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LRI 2 B e 25D, TF g 250012)

WE RIEMORAE TR T ZEALEY, 1RGN RS TS, IFih A IL-18 FIIL-18 254 5 A0 A+
PRI, WA IEART:, RIS 5 R R i, NLRP3 YU 25 52 il ol A2 vy A= 14 2% Flofig Js M4 AR 0G4 45 (PAMP)
GRS TR0 (DAMP), J5 8l NLRP3 RAE/MAR I TURTE e SN . (EUR, A S8 Tt At 52 2 (Y S T )
RAE/MA, DIRSBER IR G L . AZRIRTHE TR TR T R X NLRP3 S/ IMA T AL . LR AN AR o

R R, NLRP3RJE/MA, kit
HENES RI6T

20194F 12 ik, F™HE 2APERFR RGELE AR
R TE 2 (SARS-CoV-2) YL f 76 4 Bk KL
PR, WAV RERER, A@RS A
WA BN M o AR R L]
KAALEF, Toie 2 4 Bk K W AT 09 I iR i
(influenza virus) . ARG AR RER R TEAR I AR
JERIR IR, #X A A TE KB
I RS R B, A SO B B 25 5 | 41 i A 5 XL
&, HWIIL-6, TNFa, IL-1B, IFN-y % ZFh4ijiE A
T K, RIS R B R
R E WM A R AR B R N H
M, TL-1B 1 TL-18 38 5o 18 5 7 Wk 200 i A e s e e
JE 3 Th A Th17 A3 M SR e S, Ae g1 32 %0
BB, 5 HABAE R AR ARG, IL-1B F0
IL-18 J& A ARG PE AT pro-TL-1B Al pro-IL-18 £
EEEYIE A ) EAT S e AR R -, RS
N Ak B e ()i — 2 B N 2 e 2 R A 1
caspase-1, ZIN Tl FEAZ B RAE/IMARRG R B,

R E /N MR i B SR ) &2 K (pattern
PRR) . #% 3k #H H ASC
(apoptosis-associated speck-like protein containing a
CARD) FIW £ [ pro-caspase-1 411 K3+ 2
HHEEY, POIERGESE, XERTTEEY

recognition receptor,
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PEATAH %, b % caspase-1 18 F FR i, oF M X%
pro-IL-1B Fll pro-IL-18 #47 V1 %] . [, #AEAIAY
caspase-1 1] L1 1] %] gasdermin D (GSDMD), F3
Y fET  SRAE/MARITE A AL ER . B,
76 3 4 A X A P s =T RU5 % T pro-IL-1B A1
NLRP3 5% 5% 5 HUK, &R A5 5 806 RAE/IMA
F5 caspase-1 MGk, IR AR R F R AR DI E)
R EAT A= i PR A TL-1B AINTL-18, DA fipk 2% 41
MIAET 8 SR/ IMATT 73 6 T caspase-1 G
[ 25 ML R 58 RE /IMA K H5L T- caspase-11/4/5 J5 3 )
e AL RAE/IMA . HETE & LA BEIZ LA ST /IMA
Y PRRs 145 NLRs (NOD-like receptors) F1 ALRs
(AIM2-like receptors) ZKGHE 1%, H A X} NLRP3
RFE/MEITRGE TR )2, FESRE RN AT 5
o7 R 4 FEEVE . NLRP3 4ERE/IMA T Fil
AL R 22 HAAE G, R SCHE NLRP3 RAE
/IMATER BRI R 8 S AR DL R B
NLRP3 S AE/IMA I H 2 2 39 HIL 1 55 75 T A 40F 50 ik
w [H K B KL W (20182X10301401) A1 H K [ 44 ¥ 4
(81972694,81972686) ¥ BT H .
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JEAE—2RA
1 REBREXNLRPIXE/IMEE LRI

it S A i BE il 22 15 K SF- 9 NLRP3 R 2 LUE
BURAE/IMA, 5 ZE 20 ML A 2 A FIECK J5 2l o 151
an, Toll #£ 32 {& (Toll-like receptors, TLRs) .
NLRs 54 P 752 AR B0 e 5 7 NF-«B, |34
NLRP3 2 1K /K- I 1l 3 e i e 1, R AR R
JAE/IMA R L4143 . NLRP3 A] # — R 51 A [H]
ARV IR, ok B B AL A A AR R B (A
A ZEARREFIOLAE) . 4HHAh ATP ., WALE
% . RNA-DNARASYILI K —Lefii s . A8 . FLA
FGAE B A
1.1 £—ES

