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Research progress in the activation of NLRP3 inflammasome
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Abstract: Inflammation is a protective immune response to defend exogenous stimulations, however, excessive
inflammation is detrimental to the body. NLRP3 inflammasome is a class of multi-protein complex that has been
extensively studied in recent years, which is activated to induce the generation of interleukin-1p (IL-1p) and
interleukin-18 (IL-18). Abnormal activation of NLRP3 inflammasome leads to excessive inflammatory response,
which further promotes the development of many inflammatory diseases. Therefore, it is of great value to elucidate
the regulatory mechanisms of NLRP3 inflammasome activation. In this paper, the activation mechanisms are

reviewed from the aspects of ion flux, alterations of cellular organelles, and metabolic regulation, hoping to provide

theoretical basis and new targets for the prevention and treatment of inflammation-related diseases.
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1 NLRP3ZERE/MAHTA

PRI R G MRS —TERZ, e RIS
PEA i I AR I ) 5244 (pattern recognition receptors,
PRRs) 1R 51955 R AR ¢ 7 7455 (pathogen-associated
molecular patterns, PAMPs) A1 45 {75 #H 3¢ 43 1 i 20
(damage-associated molecular patterns, DAMPs). 1%
TR &5 5 5 BRA 45 M 3URE 32 AR 5 pyrin S5 #4380 2
3 (nucleotide-binding oligomerization domain-like
receptor family, pyrin domain-containing 3, NLRP3)
& —2K iy PRRs. 2002 4F, Martinon 25 ™ 1 /42

HH RE/MA (SCRRR AP MA ) BORES:, /2 i NLRP3,
P T A 5% BE 5 FE 25 A (apoptosis speck-like protein
containing a caspase recruitment domain, ASC) F/1 Caspase-1
Hi 44 (precursor Caspase-1, pro-Caspase-1) 21 1% 1) £ &
HE Gk, NLRP3 %45/ H T Fiiscn) iz M
RN SORE /A, A& A0 5 IR 2E WL AR & R 2 0E
FHS & -1P (interleukin-1p, IL-1B) F1 H /2 -18
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H35%:

(interleukin-18, IL-18), J& #h 4 JiE )< Wi, NLRP3 %
i /A S A 2 S BUS B ARORE )OS, dE T
Ko B R R M. 2 BUBE IR (type 2 diabetes
mellitus, T2DM) FIH 22 38 A7 1 15055 45 (1K) B gE AL P,
PRIE, R 98 NLRP3 48 /INMA V& A AL i) 5 LA 735 AL
1] g it FF R B 1) VA T 24 4 S 1% AU ) E A A
J7 1l 6

2 NLRP3ZRAE/NMETE L EIE L

EAEFIRE TN, 4 NLRP3 J¢ R IL-1p
R AAFI TL-18 A4 b T A AT LA GERFAR BE 28 5 AR
Ao NLRP3 SSE/ MG — M EFE “ 5 3) (priming)
I “PE (activation) P§ANFATE P, JE3h 24 PAMPs
5 DAMPs #% £ i PRRs 1] 5, 5| &K #% K F «B
(nuclear factor kB, NF-kB) #%2 4% 47, 3153 NLRP3.
IL-1B AT IL-18 &5 Bk [ 1) i s Rk 5 WUE - 4
NLRP3 4 iE /N 2H 25 . Caspase-1 3% 14 & IL-1PB Hi
PRATIL-18 BRI B UIIN T, A 27 A sl % 2
IL-1PB A1 TL-18 77 22 B AT fish A 98RE [ Mo AN
NLRP3 58 fE/MATEIEE 301 “BOE” g 24
KRNI REAS [R] ) N AR SR i 5, s AR

YRy s IR B AR IR« 4 R LR B8 H R B
2 (Nigericin), &b A A0URE P ot i — S A Ak AN B-
MR E, WIEYEAS 50 ATP, 2R A% 11 4
(mitochondrial oxygen species, mtROS) 1 & 1 i 51
S AHIX e A ) S5 4 % AN AH F], B UE 4 2R W
NLRP3 Hef% 55X ezl f B4 &, DRI X 2
S8 k1 S i ) AT Re il g — B3 [RME S AR O
NLRP3 RAE/MAE. H AT 7T 2 1) NLRP3 ZE /)
RS R E AR B TS (W K AR
Cl 4. Ca izh. Na Wi ). Lkifhifi. &
IRFEARAI M IR AR AR A 725 PO 1),
2.1 FABETFREN
2.1.1 K'4Mi

