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FEEE: AU A — P e 4 43 A 1) 5 A AL R AN AR 1 0T S S AR NE L A T I /NI BRSRIER 2 (M T AR, 4
WAAAE A = 53 1 M AE % s b FAT AuRE AR IR HY, JF HAE B 2 W G 7 7 T R L B ). il
WIF 5% 2% B A0 A 7 e B PR 4% b K 15 5 B B AE . NOD (nucleotide binding oligomerization domain) ¥ 32 {4 5 J 3
(NOD-like receptor protein 3, NLRP3) #&JiE /M [ 4 595 28 5 1K) B 20 Bl 2, 76 B 5 o2 M 5003 AR It 95 3 K
PR IR AT PR 55 22 P 1R R AR R i R DGR, OB AR IEN LR B A 2 FE . SRT, ZM il 44 R NLRP3 4
SAE/NARAH OC (R TR FE R 1R 58 A ] o AR SCERIR T AN R SR U IR A A PR X NLRP3 S /MA IR IR 42 /6 H, IR R8s 7 4k
WAMRFE NLRP3 #8AE/INMAFH SSHIR B IE ST 18 77, LA NLRP3 58 /MAAH SCH0 IR BT v $2 AT 2%
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Advances in the regulatory effects of exosomes on NLRP3 inflammasome
LI Mei-ling, XU Ming’

(School of Basic Medicine and Clinical Pharmacy, China Pharmaceutical University, Nanjing 210009, China)

Abstract: Exosomes are small vesicles secreted by cells that contain important bioactive molecules such as
nucleic acids and proteins. Increasing research indicates that exosomes play a unique and crucial role as signal
molecule carriers in various diseases, and they exhibit great potential in disease diagnosis and treatment. Recent
studies have shown that exosomes play an important role in immune regulation. The NOD (nucleotide binding
oligomerization domain)-like receptors protein 3 (NLRP3), an essential component of the innate immune system,
plays a key role in the occurrence and development of various diseases including autoimmune diseases, metabolic
diseases, and neurodegenerative diseases. Its activation and regulatory mechanisms are complex and diverse.
However, the regulatory mechanisms associated with exosomes and NLRP3 inflammasome have not yet been fully
elucidated. This article reviews the regulatory effects of exosomes from different sources on the NLRP3
inflammasome and summarizes the therapeutic potential of exosomes in diseases associated with the NLRP3
inflammasome, aiming to provide new ideas for the prevention and treatment of diseases related to the NLRP3
inflammasome.
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Jf 5 441 g 2 TA) 1R A5 AR 388 R 48, 0T 25 4l TR 40
TEH I 3 A6 R e 40 AR K SR I AR AR A
2 M5 T B AN A AH G ) R 1, A0 Ras AH G 45
HEE GTP B & E A B A R A4 E#E A,
Ll J2 CD9.CD63.CD81 il CD82 % 1 i 5 25 (17, #u/k
Pk A S R 1)) S S N R E A 2 IR Y 07
WA, B 20 1 A 2 YL Tk e A U el
ZoOM ARSI o AN IA A R A R S 1 R RS AR )
J5 T DA e B G R V5T A PR R A R HL AR BIIRES ) AN R 26
R (1) 48 4y W i A WA AR B AN B A kR g A
Dhe!™,

H 1983 45 IO ILAM A DLk, H 3 B A 1)
REf3 3 7 ORI Z AR R R IRE, S A A S A
BEJ O L8 5 P21 44K L AR TRRS 12 i 1 4 28 A
AU B A E KR B2 A A8 T 1
W EIbR BN, N 8 e FLR T T A iR S e )
W2 W R AR IR B AT, Ok 2 B T O T A
WA 5 995 3 e o 1) G2 TR T AL A 2 D PR SR RS
Jie 723 0 53 6 PR A1 A A LA RS g R SR R o T R
g8 S NP T I T SR A AR T DL i R
PR AW AR T PR 8, T 3 S S I S g
I

RORE /N AR B 2 R 35 B 5CR i 32 4K (pattern
recognition receptor, PRR). il T= # = BL & ¥ & A
(apoptosis-associated speck-like protein containing a
caspase-recruitment domain, ASC) A 2 it K & % Bz &
M /K fi# B 1 BT /& (pro-cysteinyl aspartate specific
proteinase 1, pro-caspase-1)"". 124 A1k, SRS Fh
e 1% 2 X 95 i /) 7K 1) PRRs, 2 35 NOD (nucleotide
binding oligomerization domain) ¥ 5 {& X % (NOD-
like receptors protein, NLRP) 1.NLRP3.NLR X & & H
e Db R A g 55 4 45 #4414 (NLR family caspase
recruitment domain-containing protein 4, NLRC4). Pyrin
BB €0 2000 2 B = XUBE DNA 14 % 88 (double-stranded
DNA sensors absent in melanoma 2, AIM2). 1] /1 1)
NLRP3 #AE/MA & H H B 58 B RN 1 2 D ARE,
NLRP3 RAE/MER —M K Z EEEEY), h— Mg
&4 (NLRP3 &R H)—MEkE H (ASC) MR
2% (caspase-1) ZH ..

