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Research progress on the role of NLRP3 inflammasome in infectious diseases
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GBI | Nucleotide-binding oligomerization domain-like receptor protein 3 (NLRP3) is a cytosolic multiprotein

complex. As the core of inflammatory response,it plays a crucial role in recognizing both external pathogens and internal
danger signals.influencing the onset and progression of various infectious diseases. Therefore.this review delves into the
activation mechanism of the NLRP3 inflammasome and the current research advancements regarding its role in infectious
diseases,aiming to provide new perspectives on the diagnosis and treatment of infectious diseases.
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¥ Caspase-4/5 I EUIR Caspase-11 AJ DL i3 B 3298 500 40 T B il
F 41 i 5+ A s 2 88 (Lipopolysaccharide . LPS) 2K # i NLRP3
RAE/ME, X — 3 B g FR O 3E & L NLRP3 R AE /b 4 3 0% .
LPS 13 A4l L B 45 & 3 B0 pro-Caspase-11, % R4 % D
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50 A I B AN R A0 M R NLRP3 92 3k B 3205 T VOR300 il 485
BHRFLLIE®H N XRY NLRP3 W[ 662 5 7 TBIGsh W1y
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T 5 DA I 20 B v R IO 3R L i 2 B BR T (Streptococcus
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LEHN Caspase-1 iEfb . A FE AT, 28 LIrd A
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— P A L BIEAT R L AT AR AR B L R A b e A O 5
L P A T AR B A B R R . DR R B, Hp R
18Pk H % B T NLRP3. Caspase-1 Fl pro IL-18 # mRNA %
SKEH R b 7R i B b, TL-18 R0 TL-18 fY 72 AR %o 4 988 2 I
MEd Hp 2R HEE, 5 NLRP3 R4 /MEIEL & VM %, {2
S A P 1 7 AR AR IR e gk R b B A A L RN R TL-
1B A TL-18 X #2i Hp FLAT JCHE 52 i, 53 26 40 g 5 1 7= 4k
RE NS IR 455 ML A 1 B 9% 2 o7, 5 Bl 0 R 0 R A O 4 R e i £R
AU Benoit ZEM RS WL ASC B 5 Hp B 19 4 58
et AR L ASC PR B /N B A B B e IR AR, Hp sE i3 £,
Zhang Vs & B Hp MM E IR THEEMEER A
(Cytotoxin associated gene A,CagA) 1] LI E NLRP3 4 4E />
AR B AT RS MR 2% . WRIT R, Hp BRI 25 8076 E
At DCs™ A e PRI A0S B NLRP3 & SiE /A . B4k,
Hp B 36 5 B0 i 0 40 i 33 i L 33 10 A I 400 i it 5 4
PR P SR KT T B A P R R YA G R, 7E Hp B
T AR I 4N A5 S AN A 1 T R N R RN & 4 A T R E

U E R AL R, Hp B8 I0E BWEAI0 I B9 4 AE

F 0I5 S 40 I 7 A TL-1B A IL-18, W] i B S ROS A9 A= i
A ROS 10700 7T LA 84 ) Hp B0 51 & 0 40 RS, 53
—IRFSY & L, Hp B T% Caspase-1, 4/ 5 IL-1p Fl IL-18 By B
L AR AE DCs 89 NLRP3 4 /MA TG 467 SR, B o6 F
NLRP3 R AE/METE Hp &Y v 1 £ A DL & B . NLRP3
anef 1850 Hp Ph &% Hp J2& 638 i 2 e L E NLRP3 % 9§ /b
WA i — 25 5T