B feT FH NLRP3 8700 A f& AT 28 AE /MAR
RHFRE—NEES, WE—FS. BE5E%
P AR P o0 BN T 2 PR 4Rt g TLRs
IL1R B¢ TNFR %5 3 /A0 5% 5% [ 1 NF-kB. NF-«B
B Y SN N A ok L, b
NLRP3 il pro-IL-1 14 & 15 $2 {1 21 %& 58 AiE /IMA 1) 2
B

TR B4 B IR e X NLRP3 R A /IMA Y 15 4k 7
EARFER. FR A, &M e iR
(HBeAg) #iil g Z ¥ (lipopolysaccharide, LPS)
5172 NLRP3 R AE/IMA BTG AL AT IL-1B Y7/, i
fn AR 25 K 4 AT HED , HBeAg i 543k & 1
TRAM (TRIF-related adaptor molecule) #I MAL
(MyD88 adaptor-like) 454, MM T4 NF-xB 5 =
%, A NF-«B @ B2 AL UL RO W
(myxoma virus, MYXV) BMO13 £ 1625 — il
R 33 5k AL C o e 454, AT LA B 5 NF-xB45 4,
S /M RIE AL Y T E VB 2R G A
sf MR % #F  (severe acute respiratory syndrome
coronavirus, SARS-CoV) ORF3a#E [, iHidfg#f
i 988 8 B8 B - 52 AR A OGP 7 3 (TNF receptor-
associated factor, TRAF3) K#fi ) p105 1 ASC iz
# 1k, Pk NF-«B Al NLRP3 485 /MA 135 46 12
EE VA, F & 05557 (foot-and mouth
disease virus, FMDV) RNA i/ NF-«xB 9 1k ,
{21 NLRP3 il pro-IL-1B %5 5%, 3#7% NLRP3 R A
NAEFNIL-1B B 530 1
1.2 £ZES

NLRP3 Jii 8l J& 7] LABE AR 22 25 30 1y fb 2 R A
RIS . AL ATP ., ORI . 4 B8 R 2

WOy A, T XM R IE T — AR, B
NLRP3 F A B2 TR0 3 S il 7], T A 3l ok A
YA N B A5 S AR AT A A T5 Ak . & T NLRP3 & 4E
MBS BIALRDA AR e, BT 7L
Fs UL A AL NLRP3 LI5S, 4GB 14
SRR FIROS (7745 | I BHAE 2445
121 BTHMi

LAY R 53 R T 2SR 20 B AN A A b B
BiZ [BIBS TRRRE o B IR EE R S8 Ak 454 4
MINVF Z RS il , TR 514 T bl
YERT, Ty HL 56 5 1 B 1B BE 2 By 1A A AT T
HEHLA . NLRP3 30 77 AT RL75 S 40 e ™ 2F 2
WAL, WK AN Cash b5, XEHRS
1% NLRP3 RAE /M G, Bk Z M5 R,
LB RNA 5 5 2 it (1) 15 i 5 FLAE 1 (viroporins )
T R 3 AR R B T B S, 15 A
AN RN, RINA P 7 T 5 B0 X e AR Aot
% NLRP3,,

a. KM

KM B A A i NLRP3 RAE/IMA I G 155,
JU-F- B A7 79 NLRP3 AR 25 175 5 KA i, A 46
ATP . J& HFINE R 3R AR BT 55, 5T KV e R
&2 RIS NLRP3 RAE/MA . P2XTR 2 — M
TEPEVERY PR FilaE , BA R T KEiE LB
WAL, IO ot — A K AMEETE, A5
NLRP3 4 4E /N K B9 3036 0 i 4 ATP H) 3
P2X7R, filt & K AhUi, Sl Z EHEEH I
(pannexin-1) FEfLZETS4E, P2XT7 fLAY4T 2
flf ATP 3t , MBS AR 5 0 TWIK2 & —4>
KAMiEE, AN e "7 77 5
P2X7R [l FHH AT NLRP3 4/ IMAR A% 6.

