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5T S AV SO BB (Janus kinase/signal
transducer and
STAT) . %HBEOVE T 4000 17/ PE T 400 (T helper
17 cell/regulatory T cell, Th17/Treg) 5548 5 A5
A R R RAE . LT AERR T AN M . i AR
BT | R, AR B HE TR
AR SO FR 2 SR E 5 NLRP3 48 5E /MA B oA 15
3 T TS KT R AR R AT 2R, LA
ORI & T e s B AR OCHE ) 3383k R RIS %
1 thzZjEfst NLRP3 &EE/MEH FRER
1.1 -F¥ TLR4/NF-kB/NLRP3 4% 5 ifi 3% 1 48 i,
B NLRP3 RAE/IMASS T 09 28 KR OG5 48 20 il
T T SO AT A T AR M L AR A, oA
7 2 PR R A TLRA w50 55 28 KU 575 R A
SRR AR, G IS NF-kB {55 18 7 A FR
JCIL-6, TNF-ao, IL-1B 45 Jil£F 4E A 15 5 40 i #a
FRIRF 4 77 A T M B I 200 i ) £ 4R T PR
JICET 2 A T A s Vi P B A R Ay, Ha
TP T B0 R AR DL R R B R, NLRP3
RIS 04 JET A S 200 i 1 £ T AR R O R
H R PR R A I TR A JE o v 4
Zirhpy M1 BB A A S 2 4 ROE T AR, Horp
NF-«kB 306 2 38 i HIF-1o FHG P %80 ( reactive
oxygen species, ROS) 7K~F, MIMIi75 5 E W 2 ffd 1)
M1 B AL, 5% RAER N NF-B {5538 # A
i NLRP3 S/ IMAKH SCAF 538 B A A% 0, HAAE
538 [ AT I TR R SRR A T B4 e Rl T NF-kB
Fik, PGS NLRP3 RAE/MA, I 1,
FTMNF 0 AT ) 28 R ST 2R AT i e S 40
LR 3 3% R 1R 28 6 T, BH W A= K B, il
NLRP3 . Caspase-1, GSDMD . IL-1B. IL-18 AYJ3 il
S, Wb, R HREERM A2
VAT I 45 TLR4/NLRP3/GSDMD 15 5 18 B 410 7l
AT, TR KR OC T R, H AR T BH T
NF-kB p65 # 5 {ii, T ¥l TLR/MyD88/NF-«kB {55
WE%, AH NLRP3 JHfL A E e dn g Tt ey
HEFH T Ak NLRP3 . Caspase-1 ik, #I#| NF-xB
5 % A7 R TR R TR, A I G A R
b, Biikm TL-18 ., TL-18 B S 20 Ay & I 40 i £
7=, MIMF IR R 5 A R R
AL 38 3 40 ) TLR4/PI3K/ Akt/NF-kB 15 538 %, 1)
il NLRP3 %M/ MBS 815 g fa ="
1.2 FF1 ROS/HIF-1a/NLRP3 4% 5 i@ 3% 2 £ 4k &
Fo A R IR AR S XU DG T AR 1% DG g B
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K AR R 2 i R R 40 W Bl VEGFA R 3h ok
JnE R ERY, FIEF, ROS W4 iE TLR4/MyD8S8/
NF-kB {5738 8, T A E T FIRSEME I T4 ¢
HEEARE?, FREM, KRR REE
JICET A U R0 P 3 888G 90 S SRR ) 1 )
HINLRP3 SAE/MAS ST, WO LRI F
AR ROS, 414l HIF-1o/NLRP3 15518 i K 410 i
BRSO T 1 T SRR U A g T