B HAT, M KT Mt A 2 48K
B B i AL NLRP3 48 0E /M 0 3 [F 15 5 &
12 B, 1% 2% NLRP3 #3%7, f Nigericin, ATP. 4
Lo TR AR D) R S5 35 e 51 R K MM PN 9 4
Ab, BETTECE NLRP3 /Mg, 1 H, #£76 Bik
— RIVEBNFNE LT, AE B g0 s 7 KT
2 LLBOE NLRP3 28 5E/MA, ML, 208
5 i e v R R A K DU o L P K A, T A

®xiE

oW
F/R A

NLRP3 |
RKAE/ME @® ASC

pro-Caspase-1

Pro-IL-18 2 IL-1B
..............................................................
IRIRIBIRIBIRIDIDIDIDIDINIDIDIDIDINIDINIDINIDIDINIDIDIDINIDIDININIDINININIFINIRINIRIRIRIRIRIRIRIR A aLa L a4l " faapataiatatatatatataiaiaie] Ifatafaiatatagatagatatal 118%
- IL-1B
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il NLRP3 48 RE/MATEAL o 3E— 2B [ H L B 78R B,
2 P IR L Y P22 04 BE A2 A& (purinergic receptor) P2X7
5 K" XWALIHIEE K KK 5 6 (potassium two pore
domain channel subfamily K member 6, K2P6/TWIK2)
A TR K AR b g R
Nigericin. F 45 2 A4 ATP fe 0% 0 20 f s
) P2X7 524K, T¥ AL IR &5 A8 Bl A8 2 it e 3
EVE, 1S KT RSN, IS NLRP3 480E /)
& 7, ghsh, 2018 4F, Di 25 ™ ¥ GFE 92, TWIK2
WM AN KM, mlRgais TWIK2 £ (1) Kenk6
FEDR WS H ] ATP 155 () NLRP3 2 E /MAETE 1L,
16 HoAth BvE 77, 2 Nigericin AT IBK 45 50K 1 445 1)
NLRP3 & AE/NMATEW TG M. [N, 7£ ATP i3
NLRP3 #$RE/MATEIL I FE A, P2X7 51 Ca™',
Na' PJiit-5 TWIK2 4% 1) K" S b 5] & 1 A i
b NLRP3 %5 /Mg @,

SR, R H R4 0 A R Y KT b
AT NLRP3 #RE NG A b A RT D, HAA D
Hwt 5T KB NLRP3 98 RE /IMATE A AR T K Ak
o —EE/NG TR SRR . CLO9T LA ik 3R
BEI T (1) NLRP3 28 i /M TE A EL T mtROS A1,
HS5 A K ANRAE AR L % DL ERT
P, K AN AT HE A& NLRP3 48 E /M s o #2 A
HERIE L TR — %

2.1.2  CI'4Mi

H # ¢ F CI' ML 7E NLRP3 48 iE /A 75 4L o
ffE A il 7675 NLRP3 BOEFIALEERE LT,
2 bR gl 35 7% B b CF AT 5] & C Ak 90t 32 1T 0
NLRP3 %8 fE/IMA, 1 CL 38 500 1) 770 A0 g ok v vk B
CI' M| NLRP3 4 fE /IMAEAL U0 3k — 2B AL
HIHF T, 4By CI JEiE & A (chloride intracellular
channel proteins, CLICs) 7€ v T~ 41 itg Jii 2 i3 3 F140
Mot F, mtROS i S CLICs £ i & 41 g i 3 T ik
BT EEGE TG K ClU AN, Ja#t— 755 NIMA
AH 5% P4 B 7 (NIMA-related kinase 7, NEK7)-NLRP3
HAEIfETF ASC S5 AL, MIME L NLRP3 48 4 /s
R, X — RAE RO T mtROS, Ui CI ML
F mtROS {55 1 e "o gbah, T HARE 5
R I WNK i 28 B 5 = 85 H 3B 1 (WNK lysine
deficient protein kinase 1, WNK1) % CI7/ BH & -+ 3
[Fa s E, b CL AL, ] NLRP3 485E/MA
A, AH CI/ BH & P [F) i 2 E R % CL AR,