LA T M2 R A HO e PRk B 1A,
MR R SRR I, o o TR R AR T
SR H AN, M5 S: NLRP3 RAE/MAWE L. 5
Hh, M2 25 W H37G AR RGE 3 RAE/IMATE AL 1Y)
REIHEIN, 33X AT RESE A o S8 (R RETE 4 AR |38 1ok
Na'/K' 32 e 5| 2 K Ah i 17 o /K 1k F R e
(vesicular stomatitis virus, VSV) 3550 LA 5 B
(encephalomyocarditis virus, EMCV) # & il 2 fi
K KA, 1755 NLRP3 RAE/AIMA I, AR5 R
BCIL-1B, 520 M M5 T FIIRSE 1Y . SARS-CoV
ORF3a i H B 2 ali il o 1 5m K AMEIE caspase-1,
MM 3l NLRP3 SAE/IMAZH L 1 76 S HER i 27
(Mayaro virus, MAYV) J&Zerhr, i FH e ik 22 K4k
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P24 e 25 W S 1) TL-1B8 Bl >, FMDV 2B & [
TEAN S IR ALIE , B KAME, fERE G
SIS NLRP3 SR/ IMA . s scgsiE s, 2B
SR MR ET X FMDV 9 45 5 P e 5 I Ry, 30 1
BRI, ATAESN B ARG 1R B
o A AN 75 0055 2 ol (49 STV B4 B FHRE T Y B RE
VS

b. Ca*' 8l i3

S Ca” | ARV 25 5 h 2 A 1E, B
J&HAE NLRP3 SAE /MASE T A VE AT SR AEAE S
W FE NLRP3 RAE/ MG S 2, T4 Ca (7
S SRE /IMA R S LU %S | caspase-1 BY I Al
IL-1B 430 o 4G P Ca® B3 Jin dnfaf {2 2 NLRP3 4
SiE/MA OO M ANV RE 2 TSR R, Ca¥'i
FAIIAT DI 2E E 20 i v NLRP3 F1 ASC 22 8] B AH
HAER, BT NLRP3 RAE/IMAIGtL. T8 AFH%
7 (hepatitis C virus, HCV) JERYAIR & T 2UFIE
SRR —RIFR, AL Pl SRR o
FHOCIR Ca® 3l D3 5 RAE/IMAR I TR AL, WA 2
1 NLRP3 A AE/IMA I JCHE R 7 2 Hdii, /MZ
W55 (picornavirus) W§aEFL7E I 2B &H (A ]
L REARG P9 5 9 A v 2R SR R 1) Ca? KOF, 8k Ca™
T hn R Ca Wk B, AN B Tk
2% I 5 B0NLRP3 R AE /N 19 36 46 2 . T8 FE
EMCV fil A 2% 2% % (human rhinovirus, HRV)
s R FLEE 2B 25 1A R S PR R AR PR 3 I/ JR SR A4 1)
Ca® ¥, JFA5 NLRP3 /045 2IA% 5 X ek, M3k
T NLRP3 JSAE/MA, I TL-1B (923 124250
1.2.2  iEPESR (ROS) FNZekifidiifi

NLRP3 sl # 2 i sh ROS ™4, &5
NLRP3 #AE/MATEAL, i ROS 1A A /& NLRP3
SRE/IMAE L FME S o 4R I ROS 2k
JEFRR, SN AR PR TR . SR
SO, HRAT LA 5 R OB A ROS  (mtROS)
(7=, 7ELPS FIATP FMEF T, ZRbiik g
JEIE 774 mtROS, 1% NLRP3 S 5E/IMA, TRk
& DNA (mtDNA) L)L NLRP3 Fl mtROS 4 #fi (1) J7
AR T 2, AR R, GohikD)
AEZLIH . mtROS j=£E Fll mtDNA Bt 75 NLRP3 44
IMETEA T R EEAER 7