TR F A ] HIF-1o B9 25 4 36 PR B
Wit A5 S 1Y HIF-1o BLER DU ] Jld £ 28 1
FRCE ML S B A2 282 Ak, AN BELL K AT
M fgZ M (lipopolysaccharide, LPS) . ATP i/55HY
ROS 74 Fl NF-kB {53 s . NLRP3 R JE /M
MO, @A ROS/NF-kB/NLRP3 K G825 XaE 56
RRE IR 0 T P g AT AP LPS i S
NLRP3 RAE/IMAB G LR AR [ w20, 3@ ad HIF-
Lo [ 5F So0e Uk 353 dle 4275 3 110 o A A i 4
FRAERT AT 25 AT kA HE 40 ) M2
R RS RN E N |5 = W S Y 2 i
2 HIF-1oc, GSDMD 35, WKt ROS, [
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ik HIF-1a, NLRP3 /K P, M % # - Hi 46 1>
PR 9% T 1ok 9 T 38 FA R/ HIF- 1o B, 3075 1L-1B .
NLRP3 ik, W28 fiff- e s 1k Je 00 75 8 B2 1
T KL 24 72 G0 F M FEOR A JL [R] 25 245 mT 41 ] HIF-
la/NF-kB IR, 5 FR ROS, i i B W 21 il A
M1 ) M2 A A Ak, M 2 KR O
TR,
1.3 FF1 NLRP3/Treg/Th17 15 5 i@l 543 i % 9% F
#r Th17/Treg “VAif 7 G B8 P 0 1 & A T4 Jy
HEFELMEN, Th17 4085 IL-17A 1 TNF-
a PRI, FEALBIR TG B, Treg 4
Ji3E k43 Wb 1L-10 A ALK -8 (transforming
growth factor-B, TGF-B) S-SR, FKKIEK
TR BT Th17/Treg A HUAR 5 %500 1 3 B 2 1E
FAEH, NLRP3 RAE/MAFI Th17/Treg L {HAFAE
MEAER, IL-1B 755 CD4'T 4 il 734k~ Thl7,
i1t STAT/NLRP3 #lii% 1k NF-xB {5 Sl g% >, i
il NLRP3 %A /NMAT] 22 fift Th17/Treg 2K i i A% /Y
PAREFI Y

FLMIEIC T BER , 1UBH C FF 2E T 3 ol 7 Sk
SALA Y Z MK Th17 400 FN Treg 40 22 8] (1) 57
flir, #0H NLRP3 SRAE/MAFI 2 4E ¥R ik, M
B SRR R M R TR TL-18 ., TL-
6. IL-17, TNF-a, ROS 7K-~F Fll NLRP3, Caspase-
1, IL-1B HE KL, M6l Th17 {23 Tregs 4H 153
b, it IS Thi7/Treg -4, #0H NLRP3 48 4F
ANA SCTE LA R B I 25 R A -1 (Cheme
oxygenase-1, HO-1) 5 AT % S0 R + 126 K
TS ST SR
2 HZHBEEIT NLRP3 REE/NMEREKE S ERM
FHERA
2.1 F¥ PI3K/Akt/NLRP3 37 #) o & #7 & 4 i X
JE  PI3K/ Akt {5510 B2 22 Z R/ 75 24 IR Uk 1t A 5%
SRR Y, FLEOE T BEE 2 NLRP3 R
PERIY 2% Fis ke, S8CIL-18 KFEFHE,
JROCTS RAE TN A4 47, K PI3K/ Akt A 3 2 34
R NF-kB {5 53 ¢, #E#0E NLRP3 R AE
AN, S BT 2 T S A0 N 8 0 TR T AR R A
L] PIBK/ Akt 15 53 6 AT I8 4% VEGF LI %
A RRPLA , VBUAR BT 2 i TR 200 ) S A N 28
eSS,