Somd KA 1, BRSO CT A I AN AL LI
i NLRP3 % /M. FFst b, K4l CI 4

7E NLRP3 #E /MG FE &5 4> T, Hp K
AN EAE R 25 S NLRP3 254k, 1 CI 4hi
Ul 5t ASC EEAL ", b4k, Nigericin % NLRP3
FE/NRR B CU R H B 2 P, (HIL
fibu BFF 5 T WL %¢ 3| ATP I Nigericin ¥ 58 9% 5] & 48 g
W Cl AN, HEMIX TR T CL RS EAT I AH
e, 17 AN [FIBIF 78 PRSI 8 3 B A e ) R — g 1,
2.1.3 Ca™' iz

H RT3 Ca®* Wi sh{E NLRP3 % i /M 4k o
HIVEF FIFEAAAE R S . A 9388, Nigericin,
ATP FlJR IR 5 45 5 55 75 5 1 NLRP3 28 5E /MBS
AL B K AMiL, B & T Ca™ dish . W
JRREGIM P Ca™" [k A7 e, Ca® 3 i i i L
1,4,5- =122 & (inositol 1,4,5-triphosophate receptor,
IP,R) % 5 2 400 At 5 ik 1T 43% NLRP3 % 5iE /I 1,
[EI, A BRI () B Ca™ SRR Rk Ca™ it 48,
BETG 51 & i A4 , 1123 B0 NLRP3 455 /M 'Y,
A, K AR AT 5] K Ca®' 33 T Rk % S Y
PP Ca” B U BRifT, AR TR B Ca® sl
#& NLRP3 Fll Caspase-1 [fJ R il dF_Lifg o ', 42
7~ Ca™ X T NLRP3 48 i /M % AL Al B2 s
T, Hik, Ca’ #A7 BAPTA fgfis #ifi] NLRP3
FORE/IATH A FFE AT B AR U, b,
Ca®" & & 7 2APB [A] #f & % $ #1] NLRP3 48 JiF
NI, B Ca® e
2.1.4 Na Wi

Na' Wit/ 5 5 NLRP3 4 5E/MEVEL I 55—
B E5ER. AR, BRI Na K]
il Nigericin, FEAF B IKFITE K' 55775445 5 (1) NLRP3
RAE/MRIEI, (HNa" B FHAERE R KN
Na' NI A BE I00% NLRP3 48 i /NA, i B B
Na' P AS 2 LLBGE NLRP3 4 /MA B, 3 T g
AR Na™ WA A K A0 75 ZE W [RIAE A RE
i NLRP3 #$E /A, H Na® PiiG 16 NLRP3 48
AIMERHE T KA. Rk, Na® WA AgiEd 5] &
Py K" Ahit, 12T Al A NLRP3 S8RE/MA
2.2 ZHAEERATE

HAETHE LR, Sekifh. SR AR, WA g 1A
SRR S PN 0T T 56 4 T s 1R e A AT e L 4 Bl TR
(177 0% NLRP3 SE/MA . filhn, G2k A4
i BF, mtROS 7 A= 34 0 I i3k — 25 Sk 2R ik L A
(mitochondrial DNA, mtDNA), J& 34 B i 42 41 B J5
I 5 NLRP3 254 1 Hodfb . Fribz 4, NLRP3 %
JiE MO 715 R B AR A, Bl S NLRP3 B
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SEE ARSI R AR b, 3R NLRP3 %8
fENMAE. [FIRE, AR T RE 2 51 KBS T,
BT B0 NLRP3 ARE /M. b, 5 a5
Wi P 5RO N E [ B AR A4S FT NLRP3 € 7 1 32
NLRP3 J&AE/MATE: .
221 Rk