B T 7 2E mtROS #l mtDNA, £k ki ik ik 5
NLRP3 4 AE /M S i 2 f3r . Bk AR AR OC o+,
1 F5 26 R AR BT i 7 {5 5 8 1 (mitochondrial

antiviral-signaling protein, MAVS) . #2245 2 fll
OBERE, 75 NLRP3 JIEGAEH] T 5 NLRP3 A& 44
AR, Hirf MAVS 5 NLRP3 [8] (A A 2 7T
AR R (U0 ATP., nigericin) % NLRP3 &
i/ VAT T/ 28 fi A mtROS YRR PRI
B 7 Mito-TEMPO 4b 3 B £ >F U5 19 B Wi 28 jy
(bone marrow-derived macrophages, BMDMs) 7,
AT LA M H SARS-CoV ORF3a Fll E 25 175 1Ay
IL-1BBEH 2, 15 MAYVIErfr, i %0 A5 JFE 7411
il NADPH LB G4, v] LA 24BH 1k ROS 724,
FHIHI MAY VIR 5 R IL-18 774, AEHEA
FAOirE >, RNAJETEMERGL S 3 T 22 2012- 75
FAMREEERIPT (RIPK1) i RIP3 (RIPK3) E&Y)
Z2%e, fEUE T GTP g DRP1 (3G K m gk 4
BEAE, DT BR Bl SR A5 473 AT NLRP3 485 /MA 1)
WG, A RIP1-RIP3 A LA H 55 RNA 5 25175 5 1Y
NLRP3 4AE/IMARIE P, B0 PB1-F2 25
i 1 Tomd40 38 38 5% {7 B 2R iR i, HA R &
KA NERAL (Mg, BEAR, i 2ok 14
T, B4E NLRP3 485E/MA B
1.2.3  FEADE 2

TR S AR . B, BUEMFEER A
BCRRENZE i (MSU) #4240 M A W s 2 il IR il
&, FEOFEHARRSGESE MG, R sEA
fiti B (cathepsin B) #F A%, fil & NLRP3 &AE /)N
PRIKILTE o cathepsin B f&=—FhAR0A 197 BEHA 1 B &
MR 25 I, 5 NLRP3 /- FAVAMISET . falfE
P AR IL- 1B ¢ o 7E NLRP3 SE/IMASHTE 7]
R, cathepsin B Rk A% E MEAN I 7 caspase-1 1Y
TEAL R IL-1B (53 I T Al . SR, I eI R
N5 NLRP3 45 /IMA S 2 18] 18 A8 SCHLHMT AN T
o AMREY], WA KT REHS[f pannexin 1 £L
EATIF, ATP BRI MM P2RXT 5248, il &
KM TG NLRP3 & AE/IMA . 22l NLRP3 (1
FI AT 334 cathepsin B 5 P 5t W _I- () NLRP3 A0 B
H, I+ S85 20 caspase-1 #7% Y. RiE, %
iti {4 cathepsin B B¢ AN 521 pro-IL-1B i 7= 4=, 1
JE IL-1B BT b5 1), % B cathepsin BZ 5 T
NLRP3 RAE/MA IG5 76 T o 2 8 e
SRR AP LUE S 23 9 H ATPase 2 48K FH KT
AR, SEaill T ER RS R 0 IL- 1B R
B, X R MR TESN HE /5 19 NLRP3 A S /MA
TG B FEEEAE B,
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NLRP3 % 4 /M 1% 5, NLRP3, ASC #il
pro-caspase-1 #EATZH%E, W MAAE/ MALZ S, i
AR SRGIETIRE . WFFT R, HELeyag nf LUE
1 LR S AE /MR B L R, VAR S IMA I 1
SRR I S R
2.1 NLRP3

NLRP3 J& T NLR & I 5<%, 33 40 -
NACHT %% #4 3, (central nucleotide-binding and
oligomerization domain) . C ¥ LRRs %% #J 1§
(leucine-rich repeats) Ll A& N PYD 25443 (pyrin
domain) . NACHT J2& T A7 NLR Z J Ji 51 e — St Ay
&5k, HAA ATP G HE, e kA 0 BHER
;5 LRRs B KFEBCA AR [ shif 5 /e,
i kR AR S5 S5 S NACHT 45 44 1 & A= 2 58
fk, BFENEGPYD 45k ; PYDi#id PYD-PYD 5
Bk B H ASCHEAEA ' fEFREARAET, M3k
T NLRP3 4t 5 [ AW GRA, U0 B AR 5 5K )
NLRP3 %4k . 7 NLRP3 ¥IHI/E T, NIMA
FH < Al 7 (NIMA related kinase 7, NEK7) 5
NLRP3 M EAEH, &M NEK7-NLRP3 K4 & &
Y1, XF NLRP3 SAE /IMA T FI1ZH 256 K 45 Wb 2] 75
YERL 20

