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NLRP3Z M FE R IZ AL H1 R EEERGE MR T R P RYEEIEA

B R, AIERM
(LARF—EHRFERESIR, Fh 250117; 24T PO ERELES TS, EH 255036)

FE: NODH AR & & 25 #3540 X & @ 3(NOD-like receptor family pyrin domain containing 3, NLRP3)
KM IRE—MSZZRO LY, AFFAMRLRTREETZMAER, TRABLKINA, BIHBARG, &
AART R I AT Ao B M B A R F R AMRE, A RA A EM G4 F-1B(interleukin-1B, IL-1B). IL-
1842 ¥ & 3% . B Fa(tumor necrosis factor alpha, TNF-a), AdmFH @B LT, HFEFMEILK.
NLRP3AH % &M, X AKF, HERSHELRBHXT Ko RmEAEX R Hm, FHENLRPIK %
DR FF BOE IR AR SR RRUR MR T KA AR P RIEE RAF A A SUFENLRP3 M Mk 8y
STEM, AREMFARALE LI XT KRR QX MAE—252E, APHGEIZL
B & % 0& MR R R AT ST,

FHEIE: NLRP3E Mk, EREWAT X aiNd-1B; ai%k-18

The mechanisms involved in the process of NLRP3 activation

and its potential roles in rheumatoid arthritis

YANG Le', ZHAO Peiqing®*
(lSchool of Clinical Medicine, Shandong First Medical University, Ji’'nan 250117, China;
Center of Translational Medicine, Zibo Central Hospital, Zibo 255036, China)

Abstract: NOD-like receptor family pyrin domain containing 3 (NLRP3) inflammasome is a multi-protein
complex that plays an important role in innate immunity. It can be activated by K" efflux, lysosomal damage,
mitochondrial dysfunction and reactive oxygen species production, thereby producing biologically active
interleukin-1f (IL-1B), IL-18 and tumor necrosis factor o (TNF-a), resulting in cell death and activating
adaptive immunity. NLRP3 gene polymorphism, expression level, and activation state are closely related to the
disease severity of rheumatoid arthritis, and the chronic inflammation driven by NLRP3 abnormal activation
plays an important role in the development of rheumatoid arthritis. This paper reviews the molecular structure,
basic biological functions of NLRP3, and analyzed the correlation between NLRP3 and the process of
rheumatoid arthritis diseases, in order to provide new ideas for prevention and treatment of rheumatoid
arthritis.
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RUEDMER—F KB ZICEATEY, FEAE
T ULE R AR B R R iz i i . NLRP3
RVEDRIE T M2k, RAERERERE RGN
B R A, 24 R AR RN G 15 S g 3 R
J&, NLRP3%PE/NATTH0E, 75502 5 4i i[5
F H/%-1B(interleukin-1B, IL-1B)FIIL-18 [ F &
SR, T2 JOE e i, TL-1BAIL-18 Fr
J A S A B T 3t — 20 ST TAN /A 2%
L TEH AN AZ TANA, W3 3 S s, 75
POREAR SN R A B AW EH

28 KB 5SS % (rtheumatoid arthritis, RA)&—
FiBYE RRENE . RGBS R, T
DMRZRIE . XFRME. 2R RONIGIRRIL, RAE
FECRA T DLBR ST B FIB AL, A S8
AT B I REME I o 28 KR 1k 51 98 1 U R0
HLHI R 2 R, B RTBEAIES:, B ALK
e G 928 R I 7 2 2 5 2 X M S % I 9 0
R, RERIENLRP3 %8 1 /N AE 28 KR 1 21T %8
MR AR et R EEAEAD. ik, ASCile
ST RNLRP3 4 PR /M () s s pL, e 3L
FERIBE ST 9 R IR A S 78, LA 2R
JRITE ST 955 B B G e 12T SR AR 1 S
5 iaTT 4

