG A6 FITL- 1B
(1) 53 W, NLRP3 [ 6k [ e 08 Al C. difficile s #5155 3
[ITL- 1355 b Y2 25 9k /b, i ASCIPI B 56 4 BH B H 43
Wro TedBXJIL-1BI1)F 3 i 2 K i HR, ANl 2l
DIRE . NS0 B, ASCHRFE I 3 FXIK T Cdifficile
BRI T RAE AL, SR RAEAMA W] REAE
H C.difficile A RIPARIGIT IV AEHERR o

2114 =ERA PN (Aeromonas hydrophila) — Ahydrophila
J& T 22 FC PR IR B, T R N RIS e R
I R A0 i AR 0 AL TR Caspase- DRTRGEA TR TL- 18

NLRP3FIASCHk B (11 B W 41 i £F 52 A. hydrophilal®
Pt ANfE = A 5L i Caspase-1, TINLRCA[FIER [ %)
Caspase-111 45 10 % A 3 W . A.hydrophilaXfNLRP3
FRAEMEPITE S H =R A RERN R0, 202
A B 2 (aerolysin) . %511 3 (hemolysin) A1 22 1)
fiE 1 &2 57 2% (repeat-in-toxin, RtxA)*,

2.1.15  HR R &K RIEAF H (Yersinia) Yersiniafig
B R FH TR 43k 22 G20 AU 73 F- Yopl '3 N LR
B, ZhengZE R I YopI“™fE 1% i% AL NLRP3 % JiE
/M, NLRP3FIASCHi B 1) 45 4 0 71 52 21| Yop <™
T 7 A BT 1BANTL-18 55 35 Y /b, TINLRCA4fH]
BT EATI 70 WA 5. Brodsky 25V I Ye-
rsinia T3SSX}Caspase-1175 b 75 ZEASC. NLRP3Al
NLRC4[)Z 5. 534k, 2N 71 1 YopK i 1% 5 T3SS
AH EAE FH T A0 % T3 SS R TR 591 R 28 5 /IMA TR 75 4k,
YopK (1) 8¢5 2 358 i 28 R /N A4 R P R0 40 A1 (1097 3% o

2.1.16 "%} INE A= F $LINE (Vibrio vulnificus/Vibrio
cholerae) Vvulnificus F1V.cholerae)g T 2 % G ]
PR, BEIE RN RS . eI REAE A ik R 73 -
Il 25 A1 £ 2 e 2 73 RRIXAFIENLRP3 48 E /MA,
F=HzCaspase-1F1IL-1BY") . VvulnificusF1V.choleraek}
NLRP3 55 /NMA R 35 A6 A 75 EENF-x B0 -

2117 i R RJBANChlamydia pneumoniae)  Cneumoniae
s A LR PR TE T S5, 75 A Bl Akt 1k 2,
L A B K A PR E AR . Copneumoniae
A% 15 3 W AT 20 L LPS T 5 (1) ik 4t i 3 AT -
1B IL-1BHT A 5 5 T 2 TLR21 2 5, BAIL-1B1
77 BEENLRP3FIASCIf 2 5169,

2118 IVARASRAN(Chlamydia rachomatis)  Cirachomtis
RENS It )™ AL SUR G, s AT . %
, C.trachomatisJE& B¢ j& 4 B 5 &2 1) I BEVE A% Ff %
Jio C.trachomatis e s J WO AZ 41 i 0 41 il Al
B SR 41 INLRP3 % 5iF /N A4 (135 4k, 77 2F Caspase-
1181, C.trachomatisi® it T3SSH RN 2> T SN L 2 44
Jia, ST b B 41 RINLRP3 48 i /s 44 77 4 Caspase-1,
Caspase-1 [F175 A0 2 U P A TR AAR T A= K b 75 1111,
2119 R AE K B (Neisseria gononfoeae)  Ngononthoeae
ST TP AR R I B, RE TS LR P AR IL- 1855 41
DA 1~ BRI~ 2 S5 FAL B RAE « N.gonorrhoeae
REME O FR A% 41 L R (INLRP3 2 5E /MA, 7= AEIL-1P8
FIIL-18. N.gonorrhoeaefit ¥ i 2 bt % & & 11 B
Cathepsin B, ‘&% Hi145 T IENLRP3 JEMATKEAL |
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A0 0 98 T2 MTHMGBL IR R . 1 — 22 58 K 3,
lipooligosaccharide i 1% 4l & I NLRP3 28 JiE /M 1)
2T,
22 fHE