AWESEIEW],  BE e 1 AR A] DL GE B R e
NLRP3 MM S 5E /IMA 2 2 7= A R . RIB IR
7 (measles virus, MV) BYIAELEHIEH VEH AT LA
FEPL Rk s, fERE KA VEH R THP-1 1,
NLRP3 {3 Mg F i 254 v, 78 RAE /MRS I
NLRP3 S8 A B X 5 VE A LGN, AV
B it 2 C g A 3k 5 NLRP3 A EL/E AT, M
T 85 /M S B IL-1B 4300 7. I i e 3 71
(enterovirus, EV71) BY3D&EHMEFRKEE (Zika
virus, ZIKV) (AEG5HE R I NS5 & /& RNA 1Y)
RNA R &, 13I8 i—1> 3D/NS5-NLRP3-ASC
AR ZE # 5 NLRP3 BL4/E I, 395 4 0E /IMARY
ARG, fRUEIL-1B A=A 0 NGk
(Sendai virus, SeV) B4, VEMAFAEE TS
NLRP3 A HAE 0 #] ASC 1946 2E, Bk T NLRP3
WA ASC L5, FEUNLRP3 &5/ MERNREFE 43
PTG, DA BH BT TL-1B B 20 3 00 IR B Y
PBI1-F2 % [15 NLRP3 () PYD 1 LRR Z5 #3845 4
fii NLRP3 & £ 3 3 0 fil AR &, BH 1k NEK7 #l
NLRP3 454, $l RAE /MR L%, s/

YL T, SRR AR
2.2 ASC

PR T AH DCBE 5 FR 25 4 ASC 1 PYD 1 CARD
ANEERIRA AL, BRI PYCARD, NLRP3 4
MR G, ASC iE it PYD 5 I i A NLRP3 1E
H, XI5 CARD 41 25% Fi## pro-caspase-1, i
TTRIE/IMERI ARG . ARG TR TP ASC SR IE AL
— ANHAARZ1~2 um BT RER, FRM ASCHE
R ORI IMATE RS T . IR
b TR N [ S A AR S AT A SY SR T, ASCa i
PYD Z5H AR AL A IR E 220 %), CARD B2 1E
XL 22 AR R T, IFAESN caspase-1 B 5511
Mo ASC ¥y CARD %5 14 5 if fig fifi caspase-1 1Y
CARD JE B 22R¥%, 3 1] i J2& caspase-1 {1 ¥l i It
WA B o ASC BERUAE RAE/MAE T 16 T 4 E
BAEM, JFEFEASCH#nt PYD Pl REE, F=E K
TR TE Y caspase-1 BTG 7 05, & RAE/IMEAS 515
FEYHCRALEH] . FEAEBREES (adenovirus-5,
AdS) Y, JEEAHOC RNAL (VA RNAID) it
FH W 25 1134 /% R (protein kinase R, PKR) Fl ASC
Z A ) AH EAE HR A6 ASC B R fL AN SE R4k,
il S/ IMA IS , BRAIEET/IMARIE S, iR
AR TAET P FERET, ASCHI TR/REE
T H 5 %2 A OC GTP B X % M & - (immunity-
related GTPase family M protein, IRGM) # H 1f
s 7E HCV YL, ASC Bl 4 22 5 NLRP3 Jf- &5
IRGM 73 B, S RER  Befl, DA 3 HCV
TR R BLHLRL, AR TR EEE S . A
R M, SARS-CoV /&l ORF3a &k R AL,
ORF3a 5 TRAF3 Fl ASC HHEAEH, 7840 a5t v LA
BEHCY ASOR S5 A g 7, ASC 1 TRAF3 4 i Pk
K63z RZAL T, (EiF ASCEHES ML &, W&
NLRP3 #AE /M 2
2.3 Caspase-1

Caspase-1 J& T2 2 R & M B % %, NLRP3
RAE /NG AL S, ASC il i CARD 7 3% ¥ 1k
pro-caspase-1 K 4E , 5| pro-caspase-1 [ FK I Hl .
5, 7E pro-caspase-1 ft N ¥ Hif KA1 AV e =22 [a] (Y
FEENLAUKAE, KBRNIRETIK; SRS, 7ER. /NI
FEZEYIE], B p20 A plo IS IE3E, K3
VN FEZH B IR RAK, B A RIAOE LA
IHER p10/p20 PUZRAA, ¥ A iG AL Y caspase-1. &
AL B9 caspase-1 ¥ %] pro-IL-1B F pro-IL-18, j=H: 4
TR R AN T IL-1B FNIL-18, XFHLIAGRE R
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GifT LS,