1 NLRP3ZME/IMEL 55 LR

1.1 NLRP3# /KL

NLRP3 R ME/MEH 12N E & RARER LW
I (leucine-rich repeat, LRR)FJMAIFRILNR. pyrin
ghE IR (pyrin - domain, PY D)4 il 28 22 ity A1 e (1]
2 R 5 R AL 45 #38(nucleoside triphosphatase
domain, NACHT)=#B4r 4%, NLRP3@ it & I
HiPYD-PYDA EAE 5 M R AR A

B I NLRP3
LRR NACHT PYD

\ ASC
T ——

Pro-caspase-1

NEK7

(apoptosis associated speck-like protein containing a
CARD domain, ASC)4i4, ASCIfid &4
CARD-CARDAH EL{F FI 4 53 2t < 2 g 1 A1 14 (pro-
cysteinylaspartate specific proteinase-1, pro-caspase-1),
JERINLRP3 R PE/IME . WFFER W], NIMAA GG
7(NIMA-related kinase 7, NEK7)R] P55 5N AHAR 1)
NLRP3WSEM EAEM, St FNLRP3R LMK
TE(EDP,
1.2 NLRP3Z A /NMAFEHLH
NLRP3 % 1 /M (R0 5 2 Mg 1) 5006 Bl
FIBVIM K, W25 2 e £ %A R0 X,
Fir CA— E PASK 2 i 5T B EE 2. NLRP3 & PE/MA Y
WS U6 T 40405 #H 5% 4 T i (damage-associated
molecular pattern, DAMP) B AR FH ¢ 7 7B
(pathogen-associated molecular pattern, PAMP) & itZ
MIFAME S AR EEE S, WA
4% F«B(nuclear factor kappa-B, NF-«xB)ifift.,
7 FIL-1INLRP3HIRIE. £ M 5H,
PAMPHIDAMP B # 5NLRP345 &, AR 74
() =R . JRERERAnIA . JERTEER B NRTE:
T, IR A R R A
SEANEERIEAIT, SRS AN AR
LWL T B F b5 A1 14 %6 (reactive  oxygenspecies,
ROS)AEM™,  MIMTHIENLRP3 4 /A (E12) .
Pannexin-1 48 LB 9 40 MO b 19 1T 14% &5 118
TE, T LE 40 M A8 IR S A% T = % R (adenosine
triphosphate, ATP)HI# N4 K, 5l & 14t
Uit AR RS 1 KCP FRAG R 1 T NLRP3 4 ML /M
(BT . P2X T 52 AR A — B RS (¥ 0 AR T 145 58 T
I, MEREOEEIEEST LRIk, FE
ATP. PRI EL &5 & S A0 77 )5 NLRP3 2 M /MA 1)
BOE RN, Tl K ROS™ A4, #H—H 5] K

E1 NLRP3Z M/ MRE#IRLRE
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RELHS. Wi
DAMP /PAMP K REER TL‘IJ ﬂ’jlj
ATP l (
ROS l /
NF-xB
LRR NACHT PYD
A
Ubiquitinoylation. Pro-IL-1f IL-1B
JNK1 phosphrylation. S
E % — | —
Pro-IL-18 118

&2 NLRP3%1%/

RYENMERIHES:, RENLRP3 R /ML K, I
SRR B M T, SEMAET, MIRER
HEE 2 ATPUO M [ G g1 7E 7 W — S8 R R 3h 45
s VEMFEEREB. WEBR SR E, SRS
PR AN, 75 g AR SRR 20 2R B i 3t T 2 3
NLRP3 % M /MAR SR Ao iiE, M4
S RAEZ G &S5RG ARG, ik
DNA A {2 BEROS 2 BT, 3 841 il 35 A7 i
NLRP35ASCHEAEH, A% H B pro-caspase-
1. ESZFK-1BAT& (pro-interleukin-1B, pro-IL-18)F1
pro-IL-18, 55 RIEFVIE TG, #—D 5
Wi [ £ 0% R4t
1.3 HPHINLRP3Z M4/ MATE L B 53 F WL