NLRP3 % i /M A 32 A 3 15 32 0 ol A2 4 Je e A
A1 1) A S 8L, 23 5 22 i 98 RE AH G 5 1R R AR
FJR R, G 2 BURE PRI 98 PR By Jik ol A A0
PHEZRIBAT PR JiRg O JE M i 5
1 SN 5 NLRP3 KRE/NMABTE

W FE 2 W, NLRP3 J8E /KT LLIE i 3 it AS 7] 1)

=5l OIS 4 ML NLRP3 A 0E /N A0 AR 4 it
I NLRP3 # i /) A 3505 A1 AR NLRP3 285 /) A 3%
o ML NLRP3 % 0E /M ) 58 2 B0 7 22 AN
BfES H-NRENES, FoANARAKES. £
B By Bt, Toll ¥ % {& (toll like receptor) ¥ TLR2 Al
TLRA4 (1) Fc A4 « 20 Jfa DS -7~ 52 A4 1 BC 44 fon 3 40 B A 3=
(interleukin, IL)-1 1 /it %84 ¥R SE K] 1~ - @ (tumor necrosis
factor-alpha, TNF-a) 3¢ NLR Wit% H R 45 A 5 KA 451
3 85 H (nucleotide-binding oligomerization domain
containing protein, NOD) 1 1 NOD?2 ] fic. {4 41 ffg & ik
Z~ K (muramyl dipeptide, MDP) ®] L i 5 NF- xB
(nuclear factor kappa B) {5 5 i 2§ i) &, I & it
NLRP3 1 4 41 iy /v & -1 #i 1A (pro-interleukin-14,
pro-IL-1p) [RIEH ), 785 sh ¥ Bt 2 J&, NLRP3 % i
AT B IS TR 58 LT . 1R EAE S AR
MU~ =R IR T (adenosine triphosphate, ATP)- £& i {4
7% M4 (reactive oxygen species, ROS)- ¥ i 74 451 155 F¢
TR ZH 2R E 1§ B (cathesin B) K /MR 25 . 7E 413
B, NLRP3 &5 & 78 N it W AH 56 1 de b i b, I 4 48
1t B 2k ki /& DNA (oxidized mitochondrial DNA,
ox-mtDNA) BiE". %1k 1) NLRP3 # #% iz £ 73 B
S IR A 1A R RS SR A IR R T 4 R
B J5 NLRP3 #f i ¥x i B 2R rp 07, 5 22 1R/
7 R B H B 7 [(never in mitosis gene A)-related
kinase 7, NEK7] & & M fi £ € 5% K & . NEK7 &
NLRP3 4 i /N 350 A 2H 256 1) =5 22 1 755 A1, NEK7
5 NLRP3 {145 & 82K 1 NLRP3 SR 45 14 I 5 58045 1
HHE, 5 PYD 53k (pyrin domain) Jf 70 ¥ NACHT
25 #38, (nucleoside triphosphatase domain) 2 54k . 24
NACHT 45 #3847 ATP A2 #F NEK7 45 5 3 J& , PYD
S5 180 3 PYD-PYD &5 14 S80HH B 48 5 4k 0 1
ASC TV Jl 22 AR S5 1), R 06 28 0 /MR (1 4 3%, (R 3 1 Ui
2 Mo PR - i AR Y. ASC AR Mk, — Ui
5 NLRP3 ¥ PYD &5 #3845 &, 55 —¥iii 5 pro-caspase-1
1] CARD 25 1)1 (caspase recruitment domain) &55 . Fifi
% ASC M #24F F, caspase-1 B R4 I+ 5 BT, T2
5 M caspase-1 . 16 PE caspase-1 RE96 )& L),
A4 pro-IL- 18 F1 H 4R - 18 B4 (pro-interleukin-18,
pro-IL-18), /= 4 H A7 A W) 3% 1% 11 IL-18 F1 IL-18, iX %
T 280 B R 0 T 8 S FROR JEORE S N B G EE 2. TE AL
i caspase-1 2 %4 fi# gasdermin D (GSDMD) FfF A N
Uity 235 KA 3B, V2% 45 A S % 38 A i R 5 T B B LI, A
T M N R A RORE TR, AL FE AEORE 4 B R IL-18