RAE/ MG AZ B ZFHLH T a T . A5
W], NLRP3 A /MBS 55 nl DUje 2E & &5 5%
AWM ER Fli-IM B EH#EH 2 (leucine-rich repeat
Fli-I-interacting protein 2, LRRFIP2) 5 NLRP3 %%
A, JrE L EEREF (coil motif) 15 caspase-1 AY
RIS Wy Flightless-1 #H B AEH, i #F Flightless-1 5
caspase-1 #H HAEF, il caspase-1 BYiHfk., BN
R B4 NLRP3 RAE/IMATE PERY AL 7 Bk
RIS S EVEER S & Ca (5, X BRIGESE
FIB (calpain) AYZEHR & BT B85 2R 11 9
caspase-1 M Flightless-1 FI4RME-E 22 ERERCHR, §7
KT caspase-13th, &I T 40 ML NLRP3 48 4iE /)N
ZNEIUIE= S -3 A o1 I = S i S N
(glyburide) ZbFRTN, Hp2L 0y B L AL B AL 25
T 45 2 (1 R i caspase-1 BUAE F1, i NLRP3
RIE/IMAATIE AL o A Py i - B AR
RIW = H FRIE/IMAR IS, X LR Z A 1Y)
P RS B OCHE R, DNAME#EE
YIS RARE /MRS, caspase-1 5 FRBER 2 -1
TR R A A (cyclic GMP-AMP synthase, cGAS)
HHEAEH, FEcGAS RN LTS, Il cGAS-
STING (stimulator of interferon gene, JJt % 3k A}
WA AT ER A R, 18T
% il i % 5% [N F STAT3 (signal transducers and
activators of transcription) % 3 IL-10 {5 5, i
pro-IL-18 7= A=, DA T 410 1] 48 A /AR i 8035 77
ZIKV JE&H A filh & NLRP3 RAE/ MR , FaaglEas
F & FINST #8552 18 32 K12 Kl USPS,  7F caspase-1
Lys134 i 55 KBR K11 i 2 Rz 268, il
i 25 B K XT caspase-1 1Y B fi, oF — b B8R
NLRP3 RIE/MARE, AR Thegag il .

3 FEBUEANNLRP3R GE/ME RE &

VA ./,
e kA

T WG 5 YL I, NLRP3 48 5E /MA B 3%
A B B0 e RN A AE RN, PR BRI BE
XFHUARH R TR Ty, SR, RAE/IMA
T PR I B S £ S B S N A B R
o WSS AN, Bt fid, 15 Eomidn]i
AT /A PR VR R4 24 AR AL 4 1 R R 15 I A8 1
S, AR SE MG, B R R Rl Ay
WS B L S SE A -

3.1 B

Y I 2 10 o TRt AR 2 e 240 B R D e 2R R 4 53 1)
R, ATLASCELANME B B R A A g Y
o BAWEFNIAE/IMATEDRE_ AR B OCHK, BATERE
TG AR RS R, QBRI . BEE A . 4
MLES A AES, I ks i SR AU AR BR . A
W P 3 2k 2 PRI AL ™A R SRE /IMAR 3G . X T
AL REERE R CE S . [ MER] DOl LR IH
)L 458 Y 40 B SO R A, 982> PAMPs 3§,
DAMPs IR, ()42 PRI S8 RE /IMA R B0E o i,
F WA AR R A Az B i Ze ki A, BRI T mtDNA Fil
THPER IR, A5 RWY, NF-«BfE /5 35 NLRP3
AL B R, Rl DU a5 B 32 R p62/
SQSTM1 fy FH 235 bR 2 it 9 Ze ki 4, 145 NLRP3
HRAE /IS ) PR A B R - B R . Ak, A
W/ VA T B2 o 5 R A S/ IMA S 0 . iy
Y. BN, W e S R pro-TL-1p O 45 i
IL-1B YA 0 AWl il DA RBRATE AL MyD8S
PRI A3 2 TRIF (TIR domain-containing
adaptor-inducing IFN-B), LIFRHi| H TLR FIIL-1R 4
SHIPERAF om0 IL-18 FIL-18 Y7 E B
TBYR BRI, RIPK2 A FERRR A, 1EFRZ
TALARA, FEARZRAH A=A, SR
SiE/MASTETE , BHL IE caspase-1 B3 FE TG AL, MU
il IL-18 3K 2h A7 35 45 ) o Rl = L RNA
W7 (Leishmania RNA virus, LRV) %G TLR3 Hl
TRIF ¥ 5 T AY IFN 7748, JF 3l o 5 & A e 5 5
ATG5 4 F 1 NLRP3 Fl1 ASC [ %A, Mt 3041 42
SE/AMARBILH RS, BRI T F WE4H L NLRP3 4 AE /) MA
IS
32 EFEEEHE