FETNLRP3 % 1t /M35 A J5 o] 3 50™ 51 &
JiE SN, NLRP3# /MR IE R Z R AR, —
Mt LR, NLRP3RME/IME— B 4L T 3 sh 4 il A
FERERES, HPREEMEFEZIWm(post-
translational modifications, PTM)i$% /& 1l il
NLRP3 % /MR 2 T A .
1.3.1 NLRP3 Xt MRz & A Emus)

Z AR IR 2R A A D 2

MR IE R E

AR BEER BN, X —iFE A SE3Z RiE
FETE N I 2 PPl AL . 2 R R PTME
2, AT LAY S B R EEN . Lys63(K63)-1%
$. Lys48(K48)-EZMAMM)- &z =1k, X
JUARZ FAGTE X O IE B AT DAFE HIINLRP3 48 14 /)
IS . TangZU TR, HiEEA12SN S
NLRP3JLRREE MIEK63 &M 21z B, XFZ
Z M7 K Casitas-B % bk B 98 2 [1-b(casitasB-
lineage lymphoma, Cbl-b)%%4E FILRREG #4831
#EMINLRP37E Lys496 b 1T KASEHL I 212 T AL,
M5 BUNLR P33 o 85 [ B 38 12 B, e 28400
HINLRP3 & PE/MEBEGE . MARCH7 /2 —ME3Z &
HEENG, U B AT DA dEK48IE I I 212 Z AL AN
Z B D132 I8 % T IFNLRP3 I LRRAINACHTIH,
[y G A

NG T2 B A RAB T (small  ubiquitin-related
modifier, SUMO)& — M KILKIZ ZFE0+, K
Iz &meBimi. a5 L, NLRP3
SUMOA, B ARH AN 7] (1) A 358 6 NLRP3 48 14 /M 138
AT IE AR B S, HSUMOALE3 & $2: /4
JEEZ R4 4 € B FER Y 3 NLRP3 SUMOfL
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FIHINLRP3 28 P /MA s
1.3.2 NLRP3 X 1 /)N85 B A0 78 42 AL ]

NLRP3 % PE /MR R AL AENLRP3 48 14 /N4 1)
BAMBOE SRR B OCEE ., ERNME,
NLRP3 Ser198f7 mi ] 22 28 1% 75 28 FR Ui 1 (c-Jun N-
terminal kinase 1, JNKI1)@E21L#%iE U] ENLRP3 %
ZERATIRT I B, ATk — D RBINLRP3 % P /)
PRS0 2 ), FE VA i bk AE O R 9T 1k 45 A AE
(cryopyrin-associated periodic syndromes, CAPS)/»
R b, JE O 22 2 R R AR Y T R AT | INK T
SKILWINLRP3 S19447 &S I BEER 1L, 7T LABH 1k
NLRP3 % /M 5 3 Ja ik — 0 os, X5
INK1 ] g i A CAPS B H AN LR P3AH S5 7 £E
VEITEE S . MortimerZ2UR I, & A EE AR 1L
NLRP3 % M /NMANACHTSE #4)38k Ser29547 15, &1
HEKA8FIK63IEHE Iz F 4k, M HIHINLRP3 % 4
AIMERTEGE . PR, B BNLRP3HFPYD
S K38 SerS B R AL 2 I PRNLRP3 52 JE AL A 58 P /)N
IR B AR EE2 AT LUEENLRP3 1
SerSH7 s LIRS X — i F2 .

1.3.3 A" AF8NLRP3 X 14 MR 1= U]

Wk — N R I ) 40 L B 7 4 2
FABE N, R RN B A TR R WV
i, %R AL N VAT IR R, e
S 2 B SRR TR, R — A s .
W /N A2 BT B 42 3 P AN I N R P 3 98 2 /DN Ak it
4y, BHENLRP3. ASCAIIL-1B, MIifi#lIfH/NLRP3
RN BGE P SRR [ 0 — R R 2k A
AW, BRI A
NLRP3 %8 P /N ) S 8 s 1200 ] 5 e/ 2 Ak
H W n] 5 32k ki AAROS AN 2k ki AADNAFL B, #Eif
BOENLRP3 R ME/MA, 175 FIL-1BFIIL-18 1) 57 4
WU, JUR R 2 R AR . NBERR. 5
M PA) TG 5 T ok 1 0 1 WEOR A N LRP3 28 P /M Ak
BGER20 ARTT A TE R B, e AT Lt
NLRP3 %P/ B0, 0 oK 75 85 I B w] {2 gk
NF-«BiEAL, bl s Qg f2, mABIENLRP3
F M MART,