WS NLRP3 S /MARE ™, @il
JA7T HIF/ VEGF 15 53 i A il PI3K/ Akt {5 =i
SEER SR ) R LR o A B R R A

3 TLR4/PI3K/ Akt 5 5 M ] NF-xB 2R3k >k 1 il
NLRP3 RAE/NMR M HTE, $2 5 PR B, i ¢
TR AE N AE AR i, T GSDMD A 5 Y £
T R RN AT Caspase-1 I il NLRP3
RARE/MAES AR VEGF ., TNF-o, IL-1B. TGF-B
K, B0 HIAE S o 7 A0 Ak T R RS 12
(extracellular regulated protein kinases, ERK1/2) |
c-Jun & K Vi B4 ¥ ( c-Jun N-terminal kinase,
JNK) . p38 BE#R fk 7K F-, I8 PI3K/Akt, MAPK
5 I R PR I A AR R T BRI R
il MAPK . NF-kB. PI3K/Akt {5 53m i, WML
AERE T AN LAY SRS AR 28R T, AT e 2 XL
SNy g4 B I PI3K/ At/ NF-kB , JAK/
STAT3 {5 55 S, W #H NLRP3 % 1 /M A 7% 1L Fl
Th17 45k, MM RR O RH0
2.2 T JAK/STAT/NLRP3 %4 f# F # 3%  JAK/
STAT {55 518 -2 NLRP3 SAE/IMA R S5 (5 5 g Bk
JNE, STAT3 FEAE ¥E NLRP3 48 AE/IMAT , 78/
BB L I 40 i B STAT3 AT k] NLRP3 3 5h
FIE T IL-18 940, [FIBS STAT3 fE4 NLRP3
MR EILR RN ZE A, B S NLRP3 Z [
(R 4H H A AT ) NLRP3 % E /N (0 16 B
JAK/STAT {553 % 1B 5 5K R 05 1
WA, 1L-6 A #IG JAK/STAT3 {553 %, T
NF-kB At fA& 52 & 3 1% N T (receptor activator of
nuclear factor-kB ligand, RANKL) ik, #6874
P& (osteoprotegerin, OPG) ik, RANKL 5 i
B MURT /R R T Y RANK 454 /5, NF-«B (53
PRI, e AN e FECR IR
SEAEZE NI NLRP3 S /MRS, @il
il JAK/STAT, NF-«B {5 53l # R FE AR TNF- |
IL-6, NO K, FHiE 1L-10 KF, AT & FEHTZE X
WA AR A U T R B HIF-1e
JAK3/STAT3 {55 B # NLRP3 3Rk, Zf# CIA
INERURG JE RS AT HEAR T M e 2 T B AR 4 R -
v (interferon-y, IFN-y) . IL-1B8, JAK/STAT 55
W E AR, MEEEIR ARk Es B
AT Th17 40 M 5346 A1 JAK2/STAT3 {5 5 i i,
PNIIE 227 S
2.3 F ¥ ERK/MAPK/NLRP3 A ¥ £ 3% K -F
ERK/MAPK {5538 [ 11 5% 16 £k 5 3¢ 19 0% 3K 19 0
PRI FRBEYIANOG, AT 02 B2 2 oSS 200 i %) 1 7
HEIE 2 R OC 1 58 0 1 2F E, MAPK 15 5 i
(fu4% p38, ERK, INK) AJfiEi#k IL-18, IL-18 &4
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JRLIR 7 7= A= B NLRP3 4 5 /N 1A 4 25 J 3%
ERK/MAPK-NLRP3 55 53 [ 7] I8 55 W 40 i 7]
M1 B Ak, PRk B EAN R E T, 51 & RAE R
A S

] LR 5T AT 4] NF-xB, ERK/MAPK 15 5 i
P UM TR IL-18 A1 5 04 2T A g
UMM AR AE RN BEZE RN . % A AR R AE 2
Al 40 ERK-MAPK. NF-kB {5 5 i@ B%, FH by
NLRP3 #AE/IMAEGE , 18055 LPS #5319 ROS j7 4
L W58 240 i 9% RE R /INBER T [ AIE NLRP3
Hl Caspase-1 7K ~F-, 410 il J8C £ 4+ 3 JE 40 i £
T2, BT p38/ERK/MAPK {553 i, 410 il ili 2F
A Vi S0 M 0 8 B R ) R AE SN, AP R TN
A A A AR
2.4 F 7 AMPK/mTOR/NLRP3 % & 4 1k A
v R B RR IS fL R B R ( AMP-activated
protein kinase, AMPK) F10Hi 7| 2l % 5 f1 25 & 4R
( mechanistic target of rapamycin, mTOR) J& ¥ il 4H

JRLAR RN BB R AR A 1) AR 5l I, mTOR v 3% 2
G PEAE S RIS S, T S 4 M3 5 Fn o34k
5 W 200 W A R % 0 i B 4 it 3% 46, AMPK
I R SRR AL G R R T A R
PP mTOR T% 7, AMPK/mTOR 5 53 B o] s 2k
R AL, M NLRP3 25E/MA, BEd LPS i
SRR AR, METE AT R R R