G g F8 G0 0] 95 7 I G 1R PR A4 8 T Toll: 52
. RNAS# Jig BERIG-UF1 78 2% 98 73 40 #H O¢ 5E A5
(MDA-5)%% & 52 2% o 3X B8 8K 57 35 1 9 753 AH 5 1)
PAMPs, i, 45 & [K 21 K 34 5 ok 72 v 7= A= () DNAF
RNA, 5 8% 5% K TNF-kBFIIRF3/7/) 35 1k, ix 4%
55T T B0 23w DA 2 52 0
B T BUT-Pg AAE, TL-1BAIIL- 1875 X B i G 458
il b R A R L, A S 40 RS U 2 5T
T . Caspase- 1R A 523 A 40 3] W 1T
2.2.1 #R% % #(Influenza virus) NLRP3 4 %iE /N
PRTEHCHT I B i e R AR o i 2 0T
PWOENLRP3 S /M, 3X AN b 75 ot 1 e £k
T M2 AR e R AL TR AN T
fif = T U, NLRP3. ASCHICaspase-1HR 1) /)
R JE J g 7 L N PR T 40 Y S 1 59 FLAE T 2R
WEERE T RO B G NLRP3 HlCaspase- 1
BB Y N BRIL-1BAITL-18 1) 3 96 th i 25 A, 5
5 A /N UM B, NLRP3 R [ /N U P 5 K 1)
IR ST BER), F T H ™ T 1Y) b 5 4 B IR 0 R
b, $ERNLRP3 980 /MATE R G 5 AL Uz =
RIFVERUY, A, NLRP3 485 /N (135 40 75 175 S
TE N BT S PR R AR T
222 fRsmA(Adenovirus) R A AL Y NLRP3
TR 77 A W Ak ) Caspase- 1 FITIL-1B. AR 7% 24K ¢
FEANBEPIENLRP3, 11 447 56 38 5 DA 41 119 52 1 B B
R FE AU, BEIENLRP3 45 /IMA, HFZEASC
[t1 2 5. NLRP3FIASCHR [ 1) /> §U7E JI i 2 BL 1
ERR, 72 A WIL-1B % 2 ik /77, Di Paolo5 794
TH, AP A BT 08 5 1R RO AN MR T TLROFN
NLRP3 4 AE/AMA, i il i IL-10-ILIR L& 42 T 4 5
(I 98 J %) 9 Bk e = AR W2 (1) - Barlan 5@
T shRINAFH 57 4 18 410 13 570 30 253 75 -5 IR IL- 18
(1) 7= A2 AT TLROXS 1t 45 #EdsDNAF R il o X Fif
I PR AT N4, 7E /N BRI i i A
Ao I EE AR S I I AR SR FTROS 1 77 A2
X FIL-1B ) = A & T 1 T3 Ak, BRI 28 15 1)
NLRP3 S HE /MATE A 23 18 4l L 8 TR 2 501
HMGBI1 B i

223 4k % 7 #(Sendai virus) Al & 5 75 ReAE B
e 41 5 S IL- 1B 7 A, %0k A & 3l i NLRP3 %%
JiE/NMASZIL) . NLRP3RERS AL 5 99 B [ dsRNA
1M ¥ i5 Caspase-1, 5 5 41 g 5™~ 4= % 24 IL-1B.
NLRP3FEDH G S 14 /)N B 40 PRLAEALL 75 998 3 8K 4L i)
WA AT Caspase-1 5 A6 FHIL-1 B 73447