25 BRI, NLRP3 %P /INMARBEOE 108 40 90 7
TP ARFE UM NS @ RE CEE. £
FEEZYS TNLRPIRME/MAKIPTMIE 2, M

11 S B S S RE I VEAT /B am i A 2 B, 2
1M A PZENLRP3 R L NEREYE. 7 4h, BT E
i 4% AT LA [ B 1] I 35 NLRP3 2 /M (135
o 1E BINLRP3 4k /A e i PR 1 (13 /) 2
HASRHUAED, RN R A5 #E 2 HNLRP3 A 2 (1)
PO LA RO AT AT PR T R

2 NLRP3ZRME/IMEFEFERGE MR TR KR
A2 PRI HLF

2.1 NLRP3ZM/NMEEESTHSEREEX
TREREXME

NLRP3 %8 /ML T YL th ik 1q43-q44 X 58, £
B FGEIAH S I3 Kb(Wh R T AN & ML L
DT R IF2 Kb, NLRP3FH:N L AFAE K L1604 %
TR 2 &AL s (single nucleotide polymorphisms,
SNPs). NLRP3H:[K) 2 a1t 5 — o5 Wi A
5K, ANVRUHE R S R s AR P AR
WFFLR I, NLRP3 58 14 /N R 55 (R A% 1 1 22 A5 1
S5RAZ B E VIR, HF R, NLRP33:H
FEEu 7 5 RAR ] A HIL-1 BT Rl <P, RA
B 37 A B P IL-18 1 R KR IA S W T IL-
I8HEIRAL #1122 A5 S R A JRURS: 38 AR 96112,
ChengZ5 P RIF 7L B T NLRP3 rs4612666F1
rs1075455817 i 2 AP 5 B UK N FIRA RS 2
[ A7 7E 32 25 9Bk, 154612666 F1rs10754558 SNPs[¥]
CHIGEEAIFE R 73 Al SRA R FEAH G, KIAXTRAN
SRR N, NLRP3 rs10754558%& — M7 T13'-
UTRIIC>GZ A& MEAL 5 . NLRP3FEH3'-UTRH R
A Al fig 3 i F i HEmRNA )5 5E P ok Be2s 7 /v
TR TG, AR LR SORE BT IL-1BFIIL- 1811
74, CARDSENLRP3 % M /MARAE 58 1% 1) 6 1A
T, Mathews28PNEsE, 8 CARDSH: K rs
11672725 T A7 5 K IR A B3 5 A5 217 1X P 2 47
FEH AL, CARDSE AR /K FHEE. W
AR, NLRPIRAZEESE T AR ABFHRAK
R IEESI NLRP3 1s35829419HMICARDS rs2043211
TERATS W IE I 2004 6 TT 64 A ) v 3 B 42
=%, NLRP3 1s10754558 HICARDS 1520432115
RA K A EFE A, NLRP3 rsd4612666
FINLRP3 15107545585 Hu /8 £ B8 K134 T7 1H1 B
PSR AR BT, Ak, Sode b BIFE — I A B BF 4T
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G UE | NLRP3Z: N 2 1k SRABE PUTNFIR ST
AR . A20 H YR R 8 Bl 1 a- 155 22 1 3 (tumor
necrosis factor alpha-induced protein 3, TNFAIP3)%:
Rl i b, 22 R ALRBIE (S 5 1% 3 A R0 Y
o NETNFAIP3F:RAL i 2 51 5V 2 L
PIGA R, RYJA200] F7 X L (1 A, PRI
o g R,
2.2 NLRP3RIZKEGERB MR T RER™
ERENXE