SN 7 R T YN S Eo 7 A N R K
NLRP3 #5E/IMATEAL P, RO T . W PR PRI
Je NLRP3 48 it /INA S0 77 & L3R 51 e 4 R Ak 4%
P, 1645 mtROS A£G 0, Ja7dt—2 %4t mtDNA,
Bt J5 S8 AE mtDNA B3 40 i 9 5 NLRP3 485 /)
Mgl T IS AL o
2.2.1.1 mtDNA

LR RS B A WA I 5 A T 0 AT R A R
JEIEA AR . 5 HARA MR A, Zkifd R
GRS R R, E) mtDNA. AN RR N 5
A Z 4 mtDNA, AL T 2R AL i Y . mtDNA #
2R A TR, A 2R AR L 5T A (mitochondrial
transcription factor A, Tfam) 4~ {¥ J& fU %&£ mtDNA [
HEEA, MHZ5H#% mDNA K558,

AR TR, BRAE NIBAEY) T ), mtDNA
IS —Fh B K 40 ) DAMPs, 2011 4£, Nakahira
2 U VROR: B it o 200 P 5 W A 6 2 A BEL RS AL A ke
P45 L KR (3 B, E TS5 B0 A 2 R Ak HE AR
BT mtDNA 40057 A, MM EGE NLRP3 4 5E /)N
&, H mtDNA BEUK# T NLRP3 Fl mtROS j=4:.
it — S 5T R, NLRP3 % 5E /MR B S0 7] ATP 1]
Gl R R AR, T B mtROS A B 0 I 4 AL
mtDNA, HEMB AL mtDNA Z4 RN, BEJG
AL mtDNA &5 & 5 #0305 NLRP3 % i /Mg P, 5
PLLgE AL, Zhong %5 P @t —D KB, LPS 5%
mtDNA E 10, Zekifh N84 mtDNA tHff 2 15
hn, 5 — R T A 4 B 5t A FF S NLRP3 %6
AE /AR I ET RE A B TR A R mDNA I A 4
Tfam £.5%, A5 5 % AL FR A 12 0F 7008 K
L, RS RN BB BE AN Tam N AT S 850E
BE R M B 40 N S mtDNA # D13 E B 3D,
NLRP3 % E/NMA B SH 7175 F 1) mtROS A= s Fl 42 4k
mtDNA 7 5t B PG, M #IH] NLRP3 285E /)N
gl (HAFERENE, AU A T HI0E R B,
ELEGH M K A5 T 40 mtDNA R 504 40 it
R BOE NLRP3 J /Mg . 4R, 1 Dok xt
FRE M A B mtDNA 4454k NLRP3 485/
EIATERE . BRSO I, SRR T 1% 1