IL-18, JF15 3 40 fE T2
B2 dig 42 46, NLRP3 498 i /N (1) 307 ik vl a1



ZEFEA . AMIARST NLRP3 28 /M 45 A F ik 50 it J © 855 -

LM ESLI . dEL M NLRP3 % P /NMA RS & H
LPS J& 2l 1), 7 B 4K N 19 caspase-11 (8 A & 4 1)
caspase-4 Fll caspase-5) 7] @ it FL 42 AH BLAE AR, =
3 caspase-11 H & 8 H /KA HUE . A5, BOE I
caspase-11 T FFJEBL & (-1 (pannexin-1) 18, 5 K"
ShHE, 5 BUZ HLIF NLRP3 4 % /N 1 35 44 J¢ IL-18 Al
IL-18 % %4 o [l If, 303% /) caspase-11 1 2% ¢ i
GSDMD, 7 5 B LB B A £ T2, AT {2 22E TL-18 F1 TL-
18 FRE N, ok B b 5 K22 B 7t ] AR BIAE LPS
H R A0 LA 52 R ] [ Nur77 45 4 LPS F A Z2 R i
i 1 ¥ GSDMD LB JIUH) 26 KL 4 DNA, i J5 Nur77 45
4 NLRP3 Jf it #F NLRP3 4 JiE /N R 1) 1% 28 A1 id AL o
Nur77 %42 T caspase-11 30 AR Ui NLRP3 28 /s
PRI B, I ] B8 BCA 28 RE 14 92 993 FH Uk B E VR 9T 1) —
AN

B A NLRP3 RGENMEME R FTE —NME5.
A TLR A4k 7f DU I TLR4-7 4 TIR 45 #3819 15 5
T3 & pHIIE R & A (TIR domain-containing adaptor
protein-inducing interferon 8, TRIF)-3Z /40 H.AE H 1) 22
W R/TF AR B H B BE 1 (receptor-interacting serine/
threonine-protein kinase 1, RIPK 1)-Fas #5¢ {20 T2 45 )
I &5 1 (Fas-associated death domain protein, FADD)-3-
Bt 2 BE R & 2 R B g 8 (cysteine-aspartic acid
protease 8, CASPR) 15 5 fill i A FN A& B A% 41 i P A
NLRP3 #AE/NE, 1A 7 Z i T K AEASC BT 5%
FRE AR T

NLRP3 % JiE /NMA FE 58 9E P < i Hh ok & ¢ B
FHE. T A1 il A4 7 S % I 15 o A 5 AR RO
KR 2 ()R HE R B, Ah A4 AT DUE I NLRP3 4 4E /N
RIS RS SRR MR AR . EATEER
fe, BT IR, SNSRI SO0 NMABOE B A
MCEAEF o Pk, 58 4 2R AR A0 i K 5 NLRP3 42 4E /)
PR 2 8] 1R 56 2R W BEAE 48 75 16 JT NLRP3 4 AE Mk
AH S I 8 7E S i e R .

14K O A /DB SRR 2R B, Sk mT DLE
53U AN TR ) IO 5 ) 48 i NLRP3 48 i /)N 1A 77 38 %
(R OG 731, BETT 2R 55 NLRP3 48 E /M AAH O 195 9
L ARESO S A A nT DLE 485 4 RE E 1) miRNA BAAS
[F) PT343 428 SR M 1) NLRP3 %A /N B0, AT 982> 48
SE N . A IT K B, miR-148a BE % 1% 5 41 H 7% 4
T2 figf S L/ P VR VA 5| RS PR T AR KRR O UL 4 i v ) Tl
JARA Ca® i 3. M2 BY [ A o 477 28 1 41 il A4 45
miR-148a, 7] LA HL 4% 48 [7] Bl 4004 B A AR A
(thioredoxin-interacting protein, TXNIP) Jf- \& 25 #1I fif] F£
Fak, T 2 i TLR4 )R 0k . T 71 NF-xB

I R NLRP3 4E /M 43 (1) 2 15 4 0 40 1, 1A Bh
T A o WL SR AL/ v A T W A A Y
[ 98 R S N ) A i K miR-223/142 4 b i 35 1 5, H.
T SV I VL VR e VRORD I3 rh S8 mT A 21 JE e A
A 5 I AR Tk 40 Y miR-223/142 RE % 411 il
NLRP3 % E /INMA R 00, I T 400 1) 5 e 400 o v £ R
HARET ., A, H TR IE, B H MSC-Exos 1 1)1
AR [R)VR 380 AH B A FH 2 B U 3 (circHIPK3) A LA R i
miR-421, F #t X 3k #HE % 5 [H ¥ O3a (forkhead-box
03a, FOXO03a) I 1A, M # ] NLRP3 %8 iE /N A&
(AU, B Lk 4 A T A8 B sk i P LA 4R 451 7E
T A JG 0 5 BN I 58 R R B, O SR I 1 A1 A
RE A% B B2 1E F 10 5 A £F 4 20 M R 5 006 4 i, 90 o)
NLRP3 %8 S /INMA B BT o 3 Fh J0 ) V6 FH 5 4 30 1 77
AR, BEE SN, F0H] RO R X L
W, S AR B %G8 I 22 R L0 H1) NLRP3 4855 /)y
PRI, B35 306 NF-xB A% 5647« PR 5 41 it [A]
TR R W AR BB AR T 0 b AT 4 4 i
FTE R A, DA K ek 2> S8 A LIRS R 5
2 FYHAERIRERISN AR E D A §0iRE HIF] NLRP3
KR NMRBTEN