224 S ILK F&-2(Encephalomyocarditis virus, EMCV)
Rajan?§*4 i, EMCVfE % 71 B 5 IR 40 i F1 1=
I L N BOENLRP3 RAE/IMA . R I, %0 #5155 3 1)
FE N TE A T MDA-S MIRIG-If5 5. B8R
EMCV g1 FNLRP3 % 4 /MA TG 4k, {H f&Caspase-1
SR B 1R/ BN EMCV IR SRR 4% -3 A7 2 I LR B v ()
225 sKiea K kA (Vesicular stomatitis virus, VSV)
VSVE — FRNAJE 7%, ‘& (818 RIG-T . RIG-I
0 75 bR 5 5°- = W FRRNA (5°-3pRNA), il it 42
543k B AMAVSI B0 T 28441 25 FINF-xBU',
EVSVAE F R, RIG-IH v] BLIE i 43 25 ASCHf 3 14
Caspase-1, 31 7= ZEIL-1B0BY,  IX AN 1o 742 4 #4125
TIAMAL, AR T TP 5. VSVEEBE LN 52
DR E0 B R 0 40 0 Y S NLRP3 28 5 /N A [A] I
BEMCV—HE, VSViF5 T 11 980T /N S0 A s T
MDA-5HIRIG-I{55 51,

226 15414445 A F(Modified vaccinia virus Ankara, MVA)
T AIM2 1414 G W8 BH W 2457 9 55 15 F ) Caspase-1
(1) i AES2, Delaloye 55 ™14 1, MVAfE % 7 3
RIG-I. MDA-5FIMAVS[] £ i&. F] FIRNAT #&
173550 0 B IX = AN T IR L, K IIMVALR
U FITFEN-B LA S IFN-BA 4t 11 4 4k PR 1~ 43 6 A2 P
MDA-5HIMAVS# | ff). TLR2-MyD88FINLRP3 %
i N 2 18] 142 HAT I FMVAT S IIL-1811 2>
WA 6 H 3, TLR2FIMyDSSHk [ [t BMDM4H Jifl
IL-1B ) 5% 52 BRI, 1TNLRP3 5k [ ) BMDM
Y MIIL-1 B 1R 73 WA 2 2% P A1

227 R E 8% (mouse cytomegalovirus, mCMV)
/N B 40 9 75 e % A AIM2 I 5] . mCMVIJEK 4 (1)
ATM2GJ /) BRI AP TL- 187K P Sk 25 AL, [, TFN-y*
NKAH g B 45 8 3% A . TFN=y" NKZH Jd £E 75 B 25
TR 1) 4T e A LA Y, ATMI2A6 5 /)N BRI P
Jod BRI B ()BT e R 4 M ) LA BRI DGR
2.2.8  #:4k 5 - (Rotavirus) BRI RS Fh AT
I8 R ) LRRYS R W3 I o R 15 RE %l i
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A dsSRNABFGHNLRP3 ZAE/MA . HIRTEEdSRNA
O, NLRP3 SR R ) B 4h A 6 7 A2 05 A4 1)
Caspase-1"%,

2.2.9 JKE W IKIES J&2(Varicella-Zoster virus, VZV)
VZV 2 5K I A AR I E o 1 — PRl B 0 B, %
T BE I G 0 N il S A R £ 4 40 L R £ 2508 40 i
T AZ AN i T 5 #XCaspase- 111 S, 1% 2 4K W
NLRP3ilj A 7 ZEAIM2[) 2 5%, VZVIE L i A B2
JIRZH 2 FPNLRP3 2 [ 1) 4 B L, 3k — 20 i W)
NLRP3 G AIMALEXTVZV B W2 1) F A B,
2210 1 A #4585 % Z(Herpes simplex virus-1, HSV-1)
HSV-1fe 08 il R 4™~ EIL-1B. IL-6. TNF-0455
T2 2 A0 MO BR 77050, L5 Reading 25O R IE, £ A R
HSV-11#)/N U P IL- 18 [ R04 i #5 34 % . FujiokaZG™
TR B S HS V-V BRI AL B, EWI M AIL-18
IAUATE e P N i S v e S PR ) N (IR BT |y <11 b O
RAE MR 1847215 FIL-18MHKHTHS V-1 G 17 .
HARHSV-15 #8575 2 A1/ B E 40 755 22 [7] JIEDNA
TR, (G FAEAMARIVERIAN TR, 2579 7 A1/
bt L 200 5 75 448 1 V0T AIM2 8 E /MK, TTHS V=148
AEC. MuruveS5 U4 TEHSV-16g 4% 1 ¥ THP- 141 Jitd
77 4 Caspase-1fIl j 24 [RIL-1B. AL SR OsavaZi®4
& 7 MuraveZFE TR ATFT, N A ENLRP3 % AE /s 44
YU THSV-1, {5 [ {3 A B4 LI R B2
NLRP3ZE/ AU THSV-1,