(electron transport chain, ETC) i i 52 M 5 B2 VL B2
(phosphocreatine, PCr) & i) ATP £ 1% 1% NLRP3
RAE/NRGEYE, DA HE TN mtDNA AT fe 38 i i 45
ETC 3% 52 17 [ 4041 NLRP3 4855 MAE AL P,
W ERrkR, IEHEEGN, mtDNA 7340 T 2k
BN AR TR AR, mtDNA H 2R K4
PR EANRE T 4 mtDNA i fa] 485 5 il 42 4 Bl
N ? BAX (Bcl-2-associated X protein) 1 BAK (Bcl-2
homologous antagonist/killer) +2& 75 5 40 M 1 42 17
T AEBRET, BAK AL T2kifasMiE, BAX
fTapam. ERMTETFEMNT, BAXITRR
R AMNE IS BAK 455 L CE G YFLIR,
AR LR AR AR E M, A C M SLIEE
BEal KA M T T AR, mtDNA 58
@it BAK/BAX FLIF #bi% 2 40 5g **", 1 FLBE
BT 1T, BAK/BAX fLIHZEE K, &
AF T mDNA IZRR AR B IR P, thAt,
Kim %5 P55, ARIE SR A T A S mDNA B
20 M 5T ) AL AR AN R (], R e 2 R R A
mtDNA i i3 BAK/BAX [ri) 2 Jif o3 8 7t 17 48 A4 Bz
WCRAS BT mtDNA 55 2k A4 A1 B (1) Fi s 44 i 44 9]
2 -1 18 2 [ (voltage-dependent anion selective channel,
VDAC) 45 & 37 S H R, ¥ AL I B
J8 mtDNA ZE 41 i Jfi . 2022 4F, Xian 55 BV g — 25
RIL, NLRP3 58 /MAEE 7 51 & Wk 40 g 2k 4
18375 M ¥ fLIF (mitochondrial permeability transition
pores, mPTP) T 774l VDAC -84k, S &L mtDNA
PR, 44k mtDNA A% A V)l FEN1 BY
VIR 500~650 bp /7 B, Ja & B @ mPTP L7
HTVDAC FLIARE 2 45T, 3075 NLRP3 S5E /M
2.2.1.2 mtROS
EAFFAMT, A NA KK mtROS 774,
HZ 5 MG G0 M T 55 7 5 e s 3 2 A
T, kiR kA, mtROS P2, MImHEEE
NLRP3 4fiE/MA. 2011 4, Zhou % % ¥ YR B
HIBLAZR X 453493 B R0 PRI B T 3 B0 1 2 b AR A B
Je mtROS K& A fl, M B0E NLRP3 4 5iE /Mo
b J5 KB A FTUESE, 200 R & 5] K ) mtROS 774
8 4Rl G 8 NLRP3 40 /MAE 46 B2 4R, 7
4 ¥ Imiquimod 5 CL097 FiT 75 5 1] NLRP3 4 JiE /)N
ISR T mtROS A2 ifH 5 K A A0 i i iR 24
fRF K, FERAE mtROS FEEMIATHE T, K A
X NLRP3 S NMETEA 2 JE L F 1), X —HED
b i 4t A SR ST, B4 Y K A a5
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mtROS 2 fi 3 i 3% 14 NLRP3 % 5 /M M. SR,
5 — BB RIF 5 K I NLRP3 48 i /N A 3 Ak I A 4k #t
F mtROS, o (ML 37 (1) B- e K0 A B 1 R 2
LOTAL s B AT G O UL 28 0 %, 1T A K 8 mtROS 1
O NLRP3 45 /A B2, 2022 45, A 058 & L,
ETC 38 i 5% M) B 152 JUL R 16 A8 1) ATP 2 Jig i 42 1
ROS & & 1i# NLRP3 4 JE /Mg » Fitk, H
T 2T mtROS 7£ NLRP3 48 JiE /IMA i 1b it 72 v (1 4
FATAFAE S

WAk, KB TSR N SN RO 2 07
S NLRP3 [a| &Rk i85, dkififedk NLRP3 48 5E /)
RTEAL PO, SR, A A, IR HAh
HIF 55 5% B2 A 6 T- NLRP3 48 5 /MAIE Ak & JE a4
B,
222 EREEAARE

o R FEAR SR DTN P 5T A R B O R
18 % 22 40 B 8 S AL B - A B A b, L =
TP, BB R SE (cis-Golgi)s IRIIRSE (medial-
Golgi) 1 [ 10 i % (trans-Golgi). = /K FE 4K & i 4F
K NLRP3 RS/ MATE WAL AL £ 2. 2018 4F,
Chen %5 P 9 VRIFSZ, NLRP3 45 /MABOE 715 &
151 R AR S TH] IR 45 7 (trans-Golgi network, TGN)
fift A T2 J 70 B 45 K (dispered TGN, dTGN), B J5
NLRP3 i i HAR S 1B e 2 2 M = 41X 5 dTGN L
M A LA B R VLI -4- B2 (phosphatid-ylinositol-
4-phosphate, PtdIns4P) 4t & M 1M #% 5% 4 3] dTGN I
IR BE ST S0, BEi%5 S ASC 2 % 4L Fl NLRP3
RIEMETEA. BLAh, P FIE R, 41N K
AN B i {7 33 NLRP3 5 PtdInsdP 45 & K % 1E H
AR Imiquimod A1 CL097 A ANK #i T K™ AM it 1M ¥k
i NLRP3 2 /Ma, (HIL[FFERESS 55 TGN iRk
J% NLRP3 [r] dTGN #£47, H.iZi&4% 5] & i TGN fi#
PRI G B, HE {2 2 NLRP3 #% PtdIns4P 5
%% dTGN. ML N, NLRP3 % /MAEEE 77 4b
B e R FEAR I 53 20 P oy G M AT AR 50 B R TE AR
&, XU R TGN 452 514 NLRP3 28 /)
Wit BRAR DL K & A 78 3490E S NLRP3 48 i /s
WS I BE % 15 5 NLRP3 [a) £k b i A 4 2%, H
Chen 2% B9 3 A K6 1) NLRP3 78 28 b4 5 f7, %,
TR R AR A A ME— 5 NLRP3 J 52 A7 (4 g 2%
Wt B R AR YR 5 NLRP3 48 9 /N vE Ak 11 56
YHA RS, T LRI T NLRP3 % 5E /IMA 1L 2 JE
WAFER . WA, B A E TGN Frid ##sid
R IEAR R I, NLRP3 By Ab i TGN A (R K 58