/8] 78 )5 -+ 41 Bl (mesenchymal stem cells, MSC) J&
AR 2, A& B3R 2 A b i RE . AR K,
F - 3 AR BB 77 R 2 0 R T, HE B T MSC TE
Z PR IEIT R IR ARG N T, MSC AT A%
ol 28 24015 5 i s TS RT3 R, B R AT
AR SN TR RE 77, XK AR 3E 1 R

MSC B % i ik 73 Wb A i Mok R PR IT R . AE
AN IR [ SRR, MSC B AT AN 2 25 R AE: B 5o 7 1
R A AR 72 A . MISC ) B 28 38 71 4 P 2 o
Fefie Sz —, WL, &7 e A Rt e AL 16 3 &
AT A B AR kA b 7721 MSC I Y ) A Us A4 7T DL %
[i] A 6 928 5 3 I 8 9, R ok I T 9K ESL 4 T
RE P A% B 2 M i A, 386 B 5 43 30 52 1R 5 W 40 L 434
L5 TR 4 o 2 DA R A1) 1 S8 25 A0 4 B D 4
PE R R G e A5 AR FHT, T2 =5 MSC Al PR 177 AR
ZY R IEBAR T 5 A A AR R B . e,
KR 2 B UE 3 o, 5 A 40 M A L, MSC g AE T
KB AR, BT L MSC 77 A= Ah b A B FEAR o0 ik
PR AE P2 A . MSC SR I 19 A1 1 Ak B8 S i AS [7] 1) 3%
P FOHL 0 2298 2> NLRP3 2 E /IMA TS 1L -
2.1 [EFRBFTEMEKFENNLEINGIMABEET a
Jf £ T — PR M AT T I AR, FCARRAE A 9% i 14 40 i
THid R, 5 NLRP3-GSDMD il i % V) ki ¢ . 7
S/ v 5 A AR B H ) NLRP3 . caspase-1 A1 GSDMD
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FIE KA 2 Y. SOk A T B [E RS A ROS 1R
FAE B PR VR A SG I NLRP3 S o 2 96 8 79,

WF 5T & I, N8 i8] 78 5 T 40 2 (bone marrow
mesenchymal stem cells, BMSC) 74 H 4 i 4R 0] DL
2 ) Gk L 7 O UL ) NLRP3 ik o HHL] 2
BMSC SR ¥ (1) 41 & miR-320b B 4% #8115 NLRP3 4 T,
SR 5 A 1n) PR 45 T Ui caspase-1 (1) 235, AT AE K B C UL
BRI PR AR AR R T AN, BRI, A
Jif 5 8] 78 5 T-41 B (human umbilical cord mesenchymal
stem cells, hueMSC) K it (1) 71 1A 74 58 8 411 /) B 45
HNLRP3 JAE /MR E AL, I 4T 22 40 M £ T, AT (2
T R A L ) B, O AOEVE T . FLAE R AL AT
AE J& miR-378a-5p/NLRP3 4™, hucMSC ¥ J [ 4 i
PARIE T DL o R R B Wi A mO A I 1, I ) Y R A
% B B 25 [ 14 (methyltransferase-like 14, METTL14),
A R v B A A ) A A R ), DR AP R AZ 4 O T £
T-o METTL14 £ A 7] 2538 A2 28 RE A 4 i v i Rk,
TR R R AR T A S R E 2 K 7 AR
NLRP3 mRNA f{i% . NLRP3 /KF-Tt8 S8 IL-15 1
IL-18 7K-F-F &, filt & £E T PEREAZ 40 U SE T2 . hucMSC
A AR ] 38 3 AR A 4R miR-26a-5p HL % % i METTL14,
T BH W7 3 — B0 FU . 7E f R 7 T, N
MSC 4 A8 3 95t 2> NLRP3 (#1532 Al F il FOXO3a
SR S SR AR AR 15 W, AT DR /N 2 S5 48 D S 32 R I/ P
VETETS ST, IR S A 2 Tt

FEAA N B S 56 v, B9 1) 78 5 T 40 B SR 5 1) A
W f& (bone marrow mesenchymal stem cells-derived
exosomes, BMSC-Exos) A& T if§ NLRP3 %8 JiF /N A Al
TR EAMEIL. B4, BMSC-Exos 1 i fixi ik I
TR VR A0 00 5 3 1 MRS B 5T A i e) M2 B A K
1E AR A 5256, BMSC-Exos i 33 1 35 /)N i 53 41 it #%
&, I NLRP3 28 5E /N4 A 3 10 208 SR 41 i £
T, AT gk 25 i e I P v 453 4515