23 HE

23.1 & &A&#RA (Candida albicans) C.albicans
S PP A AE AR . 1 s S5 A P 1 B B,
L N AU . MRS AT BUOE R R
TEAH B Z94E R I, Coalbicans K& %58, =2\
R 5] A . HiseZ5 ™) GrossZ5E 1 Joly 251
e J5E 52 C.albicans e NLRP3 98 KE /MATT WIE R o
NLRP3HTASCiii b B0 008 BR B ST ) 23 ok
59, YiWINLRP3 5 5E MATERE T H8$1C.albicans )%
Gerh RAEORAFAE 0 @ BR R AN RE 70 W N B
FRoE AR, T LUBAINLRP3 ZE/MA I BE0E AL
AN [F) T4l B B 5 o Joly 50V R AR G sl
SO KGR AR TEAS REBOE RAE/MA, UL A
A& 1) C.albicans XPNLRP3 % it /A WOEAE . Ak
ATRCI A 0 S BRI N A 2 i 3 vy 22 A K Rl
INHEBAR, 3 i Cathepsin BIFJRETR, MIMTHIENLRP3
RAEPR . X505 FI9145 2] 3L 1 Calbicans

P AR AR T 22 7 b R A AR 5 P B0 M I —
WART 8. A0S BRI BIENLRP3 25ENMAT
ARG FHUIEA 1 T3 — D R0 5T, Sean ke
(RS, TP RESRRE . H i ZROBE M B4 2Rk (B-glucan)
A5 IR B B JHOI NLRP3 S /M AL 4,

2.3.2 AW E(Aspergillus fumigatus) A.fumigatus
1B 4 i IR A YR T C.albicans ¥ — Fh 8 2 1) 45 1F
B BB, LA g3 Bl 43 WA TR B R AT A AL
PR T, AR nT R ML B A 68 g, 8 s it 2 0 19 K
Az, PEECIN P AR DL fE K A e Said-Sadierd V)
S0 FE MR 5 1) - R RRT 22 5 R B THP- 141 il &,
R AEA fumigatus ) B 22 5 0L 1) 40 i 1 7% L
T PRSI R T K E IIL-1B. Al AT A] HHRNA T3t /7
75 F JATHP-141 s FNLRP3FIASCH) % 1A J5 K I,
A fumigatus W 22 R A IL-1BH i B & b .
A, AT A S50 U Sy kel g v, H R 28
I THP-140 g, & DLIL-1BH7 44 (1) 7= 4 FllCaspase-1
() 3% A A0 52 3] Sk & el iy S 40 | Dectin- 1/Syk i
fig i A% (T 7y MyD88, ML~ 1B 4 () %1k 52 21|
52, {H Caspase-1 [1IVEBEH %2 2520 . Kankkunen
SOV i F B-glucan fil B A M 2R, 45 21T AHABLR
g . HE— DI SEEGAIE W] B-glucan oy 28 JE /I A 11
TE RO TV AR AR L BRI AN A FIROS I 772 AR
24 [BH