F T8 2 A0 B GE A T AR R R R A R W T
YOI TR 2 — R U0 R BOR A B IR T B R T 51 R
PR B 98 E S I 5 T B S L R R B IR A . R 3R

WY o AR /N VAR FE SR VD 1) T JER g vh 2 B A 1 DL U
FEVD ] TR IR Y B AN N A B 2 51 R R [ 2 A Y R E /D
PR 05 L 4 ) R TR I A B L 3R S AR i Caspase-1 A9 TG 1k
PLR TL-1B.TL-18 55 48 240 M I 119 43 i 3 36 ] R 005 9 0 1]
TR AN R S 3L 0 20 i 22 51 R AR E S B R I AR T #8781 -
TE S g i AR B VR LA . BFSE & 8L, Caspase-1, IL-1B. 1L~
18 e p B /N U6 F IR A AR IR g (V0 17 B O 5 0 HLIR PR ik
45 ZR T 1L 445 R0 ML IUE 1 400 T4 S A R A Tt v T T R
JeJ5 L BENE WIS 15 2 0 S B B A R e AR ARV T R AE
AR b, o T R A AR 3 P9 8 A RAE IR L U0 1D T B A
W—E b L. WS B R B R YT SiD &
FA BE % 310 11 i PN £ 0 1A % 480 ( Mitochondrial reactive oxygen
species, mtROS) A= B, i 17 BH WF mtROS A~ 51 ASC 1E B,
2N NLRP3 JAE/IMA K BT . oAb L 808 08 450 fig T
AL BIEGE , i & 0 1718 Din] & H 0 NLRP3 4 5E /NMA 76
A P TT RS0 45 ) SopB AT LA B H2 43 W 21 15 32 240 fitd P BH 187
ASC B TE AL, WATIT 0 ) 98 E /N 1A B 355 AL, B9 Bl U0 171 B 32k 3l 7
FHRIERTIIER .
3.3 MZAGBFMAER TR E R GEY RN T R %N
D AR A AR A B S B B It R R 2 R S B St
PR . TSR I B R T B X A 4 R e R T
NLRP3 4 /M T ik B 48 RE S 7 AT 50 A 20 243 45 B #ft 28 5¢
heE J P07, 2 B 49 B (Japanese encephalitis virus ,
JEV) & 2tk AT e 2 Pk 28 i DU Y . BFSE R B JEV fE
8 /1N I T 240 L P NLRP3 S AR /8 3% 4k, 3740 il NLRP3 19
Fik, AT T B Caspase-1 1 P & i 41 iy B 7K SF 19 B AIG
Kaushik % (#5545 5 2 01 JEV AT B 38 1o 52 0k /0 62 J5% 40 i
Y NLRP3 SRAE /A, 3 T 52 0 48 0E 52 07 14 8 4 i 8 L X — &
PR T f JEV X il 98 955 32 3k B2 A9 52 i 42 1 TR R &K .
B9 — A SR FE M e JEV 5, R3] IL-18 19 K i
ik, M NLRP3 DL} Caspase-1 [ % ik Jf % A 91 & 87,
NLRP3 S5 /METE 2 i b (89 3 b AL 0 oK b B, (15 3 — 25
wER,

B4 B ER B (Cry prococcus neoformans) S — R A BUR 1
FLR 32 B X G R B 5 D) RE B2 B A 1 I S R AR R
A E R A . YT % ELW T LUTE AR L O
HA T aE 28 ol i o B, R B PR P R R L. BT R R,
NLRP3 JAE /A AT L3080 A BBk 1 19 22 ) 1B . NLRP3 i [
4 /)N BRI 2L 280 v o 2 5 T AR RN Lb 1B 3 HY L JF B NLRP3
i ASC IR e B /> BB S 7 A= B R T J5 PR T2 R I . v T B A=
AL 4878 NLRP3 #AE/MATE M F 5 Ko sk i e th B E 2 )
fig o,
3.4 REAFMER WG IN TE I A BE R BT IR A A
SRIRAT T 1R AR 28 B0 ] b A B B 0 A R e R R Y
NLRP3,ASC Al 1L-18, 3% % B NLRP3 % i /NMA 7E 40 1 7 £
R FNGE S 9 % P s 1) 2 Jead R oh R M T AR Y, PR
B R (Herpes simplex keratitis, HSK) J& 1 5. 4 J8 92 5
# (Herpes sim plex virus , HSV) 5| 2 A f B B Ye , HSV Bk e
A ¥ % NLRP3. NLRP12 1 IFI16 4 ¥ /N fA, {2 3k 1L-18 =
RN R KB A /IS BRLA S e B4R 50 #E 1 (Herpes
simplex virus type 1, HSV-1)J5 . NLRP3,Caspase-1 fl IL-18 1%
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3.5 HeAFErmmm TR, NLRPS RIE /NMETEF A B R
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AR — 2 . WA NLRP3 kﬁd\%fﬁ%‘“@ﬁfﬁ*
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4 NG
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HEBIEM . B X RAE /DN W58 % IR A, NLRP3 % iE
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