2 bR T 0 I 7 Rl I AR S T A i
I TR R BE1G 0 ok A S5 06, TS 16 200 i oA VR ) 7 i
PRET IS 2 R B E ST Rk, Sh ik aT
TERRKRIGIT 2 R W R E S 0000 &% —
jﬁ%[&]o
22 FHMKFEAINAABEMEMBERE HIELHE
1% A 0 0 A S 5 A YU I R A ) — A kA
e SR ST AR A, £S5 A0 A P o A e
T o 3X— R I TR BB I 45 A ) /N T, 45
I 00 5 1 o B M 2 DA R B P AR R R R, SRS
RNV B AR BOROE H HEAT ™ . B R AN AE 4EFF 21
MRS AIEI B FR T R FEE AR, e 5 2

Az PR I R B DA O, TR R 9T N R E KR
R A EEE X BRI A Y0 M R RO
A0 GRS ) S RE, 5 T A 1 AR A e R Gt
XK. —J7H, 1E NLRP3 &M /MBS o fE 2 e it
B, 55— 5 T, B W B30 BT LA i) NLRP3 %
AN ENTOR SR

W 5832 B, hucMSC K 5 11 4 34 1 i % a8 i 3
IR ¢ 8 19 LC3-11 Ml beclinl [ 383k, $0H A B TS
NLRP3 %S /MR B0E, TR o 48 90k . AR bk
B6AIE BH, hucMSC 3K 5 ) 16 1 7L Ak 3 11 BV2 41l i 1,
NLRP3 # JiE /M A4 (NLRP3. caspase-1-p20. ASC)
M1 GSDMD (GSDMD-F.GSDMD-N) 52 F| 4] . iX
&) % J& miR-146a-5p/fi 98 35 B K 7 52 PR #H OG5 7 6
(tumor necrosis factor receptor-associated factor 6, TRAF6)
XAt Ak, B TR BN D7 4 A SR VR
HMIAA miR-155-5p 7] LB 5 AL A K IR 7 g 324k
2 (transforming growth factor beta receptor 2, TGFSR2)
SR AR SEE [ WG AT A ) NILRP3 480 /M T80, N 1T ik 2
e T 28R AR 1) K e
2.3 (878 B 40 Al ST B9 S b R HD AR 2 E F B 4
W AR Y IE T 45 SR 2R BH, hueMSC R IR ) 41 b 44 38 it
miR-1208 #E [] 45 & METTL3, [% ik NLRP3 mRNA [
mOA 7K, M A2 58 BE 5 1 73 W FH 4 B 4
AR T B R A, AT 2 i /) B DT 8 IRt g, A R
R RIRIT IR T — PR 5 A L 4
FAIE B, 32 E 2% miR-100-5p () hucMSC [£) ki 44
JE 45T AC16 40 i, & I fe % PH It AC16 41 Jf sk 0/ 2
AR 51 A ) LR I SRR I L 4 i £ T ONLRP3
BT 10 caspase-1 (p20) Al GSDMD-N )i % ik, P M
IL-14 F1IL-18 fRRE S,
2.4 (878 B 40 B SRR S i AR 3 B I 4 B [ K
BB AR B R TR AR A e, EAT AT
LA A MR (4 85 46 B 4T AR) AT M2 B (B ARTE 1L
W 4 )™ ML G 4 L ) A P 2 23 WA 4% 400 L A
THBELE T, 2EPUE, NS5 RENE. M2E
Mege £111 B = 43 WA R IR B 1 (arginase-1)-1L-10 1 TGF-S
ST B DR PN, B A R 9 AN iR AR K
F A dl el TEREE A T, M1LAIM2 B
Wk 4 fif m] DAAH B AR

HF 723 B, LPS T4t 2 1) BMSC-Exos f¢ %44 12 ¢
PE B WG i A R B AR B . X — AR R
I8 3 b e R BE R (TNF) Bl -6 (TNF stimulated
gene-6, TSG-6) /1 F I, TSG-6 71X L8 Ah ik 44 v (1 7
B AT R RN 3R . TSG-6 181 | NF-«B
FINLRP3 15 538 %, M) 28 RE Js 87 412 12 Wi 48



A SMBARNT NLRP3 2L /MR 10 F (K F 7 i3k Jg - 857 -

FfL i M2 B AL, X B AR A B TR R & F A, AR
Bl e Z 3t T I TE MR T el
3 REMMKIRRIINDLARZIN NLRP3 S EMARIETE

T MR TR S5 S N B T g% B8 A DG 1)