WFFE CAIESE, NLRP3 R M /IMATERA B B
21 Jf 1 5 4 i X AR T8 ) e L o ik /K B
PP Choulaki®E R I, RAME A ML %
HIHINLRPS caspase-1. ASC. IL-1RIL-1B3ER
RISFIL-1p7r W] B T B I . ek, 5
e BT FEALAH EE, RA R I 40 & I 5> 1% 41 i
(peripheral blood mononuclear cell, PBMC)H
CARDSHIAH K. H5PBMCHIML, HiEMRALH
T PR HR o T A B s 8 N A R TR 3R OA
I, FERIREE RN E 4T, NLRP3. ASCHI
caspase-1 IR IAEIG B P TH Mg R IR 0%, K bbHE
FRAN P B 2 A DA D A R R TL- 1 B 43 h 1Y) 2 ok
P, # ERES T, NLRP3 % M /MATE Bk B
GHAE B SRR A A e R4 R A B, R
E 52 3 S0 RIw TR A 4 33808 . B
PR 40 0t 3 75 ThRE PENLRP3 4 P /MAS), (H
YangZEOUR B, RA S KW v ML 41 il 77 76 22
o {ERER RN, NLRP3FIASCHIRIATE
mRNAMNIE H UK 22 T . Ak, BRI
IL-187K*F 5 &k Hicaspase-1 2 IEAHIE, {HIL-1pM)
Agxo [, RAMSFE SR 40 FINLRP3
mRNAZKF- 5505 P2 BB B R Ok . X egh R
B, ASTA) 40 A 2R A SN LR P3 ) ) 3 2% I H AN TR 1)
RN 2 EEAOE B AT ARG 3 PER A 2 U mRNA
KFIE, EETERA B K ASCHlcaspase- 1A 7K
P T ARG S R, X #E P SR T NLRP3/
ASC/caspase-1155 530 4 FER A H ) 5 ZE 5,

RWBTFE R, NLRP3. caspase-1F1IL-17E &
J5i75 5 1 525 4 /N Bl (collagen-induced  arthritis,
CIA) Y L7 A0 50 19 ¥ M P R IR B s IL-1 8%
DR 2RI B 2 IR s 06 CTAT 5 (1) 515 2% 14 5 R Ik
7. JF HERA B (1 25 i 40 i A 0 %% 3

NLRP3. ASC. caspase-1#Mlpro-IL-17KFF} &R,
— T Sk 0 R S R4 207N BB AR
B, NLRP3. caspasase-1/11EIL-13Z /4855 (1) /)N
B AT DLAE G G 1T R b o ASCHE R R o ) LT 41 i)
T T R R M NMABOE R R S O
R RPN R G T KR g BT
&, NLRP3R M/ S FoAH %0 7 1 Rk K- 5
R ST R ) P AR E R YA O . Al Ak
S I 25 AL NLRP3 48 M /M 7% A0 AH 5C 2 E 48 B8 A
ACRT DA S5z B 28 IR A G 71 98 55 8RE 1t 5 5 7 EL AR
FE B B0 RO L, 38 B ORISR TG
BHZW o T AR B e
2.3 NLRP3IREHBEELENE MR T R ERH#
EHRERMLE

RA B R IR BB B e 8 1 AR RR S FIRR S 8
B SN, 22 A L DR T 5 R R AL il R4 45
PEAT G NLRP3 28 P /N BN 453 45 46 5% 1) 73 19
Jifk, H5ASCHEAEH, ffiprocaspase-13HHAN
caspase-1, 5| #EESLIY i HE H GasderminDZLfif ,
SEAHRK . B AR A T IL-1BFIIL-18
BB AL, SR MM T KRR B, If
B RIEA ML T . Bk, NLRP3A B
caspasel/IL-1B/I1L-1 8 B il J5 A KU A 5015 48 g s
FSC AT 24 20 W AN A0 I A RIS RS S Sk
PR I A B R 7 2R B 23— R I 7 2 A Joi 1)
TR, NMFREMRED. ERABEIAN
Jir #E Bk N R 4 B RN £ 4E BE 4H BRI R 4 Al
(fibroblast-like synoviocytes, FLS)H', TNF-o/4%5
# H(calreticulin, CRT)XUE 5 iE 1 i o 1 55
caspase-1 {1/E FIAZHENLRP3 %4 P /MA& (R 80ERY . 5
PR LR, TL-181E KB5S (K R B LK Toll B 52
{&(Toll-like receptor, TLR)¥ & EEREER K T 1)
RA/N R e/ FHCY, [, TL-1877 DA 4
Pk s 7R R SR I A D TR R