F1 et S5 i A 5% 8 2238 30 300G AMPK/mTOR 5
S B THE AN N ROS 7K S-S 2T 4 A 40 it
R w7 o e T S S 1l Y R TS ]
e Lo80) - NBETE G 57 ROS/mTOR 15 5 3 & W& A%
TNF-o 75 5 19 B0 2T 2 B 0 40 i B ROS 7K, 4
A e R A A A T SRR A
RIR T RE 5 15 1800% AMPK/NF-B 15 55 %, )
] T 2 i T A v ) BB AR, FRAIR ATP A
0 (T 7, Ve [ o e A R R

Hr 24 SR NLRP3 S5 /IMAHH 5615 5 38 4
FHLHIILZ 1,

R 1 BT H NLRP3 & AE/MEE LSS @R L E

Rk kI liES (Ehei T

T SCHK

FLMIH T

SE-hii HA

TLR4/NLRP3/GSDMD
SHtE HEr #/REIZE  TLR4/NLRP3/GSDMD
A i HRRIFS TLR4/NF-B
BT A EAES
L HIEE WCEMLERZE  TLR4/PI3K/Aki/NF-kB
PR P ENEESS

WAHAE LW
LR

T IR HE

2k MBS S PI3K/ Akt MAPK

TH 0 HAME  EWEZE Treg/Thl7
WPiCHE  Weic  EyEsk
Mt e 2 BT RS Treg/Th17/HO-1 JAK2/STAT3
et W EIEEZE HIF/VEGE PI3K/ Akt
ERR £ MR PI3K/AkY/VEGF .ERK/MAPK
WA WA #EIZE  PI3K/Akt/NF-kB JAK/STAT3
Th17/Treg
SEALR etk HWEIZE  JAK/STAT/NF-kB
WEAHFHR HE fE252E HIF-1a/JAK3/STAT3
HRHENEEB KK T2 JAK2/STAT3
FHLE RHF EAIES ERK/MAPK/NF-kB

HTEPETF2E ROS/HIF-1a/NF-kB/NLRP3

ERK/MAPK/NF-kB TLR4/NF-«kB i NLRP3 7% fk F&AIE ROS, 8% R AE

HH =52 ROS/HIF-1a/NF-kB/NLRP3
i NEEZE ROS/HIF-1a/NF-kB/NLRP3

FmE WSRO 1SS TLR4/NLRP3/GSDMD Treg/Th17 #ifil NLRP3 G4k  AF A AN LR 22 A E W4 il [ 13,35]

FET, T Th17/ Treg -1
THILART P W ROS 7= Az HL L 2T 24 B 18 15 40 i 47 [ 14,28-29]
2% AR HE B A AR £k
Tl NLRP3 1k AT 4ERE N AN R 22 M E i [15]
B [16]
[17,62]
T NLRP3 #05 , A R [18-19]
[18,30]
B EAL LB, R LRI v ROS AR RIBLAF 4 [ 24-25)
N AN A 4252, A 2 s 20 A Ak [26-27]
[31,48]
VA5 Th17/Treg V-, M NLRP3 485 /MARE [36,38]
[37]
0] Th17 40534k, S 0F Treg 4UARA: B, 70 NLRP3 [ 39-41]
HERE/MATE A BEIR

M NLRP3 S5 /MAE | 100 ] 28 510485 A= [44-45]
[46-47,69]
i NLRP3 % A1 Th17 ZHAE b, B R e [49-50]
i) NLRP3 0 | B 40 , T BB R i [53-54]
Tl NLRP3 #0005 , Ui A [55]
I Th7 40651 , 2% fiee v ek [57]

Pl NLRP3 RAE/MABLE , FEAK ROS /K- Il RAE  [60]
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GREZTL RV NI 3 LS Fpk 15510 1% F i 7 SCk
BE LT B BEXE Y2 ERK/MAPK/NF-«B [63]
TEZE 2 il [61]
FUEERL A3 AEWmZE AMPK/mTOR/UNC-51 ) BT 2 R W P 9 W o BT A R M Al [69]
il -
JINEER W W2 p38/ERK/MAPK .ROS/mTOR Pl NLRP3 A $E /MATELE I BT e id B - [ 70-71]
IV RV HE B AR 0 T A AV R 200 B O 1
RGP REH HEEEITE AMPK/NF-«B FAATR ATP A= )il SR 3 S0 2T i T 4 e 4 f ) 1 [72]
3 iTig g, oo s AR i, B s R A, S e