S, 76 AR AR BRI B R PR S B
G 5 A B RT3 A 4 R G 88 40 R RIS v A 2 4 i R K
I, H A AL FE B2 R SRR 4 Y (dendritic cells,
DCs)~ NK 2 Jifd £l A 1 b 40 L 55, )5 35 32 2252 T 40
B4 . T 20 DhRefE7E 4 22 7, AN R 1)
25 241 5K Y5 P A7 W 44 R NILRP3 48 i /M (19 46 T AR
JAHTA
3.1 WSARABESKIRAY SN R TR i NLRP3 & E /M A
Fik  TENBIFREA A, Sk IR A HE w4
CD8' T 403G In, X — N Al & NLRP3 #1 Ki-67
FRE = 3R I8 DA K DCs B itk /b o ek, 76 FF R AR
/N BRRE Y AW 52 21 S HE SR I CD80 DCs 7K Ak
WFFEUE R, SRIE T CD80" DCs 4N AiE L~ i NLRP3
FIE A AP TT CD8" TA MY, X — R A FH X T E 2
PR R A HE e 22 00 8 20,
3.2 EEARRIFERIINAAEIE NLRP3 E/ME A
() 441 B R ) T WA AR ) S A A R 3 2 S, IR e 2
AR BLAE 8 AL R (R 2 b, iR ITE L T g
A 208 b o M1 FT M2 I 41 i Sk V5L ) ok b A4
X b Bz 4 B PR T R I AR s AR L, ML R4
SRV B A A e I H AR 26 A L, T M2 15 W 4 B SR U
AN R B BT R AEH -

W FTAIE 52, A k& miR-93-5p A& M1 Al M2 [ I 48
FLLE 98 RAS SO0 b R 41 B 1 T R B0 AR s A
B JE R . miR-93-5p 7E M2 %Y 5 15 201 it Sk Y5 11 A1 ik 4
Rk R B . MR miR-93-5p JE i B %40 )
TXNIP, # ] NLRP3 48 iE /N B0, AT 41 1 5
AR TR BT, A, A BT AR B, M2 E R 40
I I M A4 5 5 1) miR-148a 7] JE i T i TXNIP, #I
il TLR4/NF-xB/NLRP3 % i /MAAE 5 38 2, il 52 00 UL
B PRV AL A A g 0 JL R I R VA 54
BITHRAE T ) R .

4 FEMBEITE ISR T NLRP3 2 E /A EE
B 782 46 < B i M B (tumor-associated macrophages,
TAMs) HItR1L

R 434 5% (tumor microenvironment, TME) J& —
A FE 2 1 R 20 T R 9 4 28 400 L L P B 4 L R
O el I8 P D Rl 4T 4 AT DA % 3 A T i 4 ) 1R
TN 20 i PR A A TR 3 TR AR R R 2
T I 9 32 A v 7 e A4 i AN G s 4 i 2 TR) e o
PR RN 73 WAME 5 o T IAT A AR 300 . AR UAMA IR

UFIRH 589 B 6 G 2 S AL 13 1) B VR Bt R 512 e B
Ao MR 2 B UEYE SR BH, M UMA AR — o B4 41
Mo (B JEAS WL, S5 7 8% s 40 Mo @ 1T TAMSs 7
TME H AT V45 . oeg Yt 2 i 7 T L5 3 TAMSs ()
WAk, MO 34 0 ] TME 43 3 IL-15%"", M1 ££ TAMs
BA T AR & A ORI 2 RS Ry, T M2 FE TAM
i 7] F 2 5 241 40 80, i R 5 M AN AR (tumor-
derived exosomes, TDEs) 5 AN [A] 987 1o F42 i) 2 1 A
K&, ALFE TME B | S AR il A2 28 R A 2455
TAMs (AU B8 4 B2 5 TR0 () R R AR OG . B E AL
18 T TDEs [ TRIM59 (tripartite motif containing 59)
8 1 /B K fiE B &5 K4 35 5 (abhydrolase domain
containing 5, ABHDS) & [ i 4 [ ffe, 1 Bk 20 i 3% 10
N EAA LI D Re ) B 20 i, S0 NLRP3 28 1% /IMAE
510 %, A IL- 18 42 Bk il 1 . TRIMS9 B
%5 ABHDS iZ % b, 3 80 8 B B A4 i vE P A
ABHDS /2 i 5 AR 3t 1) = 2298 15 R 7, FL = Ot e
2 [ WG 41 0 B 4 R AT NF-,eB 43501 NLRP3 48 /)M
TE S VR E S BT, AR R £
FohJaeE Vs R VR T 8 i, (E R Bk — 20 B AR B IE
AR AR A T 1 NLRP3 48 14 /N4 7 4 76 Jie R 328 & o 1)
AL o
5 HAhRIRAISNDAIT NLRP3 & E/NMEEERER
B 7 s 41 SR Y5 1 A1 WA 4R 7E NLRP3 %8 E /)M A
()% R Re 8 RS 31— MR T Ah, 38 — 28 A Sk IR
[ 71 A4 BE 8% 1 4% NLRP3 S HE /M (& 1591991980 A
Jit & Bk N B2 48 B@ (human umbilical vein endothelial
cells, HUVECs) >R i /1 4h W & 58 i it DDX3X/NLRP3
JE A 3 B R 4T B M2 B4k, 982 NLRP3 ik, HF T
M A S E A M, £SO T, O
JE 4RI Y B2 40 Y (cardiac microvascular endothelial
cells, CMECs) P &1k B0 A= 1) B Wi 1k TG 45 1E 3 B¢
fifd, S8R L 40 fig 1 (glandular epithelial cells 1,
GEC1) H WKL H AR, 101 NLRP3 8 iE /A
AR, IR LA 2 . BRAh, B AR N T 2 A MITE =
7] 70 2 e 2 IR IRE 38 i ROS A1 5 F Ah 3A Ak 43 ik {2
HENLRP3 28 i /IMA 0, 381 51 K B /N ER JAE .
ANAAS 2 4 >R U5 1) A1 s Ak AT DL 4% NLRP3 %8
iE /AR (B 1), — S8 A 3R U 1 A1 6 4 R DL 45
NLRP3 #HE /A o Y A1 6 4 51 1) miR-223-3p g
Y4 NLRP3 ik, W 7 J 28 vh () 4i g s, DL A HRE
2019# 8GRI (coronavirus disease 2019, COVID-19)
£ ) LR A0 W AR ] 7 328 I 2% B Al R NLRP3 28 5 /)
A, B 8RE [N o I kR E Sy B AR 4R A A4 L 9% 0 it
JE AR AR TORTIALA (R 1)
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Exosomes derived from different cells regulate the NLRP3 inflammasome. Figure was created by figdraw. com. NLRP3:

Nucleotide binding oligomerization domain-like receptors protein 3; MSC: Mesenchymal stem cells; IL-14: Interleukin-1/4

Table 1

Effect of exosomes from other sources on NLRP3 inflammasome activation. NEAT1: Nuclear enriched abundant transcript 1;

DDX3X: DEAD box protein 3; GEC1: Glandular epithelial cells 1; GSDMD: Gasdermin D; COVID-19: Coronavirus disease 2019

Source Mechanism Effect

Podocytes @ Inflammatory exosomes mediate inflammatory responses by carrying NLRP3 inflammasome @ Promote glomerular inflammation
products™”

CMECs @ GEC1 autophagosomes are released through exosomes and generate a large number of NLRP3 @ Trigger vascular inflammation
inflammasomes, stimulating an increase in monocytes and neutrophils!'*!

Saliva @ MiR-223-3p regulates GSDMD-mediated pyroptosis in periodontitis by targeting NLRP3"'*! @ Relieve inflammation

Plasma @ Plasma derived exosomes from COVID-19 patients triggered NLRP3 inflammasome in endo- @ Promote inflammation
thelial cells of distal organs, leading to IL-14 secretion!'"”

HUVECs @NEAT] delivery via DDX3X/NLRP3 regulatory axis increased the infiltration of M2-polarized @ Relieve inflammation

macrophages and decreased NLRP3 expression''*”

6 SMibRTE NLRP3 K GE/MAE X R RAVETTE D
AMIAAR AR IR R e e B TR A
AR A, S UM T R AR L, A AT VR B T R
(AT S5 A 77« MISC EH T 98 R ) 4 928 1 715 A0 AR
BT B T 4RI YT . B C4EW, 5 MSC A
B A b, MSC-Exos 754 80k /b A R B (i i A5 5%
M) 7 AR R ER A MSC-Exos IE7E AN
— A BT BTN IR T T, R 2 I R BT 7T
FFUE A% MSC-Exos 7E A [F1 35978 H 16 TT 208
6.1 HMZIRITHRR SRS E 5 NLRP3 4 JE
N BRI, T 22 R e v FE B HE B3 IR IT I .
o0l S AE i 42 1B AT PR 5 Wi <62 A% % (Parkinson's
disease, PD) /1, #M b A7 6 B 4 B s ) — 5 BT 2o
WF 98 2 B, F B & miR-188-3p ] &b WA 4 &b B 1- H
42K F-1,2,4,5-DUSUEIE (MPTP) 75 5 11 1H 4 A% v
N RSB RO 2 B 35 1- F 2R -4- 2R R ik ig (MPPY) 5 5
(20 PR Y, VP4 LB B W AN 9 M K. 7
/N BRRT MINOD 41 i B, miR-188-3p & 45 1 i il 141 g
J5 A A A G S B 1 20 PR B AR AR R O S
(cyclin-dependent kinase 5, CDKS5) #1 NLRP3 i [ Wi

FET:, FFE A . miR-188-3p A7 ¥ il PD H & 3
SRS U
6.2 ILIMMERGERRE SMBATE O MLE RS
BT FWREAW ). AR EIR, NS R Rh2 @
i % F ik & 1 B1 (high mobility group box 1,
HMGB1)/NF-«B {5 ‘5 il #& #1 il] NLRP3 5 % /MATE AL,
P AR T o U545 . Rh2 W LAJE b 38 5 &b il 1
X O UL 95 PR BR3P SR 2508 S RE T B2, O Rh2 [A] 4212
i A WA A FE O L BE BB IR 9T H AR SR AR TR I
Tt
6.3 FIERTT EEAbayTh, W RLEE S MB A miR-21
) 33 326 S 41 41 TAMSs () NLRP3 %8 4 /NMATE 1, DL 5
A7 2R . ML) b, miR-21 38 ik 410 1) ol PR i il 5 5K A
K 1 A JR 4 (phosphatase and tensin homolog, PTEN)
F14 BRCA1/BRCA2 4143 (BRCA1-BRCA2-contain-
ing complex 3, BRCC3) {i¢ #f NLRP3 % 2 1k 1 #i 2z
2-63 72 Z Ak, M40 NLRP3 78 i /MA [ 41251
AL TE NLRP3 JAE /N AH 5 550 IR 97+ e
Pl R 9 7, B R AT AP NLRP3 48 E /)
PR RS R R AR o Al s ik 22 s 5 T Al