NLRP3 % P /M 30t 52 NF-xBAS 5 18 2% (1)
P o NF-kBAE— R it 2 Fh JAES T BT RIE e 5%
W, 25K 2 HRREEDR R PLHT. NF-
kB FI L A B0 % T 5, AT A R TNF-a
pro-IL- 1R 5L 4 J& 85 I Mg ) B2 R R 0E, —RAH
RAEFNALL SR M A A 0. Rk, NF-xBf5 %5
T SRARFHLE I JERE 5071 AEUR A B 1
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FEPTHE 9% . ROSHE 1T i kappaB 41l il [K -1 B4 i
(inhibitor of kappa B kinase, IKK)& &)L X NF-xB
BSEE S S, B ST 2 A a(inhibitor
kappa B alpha, IxBa)W 751877 K11 731 18] i
HHE, FEURRHEFH5W, MIM{EENLRP3M
pro-IL-1BfJFE, ANLRP3 4 M /N 1 30 e At
JEENE 5 . Zhang %P8 i 5 9 52 56 0F 70 & I,

LPSif T S il 452495 K BRI 2 23 Tol1FF 52 14 4
(Toll-like receptor 4, TLR4). NF-xBRIZEE I
o TMAZ IR FE2AH % K F2(nuclear factor E2 related
factor 2, Nrf2)BE /3 B3 SR P SN AT 6 B
ROSFHF4ERFTXNIP, FHROS/HZ)INF-kBfE 5 il
%52 B,

TR, TS (Treg)/ T4 BN 17(Th17)
2 i 2R 1 W] e AE 28 KGR 1 51T 48 1 e v R A
R, JERIE, Treg/Th1 740 V- vl G i@ (5 5
e A0 o AT e SR A5 A 5 e 0TS B2 H (signal
transducer and activator of transcription, STAT)/
NLRP34fiBUNF-«Bf5 5 5 # M7, 55551 K™
AR, Th1 740 M J@ i 43 W6 140 M A 32 1 TARI TNF o
AR RIRPL, T ECH ZRIR DA R O B i
MM R, IL-1BFIIL-184F My R A e id 12
HP2X TR I EE ), (L Th17H Th1 40187
1, WD Tregdt A i, 3855 bk 40 O TL-2 52 AR 1)
Ris,

— SIS Z YR O T BF FENLRP3 R A/
PRAERA AR BV FENLH o T 7E I SR 155 1) 555
RN, W ZH 2 (INLRP3 R IA K P F+
i, JF HS5 o0 R B R RS AR R R AH
KO, FECIAE ST 2R B, BEH R 78 Vi A
Hh AR B R Y 5 2R R A O R RS 3 R T
laZ i (hypoxia-inducible factor 1-alpha, HIF-1o)%%
SR SNLRP3FE AL 575 i SR 95 fr) - 1 1)
7o 4H B AE /N BRAK N R4 B s iX s I IL- 115 5
B 5 5t [l R INLRP3 28 Ve /N IE - AT 23
CIAM ™ EFLE], MicroRNAst 25 T RAKIK
THLE] . SERTAIRE AR Y], miRNA-20aid8id 42 )
TXNIPTEA 7715 5 17 % (adjuvant arthritis, AA)K
FRFLS H F AINLRP3 4 M /AMA g k0, i segh
REH], NLRPIRME/MAZ S T RAKIKFEHLAE