NLRP3 % /IMA 2238 18 NLRP3/1L-1B 1=
LRI R I RAE K, #£ NLRP3 Az xR
KT R R M b ZAMME Sl AT EAE ], X
TR 2 BELAR AR A S5 N7 2 A %) S P, 497 A A 5 e 24
LRI S 2T A i S 00 22 ) AE A XU VR, 2
FRLATT Az DRl A0 2 2 A A e IS 0 o 1 2 28 1k e T
1T JIET A T T AT L 43 0 11 A i A oA B 1 s 4
i S T A B — N HE SR 1 R AEFR T ROS W]
WIOTE AAE/MAS T ARAE /A T 04 R N 2 55
LI 24 R v A 40 B B ROS Y 7= 4R, R
HAE AR S s L Y NLRP3 MG (5 538 %
W, NF-«B AJJ#75 HIF-1a B9%% 5%, 1 HIF-1a 7] |
i LPS B i 5 W 40 i NF-xB 263%™, NLRP3
SAE/IMA R 7 TL-18 Wi S CD4™ T 41 i 4 1k
4 Th17, Treg/Th17 HAE AT idE it NLRP3 %76 {k NF-
kB 5 Sl BRI A AE S P [AlIE, NLRP3 7R
DRI DG 9% 1 At 41 B 25 750 b 22 300 o A I 1) 5
SR O A R 3 A BT 2 B U P40 i b NLRP3
mRNA F£ikTHE, EARBILES, FILA LR
YAV TR A0 AN BE A BRI 3 TL-18, W8 TL-1B
FEORVFIERE R AN AN P B At AE kAl
firh NLRP3., ASC mRNA Fl#E £ KL, $#2nR
NLRP3 SAE/IMARTES K OG5 & b o] s 2 A R 37
PERRTT o 2R 5T 4 rp AS T) 440 it S 780 1) K ] 4
AR R 75 BW 2 % NLRP3 4 5E /MM 1Y 9F — 4
5%,

HATIH T NLRP3 AAE /M A5 5 38 % 1
RIS | 22 R 2R S YR
3, dEIPHET NLRP3 G464, i NLRP3 44F
INAR ZH % 98 #% NF-kB/TLR4, ROS/HIF-la.
Treg/Th17. PI3K/Akt, JAK/STAT, ERK/MAPK .
AMPK/mTOR % NLRP3 R AE /M B AE 5 53 % A
PIRAF TP, AR TR T, kA

N, VT GE ST R 5 i K P TR R T R
H 24 BRI T (AR DA 5 3 B A A BRI G R
HAE %08 NF-kB 5538 B, 15538 % v] 8
I R W SARE A o1 L 42 5 (R 452 TR NF-kB {5 5 38 %
PETMTEE NLRP3 RAE/IMA

Hh 2 BLACTE 28 XU TS R AR Y AMBE AR v i 1o+
il NLRP3 #iE/MARIH T BRI HT R0, A
PO PRARAFAE B | R = S o e A e PR o L
PRIEFH, R 22 00 R SR AR 0% 1 40 S e o ot —
BTN, T2y kg [ S R — RS T
PITEPEM R AN AR, | B | BERCAE, BT
MV RS M, 2Rl prRs | SCIE RN
BREM N R, DRI sk A EE T
— PR AR BR R IR 13 3% R 4, @R M1
T I 20 B R S A M2 U A A, DA A S8
hE PR RIBIE SN LB, AT IR APiZE
RIS R DRI R 2K [ 2H 25 00 1 236 2
R0 5 v 25 AR W ALEIE S AR S5 A, T RS )
NLRP3 #EAE/IMASE OGS o5 1) rh 2 BRI 36 R 4t
PER AR R IR IRIA T 2 R G Ty 448
A s A 78 HEA
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