ZEFEA . AMIARST NLRP3 28 /M 45 A F ik 50 it J + 859 -

il NLRP3 48 JiE /M 1380 , AL F5 B B2 40 i AH 5% 18 26 1
WO  FAR 20 BB (1 2804 DL i i miRNA A5 191
FEEE . IR BE L) L [E VR, A AN UAMA BN VR T NLRP3
R/ NRAR PR I B T A
7 RESERE

MM 1983 FEH R ILE A TV 40 ZAERI T 5.
TEIX AN, 54N I S T R E R . Ab
WARTE AR ERE T EE R CEEN A
U TR AN L 4 B 1) S8 TR G 2 R T R R A OGR4
H, ETEBTR 2 W AGTT e I ERIE ).k
— 3B B S INER T 0 7838 % T8 Hh A sk 5 JRE 2
V) AF ELAE B ER A, R S SR8 T AR X 1R 5 NLRP3
PN NG G

TSR B 9T SR, AR B % R T NLRP3 40
AN, BT R A IR . W AR A A ) miR-148a
i 1 TXNIP-NLRP3-caspase-1 15 5 38 %y /D> 1 e it
O Y. HMGBI B8 5 Toll B 52 Mk 45 4 1%
% NLRP3 i& 42, B 7T & 3>k H MSC-Exos ] miR-126
REfE I N U HMGBI F 3832 Sk 3 1 i 1 b 51 2 10 28
i S N IR ONER R AR A R 1 45 NLRP3 [ 43 ML
YA B T2 HAE R YG T IR o SR, 4 57X
T A A A TE 5 95 LA AR LR R BIF FEATY A7 7E )R FR
PEo ZH00t T “ D e IR PE 5L 58 K56 IE 2 1L
i, IX P RETE — @ RS b PRI T T 50 X s A T
DHREIIIA IR o Ah b4 G fe] 5 0 41 P A ELAE FH < G o] 1
2 P P S - i A DG i) AT R D RN AT
BEAN, FE LR B 58T /MR TE 2 Fh 98RE 1 08 R By T A K
BEAO, GOREERE B B H P 50 R i R A O 2 RE S
A0 A A ST NLRP3 48 i /I A BLA 0 A 9 RE /N 4% 1) 1
A AL T TR 8D o AR B Rt — P
PRZ AN AT I Ath 28 55 /N (1) B A R 2 L, IR P4k
FLIG PR IR SR, LAHA g 98 9 A OG5 03 1R VR 97 7 K ¥t
A

H B, £F % NLRP3 % RE /N FH IG5 993 1) 7 ¥ 5K Wi
T B FERF K NLRP3 %5 /IMA D57, 63N 710
AW (I MCC950.OLT1177) KAR =4 (tn p-F2 36T
1% -3 IR TR i PR 259 55, 3 e 41 1) 771 g 0 1 42 4
1] NLRP3 & /A, 0 FL s, AT & 4% 0 2 A FH
B I R RE e A0 1) AH {5 5 18 % (40 mTOR B FR 1L
TRPC1 FEfREF) 259K 48 NLRP3 98 i /IMA (1330,
M IE B BT 98 RO LA K G i A A o R 4R R0 TL-18
SZARFE BRI TL-18 B35 1, I ok 4 98 95 I
SR, XL T IEAFAEA R N 55 #i i

5% T A WA 5 NLRP3 48 E /N ) 1 92 0] g A7 1E
() A A 5, A 0 Akl Bk 35 A RT A% 88 % B 4> T

miRNA & 157 55), B 401 ] BU0E NLRP3 285E /M A
(RridAe, ANITTAE BRI i i i R A S AR - Ak i
PR EIZ S R TE AR K i6 7 Sk SR 4L 7 T g, JEi
2 SN AA PR 23 WA BT BE, TT REAI ] NLRP3 #AE /M
AR, AT R T T IR o 2 [ ARl A o Ao
T BRI A A, AT REA B TR YT 5 NLRP3 4
RN SET EPS D PZ

BT AN IARLE TR IR IR TT B B KTE 7, RRHE T
JSE B TAT LA A, 85 SR 73 5 HL T T
ANG0HT I LI BT, Dl PRIA 7 R S e . )
Rk 7C 3 A 58 2 v o R WE T RE S SRBORLEN, D A ik
AR B2 2 U A L FH TR R B

B TUMk: 25 KA MBTCIR B RM R RN ZRR 855 1R
HoEE.
FIERSE: AT A& AR BRI RK AR
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