2.4.1 ¢ & Hi(Plasmodium (Malarial)) FEE b7
DAR AR X, JE AR AR IS B 22 /1007 AFETZPY,
I TURIN, JEPR IR A A Bt A ol I 80 s . PR Vs 4
B4 i A5 2120 1) B 25 LA S A 9% 4 PR KT 1 1 o AR
K. 204N A 52 B Plasmodium@ 4 )5 10 21 35 (A %
2, 7 IR 0 3 (hemozoin) JFRE RIS o -
R SR B, O B HER 3R RS T A Ik 40 i 0
SR WAL I A R A0 W R, AH LRI AN 4
AR R, 90 e 0o 38— R AL 2k I 21 3%
A, B RIS SMSUAILL, MSURENS JE I NLRP3
ASCHICaspase-1 1] 1% 14 {ig FEIL-1B1) 43 A1, 5
b b, 75 UK ASEBA A ) IL-152 R HINLRP3 Gk [
1) 7N Bl 28 L A7 BR PR 28 AH DG B 5 A, B 45 1 4
IO PR R P 2 4 T PR A A, X )N B PR A7 4
R,

242 KR R(Schistosoma mansoni) S.mansoni
XA R RGN B S AR B, 0]
PR I W s BR BT E(SEA)E % FH BT TLRAE 5 il



1308

AL -

%, SEATLENLRP3 ZE/MATT AT 7 128 A5 5
SEA4 73 e % 5 Dectin-2/FcR & A 9 A1 B A H 1 3%
A Sykisil A5 5 0 i, 175 FROS ™ AE FIEH 2 7 (1 4
Uite NLRP3FIASCHR fa 1 /N bl 7 2 i W s g fs
ANBETE T HFIE NIL-1811 77 2k . RISk, SEA K
a1 53 175 5 IINLRP3 28 9iE /A TE AL AES. mansoniJ
Y rp e Y T AR U0,

243 39 k(Toxoplasma gondii) T.gondiiz&:—F4fl
Py A A R, BRI = AR A R Al R . Witola
SN ST R IUNLRP 1) H AN S547 L K 5 T gondiift)
o AT K. HIRNAT-$L 77 ¥ F WTHP-141 Jig
NLRP1{ 35 )5, Tgondiiffy g 4e 52 204051, [7 150
P IE F A RAET M . 1 H, NLRP1 R 5,
5 AR 2 AL A M AR IL-1BRIIL-180 S (1)
Sk, NLRP1JAE /AL A 56 5 T8 Ha 303 1) f
P SRV OR HE T AR

3 RAEIMARTE %Y HD
3.1 [BERIFESFXFRAE/NMRRYIAT

TG BRI SR LLIS, B 1k RE S N0 H 5
MR, 18 TR — 4N ZOREMARTEPE AL
fil. PYDZ] ¥ 35 # 11 (pyrin only protein, POP)fE % £
ASCHH H A HITTT BELIT 22 FPNLR 28 i /M IR AL 010
22 4 W £ (1 1 410 11 77 PT-98 ok F 22 41 B AF H 046
Caspase- 1135 ", Caspase-121 7] DL ik B £#:4H
HAE F 40 i Caspase-1 1) 3% %, Caspase- 124 4 (1 /)
B A S A 250 M ok R e ) 48 BT Bel-2F1Bcl-
XLAERS F AN HINLRP LA AE /MA iGN, CD4*
T4 Ml GE % 41 FHINLRP3FINLRP1 58 4 /N A 1) 7% 1L,
{HAS BE HHHINLRCA 2 ik /N A, Trim300) 2 5 il
I AT LIH L 1 $2 ROS ¥ 7 A= 1y 471 I T NLRP3
RAE/ AT RERH AL 5311,
3.2 AN RAE/NMARRY AT
3.2.1 Paeruginosa#=Yersinia#| Jil T3SSH7 4| ¥ J& )
WwiE T3SSIEMENRG ) -2 A8 E R AL
ffil. Paeruginosalf]— Bk, PA103, BERZIEIL RN 71
Exoenzyme U (ExoU) 1) ff i fis i 1)) € #1 | Caspase-
16521, BRExoULAAh, ExoSHE figdif|Caspase-1/-F [IIL-1B
=AM, Yersiniath 15— R A TISSHUN. 4~ 1 15
PNEIME N . YopEFIYopTH [4 K] Y.enterocoliticafit
5 1755 /> U B4 i A4 T £ 1) Caspase-1 FITL-1B.
YopEFIYopTfit i1 Caspase- 1) 55 224k 13), Brodsky