3 IANLRP3{SS18 8 A gy ERE S
KRR

TERRIBPE AT R Rt fE e, MRz
B F RS w2 il R 20E SN S S aE g, 5l
AR 2 T IR, INEE R R B . SOk E
BEFCUE B, FPHINLRP3 @ % ] i RAGER, K
NLRP3# % 7ERA 7™ 5 FEE b s B AR P, By
DI AN$EH, NLRP3A]REZRAM—ANEIT LA,
NEVRITIRAE T —Fig R . KM NMERE G TT 9%
TR, AL A IR AT . BT
F R H AR E ) RNy BB MY
V2 D) 32 [E) F 40 1) 40 P ER - TL- 1 BANIL- 1845 5 18 1 o

HAf 4 & 7 JLMNLRP3 % 1 /N 4 30 il
A: MCCO50/2& — M B HENLRP3FIHIF,  Aefg i
1) AL A 200 RN I 4 RN R P3 4 M /A 1 5 AL
IR, B OCT SORE A B A FR A s VX-
740} H ARV X-765 & caspase-1 [ FL R FI 5 71
I HiE it % caspase- 1 AL 2T ¥t = ER vk 2 4E 4T
&, B ipro-IL-1pMlpro-1L-18I MR, 4z
RA FIEAR AL,

Th17 & HUESLERAHFNLRP3 4 M /MAR R
ViE K B N Fp ke EE AR A O Jin 2 e R B,
P ZDXIE T miR-20a#l HINLRP3 % 1% /M4 3%
i, FIATh 7408 = AUE R A A+ i, b
W Treg ¥ = AT 2 AR T 53 ih, FEAIKNLRP3[IF
BT, HMH|CASP-1/IL-1 5 0%, YK & Treg/
Th1740 8 2 [P EPIR A . RNASGE A B AR
1 36(tristetraprolin, TTP)j&— Myt H+, wI{eit
AEmRNAFIERGERE, S 5RRIBPET R % RIE
P AR I AR, & O 32 A B s AT LA
IKK o/TkBa/NF-«kBif # AINLRP3 mRNA [ ik,
BB 18] 78 J5 T 20 ML AT R T - 1 B A 72 A A TNF -0t 73
WALOST P T SB35 A I A R I I 2
(Janus kinase 2, JAK2)/STAT3i##, HINLRP3%
LN NN

WETERIN, V12 Hh 270 ] DL 28 KIB PO
TR, WA 2 R ARAT AE I TLR4/
NLRP3/GSDMDAE s i, A 5 b2 i 1 28
HETN . ity g B B H B ] e i i TLR4/NF-xB/
NLRP35 5 38 B 42 2 RE (1 & FE . Egny & ep (144
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W) & 7 Al DL HIROS/NF-kB/NLRP3 % J2IL-1B%>
Wy T BELEST 98 (1 A R e,

4 s

M =RH

Zi L Prid, NLRP3RVEINEAE Iy — N IERHN
PRNE BLAMIFAE PR 35 96 B8 A R SO0E 7 1, B
TR A T 1) 70 W B 5 5 R G BRI A e %
F A 56 KA G BRI P e 5 1K) — A HE B %
Mo ARILRGE R TNLRP3 R MK 450 5 i
RN, S FAE SRR 51T A B AL
i, D9 B DL RGP 5 15 R AR I JORE 1 R
AR AL R AL T PR SR . R ORI BB
FLAEH], NLRP35 518 B £ R RGRE T 2 1A
TAHLH AR AR, {ENLRP3 ZVE/NMALESR
IR AE ST 2 n T A7 8 R 2 AW A AE I 20 1
WU IE 75 3t — 2B 7T

AR, LANLRP3JYE s 7707 & — H
FERIHERE . R, FFEHR AWFFINLRP3 5 2R)K
W R 51T 98 22 TR 5 A AR AL, R DR
BLZ ARG 2T R AR B 5 S B R AE, IR
RIRBRNE 51T R AN A B B G BB 1R 7 1R
BB BB ATH T 17 o

SRR
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