7E NLRP3 S /MABTE A7 7E 2 Ff NLRP3 Fl
ASC 9 ® ¥ J5 & i (post-translational
modifications, PTM) {717, WIHE#RL . Z &K
. EsEfb . S-WEAEH A LA ADP AR SE, TE
SORE/IMAGHE B RIS ER B, Ira &
H B Re A2 th B e i U AR,
Z ST SRR R RARE, T BT
PIfE . fEEEARME T, ASC BEIR 1L X T 3 iG
NLRP3 HE/MAZ A B, Syk Al Ink 3 AT LA
1t W2 1k ASC CARD 45 #435 Tyr146 1 Tyr187, fiE
i ASC BE S TER A R IE i . IKKa /FE i NLRP3
RAE/IMAR TRIE R, it 5 ASC A EAEH,
/> ASC DN LA BN AL T (1) By . IKK o R 1L
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CARD 25 #4385 (1) Ser193 11 PYD 454418 Y Ser16, 1E
A% 5 ASCAHEARE,  BHLE 5% 457 31 40 g 5T
T E AT RPN TS . PKA B b A\ NLRP3 1
Ser295, & i #11 fl NLRP3 9 ATP i i 7 17 8 45
NLRP3 RS /MRS 2

EARZZ MMz Z RS ®, w45y
SRt FRAVRZ 07 R B R . SRS
i, HEroHaE A AR E Rz Z A S0
NLRP3 4 AE/IMA R 5, B K63 Fl K48 7z K ik
6] A 5 ) NLRP3 2K 1 . K48 12 Kb /v & 19
NLRP3 & [ #f R B i . 92 Z 1 BRCC3 i 5
NLRP3 i LRR %% #4 3k A1 ./ 1 ffi NLRP3 292 %
b, 7 NLRP3 R AE/IMAFE h E HEZEH 7,
TRIM31 j& E3{Z 2 iE 4, 7] I 4% NLRP3 K48
CFEA, FEOLEABHARS, s KA/ MA
WG Y, fE RNARRRER G, MAVS BBELS 5 JF
FasE ASC, S MuK ASC BE S 09I i, I it 1]
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The Influence of Virus Infection on The Activation, Assembly and Effect of
NLRP3 Inflammasome’

WANG Zhi-Hui, ZHANG Jian™

(Institute of Immunopharmaceutical Sciences, School of Pharmaceutical Sciences, Shandong University, Jinan 250012, China)

Abstract Inflammasomes are macromolecular multiprotein complexes that exist in the cytoplasm and
participate in innate immune defense. They are activated under infection or stress, triggering the release of pro-
inflammatory cytokines such as IL-1p and IL-18 and inducing pyroptosis. NLRP3 recognizes various pathogen-
associated molecular patterns (PAMP) and danger-associated molecular patterns (DAMP) produced during virus
replication, which initiates the NLRP3 inflammasome-dependent antiviral immune response. However, some
viruses have evolved complex strategies to evade innate immune surveillance by targeting inflammasomes. IL-18
has profound influence on host immune response to viral infections. Besides, the activation of inflammasome is
imperative in the maturation of IL-1p. Therefore, inflammasome is a potential target for both the host and viruses
to regulate immune responses. Here, we discuss the crosstalk between the NLRP3 inflammasome and viruses,
providing an overview of viral infection-induced NLRP3 inflammasome activation, and the immune escape

strategies of viruses through modulating the NLRP3 inflammasome activity.
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