SIS 5 R B, YopKUd 1 — APy i L il 4 48 hE
INMERIWEA . Y.pseudotuberculosisfF T3SSHE IS WG 4L
NLRP3FINLRC4 % JiE /MMA&, {HYopKfE % 5T3SSY)
A7 -1~ (translocon) AH H A FH i BELWT 98 0 /M B () PR
CIEOR

322 Mycobacterium bovis& K 7Zn 52, € B34 NLRP3
KIEAMK Mbovis () zmp IHE R i Zn 4 J& 5 1
FHIL-1B1 N 87, M.bovisth B % #) il Nigericin Al
ATP5 5 [f]Caspase-175 1L .

323 Spneumoniae& 3K LR A& 44| K AE MK
S.pneumoniaeif i & 15 1N [ B K 8 LR B A
pneumolysind!fi il 48 iE /NMATE AL, pneumolysindf [ K]
B MK 175 T [ Caspase- 136 A6 FITL-18 0 b 3% T35
ﬁzj}fg[llﬂo

3.3 fRE X RAEMRRIIET

3.3.1 Poxvirusi& iXAPOP% & #=SerpinF] /& 4% 47 4|
ASCH=Caspase-1 Myxoma virus /& 9 55 5 14 1 2
YL B, ‘BRI RIAMOL3H 1, XM (I RE T
PLASCH T §E JF 41 i Caspase- 1 F 3 14 FITL-1B )
Az, DT BEL W 1 = R0 7 S S O Shope
fibroma virus iy 5 — FiPOPZE [1gp013L, 5 ASCL:
A M HINLRP3 28 i /MR . MO13F1gp013 LA nf
DL 38 3 410 HINF - B 1 3 1 17 FH W IL-1 30 2 Atk 41 it
F I e s Poxvirusids BE % 1 1 3% 15 serpin
[RIJE )P 98 /A RT3 P 0 Cowpox gene CrmA
Ht M Rt BH WrCaspase-11#) £ [ B & £, Vaccinia
virus% 35 IB13REE 1 5 CrmA R Ji, b it % 41 il
IL-1B N M, Myxoma virusftjSerp2 4K (1 A% 5
Caspase- 1 45 & 1] SEAE DARTEALI . PRI, 225
TR B 1 P41 11 SR PT-O [ 5 A 0L T 2 22 s 0 FH T
W FE R RS HLE

332 JAEIT A SRR e AL
virusgi i (1) i) PEIL-1 352 AR B 1SR AE NS FHIKTIL-1 B4
121 Molluscum contagiosum poxvirusfg i i 2 ith
TL-18 1) BH I ZMCS3LAIMCS AL 1] 48 5 /N 44 f) T
fel'?l, Influenza A virusgith (FINS 16) -5 5k %40
T N FE T, NS1HENE #I| Caspase- 135 1
PLZIL-1BAIIL-185% 1A%, BaculovirusZR ik Hi ¢ 1
HEP35, BEN | Caspase- 1 81 S £,

Vaccinia

4 HERIE
ik Je AR BT R HERE T FRATTX 4 5E M A
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Table 1 Microbes activate various inflammasomes
RALME il Ioi SR A A G 75 225 iR
Inflammasomes Pathogens PAMPs References
NLRP3
Bacterium
Salmonella typhimurium [20]
Shigella flexneri” [22]
Staphylococcus aureus Hemolysin [26-28]
Listeria monocytogenes Listerriolysin O [32-34]
Mycobacterium tuberculosis ESAT-6 [56]
Mycobacteriuma marinum ESX-1 [58-59]
Streptococcus pyogenes Streptolysin O [60]
Vibrio cholerae Hemolysins and toxins [67]
Vibrio vulnificus Hemolysins and toxins [67]
Chlamydia pneumoniae [68]
Chlamydia trachomatis [69]
Neisseria gonorrhoeae Lipooligosaccharide [70]
Streptococcus pneumoniae Pneumolysin [61]
Klebsiella pneumonia [62]
Clostridium difficile TedA, TedB [63]
Aeromonas hydrophila Aerolysin, hemolysin, repeat-in-toxin (RtxA),
type III secretion system [64]
Yersinia Yopl [66]
Virus
Sendai virus [76]
Modified vaccinia virus Ankara (MVA) [83]
Adenovirus DNA [77,79]
Influenza A virus ssSRNA, M2 ion channel [72-74]
Encephalomyocarditis virus (EMCV) [80]
Vesicular stomatitis virus (VSV) [80]
Rotavirus® dsRNA [76]
Varicella-Zoster Virus (VZV) [84]
Fungi
Candida albicans [89,91]
Aspergillus fumigatus
Saccharomyces cerevisiae [94-95]
Protozoa
Plasmodium (Malarial) Hemozoin [98-100]
Schistosoma mansoni SEA [101]
NLRC4
Bacterium Salmonella typhimurium PrgJ, Flagellin [17-18,21]
Shigella flexneri Mxil [21]
Listeria monocytogenes [35]
Pseudomonas aeruginosa [48-49,52]
Legionella pneumophila Flagellin [45-46]
Aeromonas hydrophila Aerolysin, type Il secretion system [64]
Yersinia Type III secretion system (T3SS) [66]
NLRP1
Bacterium Bacillus anthracis Lethal Toxin [23-25]
Protozoa Toxoplasma gondii [102]
AIM2
Bacterium Listeria monocytogenes DNA [36-38]
Francisella tularensis [41]
Virus mCMV DNA [36]
Vaccinia virus [36,82]
RIG-I
Virus Vesicular stomatitis virus 5’-triphosphate on RNA [71,81]

FRXAN A5 B NLRP3 S AR Caspase- L IL-1BRIANARAE 5 SAAR PRI 65 h a04L H FOUEERNA AT LUSGENLRP3 2 /MA, HiZik
SO I BAT PR A0 7 AR AT IS

“Infection with this bacterium induce Caspase-1 and/or IL-1f independent pyronecrosis via NLRP3; *dsRNA purified from Rotavirus was shown to be
able to activate NLRP3 inflammasome, direct infection with this virus was not conducted in this study.
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FAHRE AR R AR s R 40 b Dhfe 1) B, IAEAE
R IEMAE SR ) S TR B ER
REPESIA, IL-1SZ AR IR 550 R ATIL- 1 BIFI T 44 (anak-
inra, rilonacept, canakinumab)X} i3t /% £ H = K iE 45
A AE AR RS IR R WU — R
Bl PRI IR v Tz N R 25 P glyburide s, 7 3 1o 411
THINLRP3 28 RE/IMATR Dy e M e 4 FH 112

SR, NATTRS JEAREAMALE R U P i e rh A
MR AR LA AR A . HAT, 097 =gtk
W E T B S MU E R HPUAE R
YN B: L)1 b S 1 € B /O AT B i b O I TR |
RS TR 2 A T R B N 2R A B3 e TR R
KB ¥ A0 24545 JORE IMA D) RE M AL 1
F= G2 SN T RE R — R PR T B
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Function of Inflammasomes in Anti-microbial Infections
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Abstract As an important component of the innate immune system, inflammasomes are multi-protein
complexes in the cytoplasm scaffolded by intracellular pattern recognition receptors (PRRs). Inflammasomes can
be activated by sensing pathogen-associated molecular patterns (PAMPs) or host-derived danger signals, resulting
in the recruitment and activation of the cysteine protease caspase-1. Activated caspase-1 is critical in the proteolytic
processing of pro-interleukin-1p (pro-IL-1pB) and pro-IL-18 into their mature cytokine forms, respectively. In
addition, caspase-1 mediated cell death, pyroptosis, has been revealed to be an efficient mechanism for pathogen
clearance. To date, multiple inflammasomes have been shown to be involved in the elimination of a growing
number of microbial pathogens. In turn, pathogens have also evolved a plethora of strategies to abrogate the
inflammasomes mediated immune responses. In this review we retrospect our new knowledge about inflammasome-
mediated recognition of microbial pathogens, including that of bacterial, viral, fungal and protozoal, as well as the
favorable or unfavorable effects of inflammasomes activation in host defense.
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