#, 77 TGN38 A T2l “dTGN” Hikz Wik . #
WA TGN [ 5 is g NLRP3 BuS Imian, S
TGN38 #1 PtdIns4P 7£ 1% W f& R &, s R % N
A TGN 3% %% 38 44 I A LPS B0 kb B sk 2 DL BTG
NLRP3P*, 5t % B, IxB i i p (IxB kinase B,
IKKP) it 22k NLRP3 1] TGN % #2311 /5 2/) NLRP3
FRE/MA BT,

BE— B WF R KB, 7E NLRP3 % /MATE it
FErf, NLRP3 BSGELbifh B eh, Wagiss
3 TGN L, BEIMTi% 1L NLRP3 JOE/ME B, 4k,
9T R B NLRP3 38 ] 4l 554 45 py J ) B0 4% phg 4 ™)
GRS b
223 IEERIARLE

2008 4F E TR B B- VE B B R 15 3 VA Tl
A4 AR BE T BT NLRP3 JORE/NMA, 1 B 7 B 4
)88 S B I 9 A o0 T S NLRP3 S8R /M. 2
SR IR O 1) 59 8 R 40 0 ) ROk 15 5 ) NLRP3 58
FE/AMACTEAL B BRI, A R TR B ) 2L SR
HE B, X, L kS FIFRIAXNT NLRP3 5 S /M
TEATETE RS, (EAME MOk 0E NLRP3 48 JiE /s
PRI RIS FEBE AT K AN Ca®* pyii . XA
NLRP3 e /MG IR, SRR AT sE 25l
RS THEN, HETSOE NLRP3 A5 /Ma, R Ky
Ca® & B TshE 5 2 IR BRI RIS F
2.2.4 N5 R

PRI ) 2 1R L R AR S T T A 2% . AT AF
SR R I PR 5T PR S et R e P DX S L ] I AR S
A1 NLRP3 5E {7 32 NLRP3 % 5E /M SE 11 ", 1k
G5 S P NS R K AR ROS AR
Jns AT B0E NLRP3 4 /IMA . [FIS, Py J5iE
Bnl R &Rk 45493, 13— 2B 3 NLRP3 % i /)
EOE W, ghah, RIS &I, NLRP3 #7 &
ALF A5, NLRP3 485 /MAEN 5 1 755 NLRP3
MNP J5R X 5 5 A% ] [ R 2 ki s B B k2 4,
JIEL [T B AR A AR A 5 98 0 e B TR D%, 1A o I L]
FiE A 22 25 i NLRP3 4R /A, i L [ B 25 i 410
il JU P& AI. NLRP3 J85E/MATE 1 B,

2.3 RighaE

BRUL FIgfRsh, IEaE Rk 2 (i M 22 2
T MR AR 5 NLRP3 2 /IMATEWAFTEE — 8 K
Bo AUREH BT HALZRIR T NG AU 2028 %) NLRP3
JOE/MATE R B, Hoh 2 5 AR A AL
I AR 1 £ B 4 5L NLRP3 &R /NMASE I, BA
[F5) il P 502 AN (] T ) 0 G 28U SEU A RE 0 1 5 —
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fieidE NLRP3 JERE/AIMATEAL, 774 — RIME R
BeAb, kb g R A A AR Ak 4140 1) NLRP3 48
ANEIEA,  [EII VR 2 I8 28 G B A ) S AT
UL SRR 2 5 5 NLRP3 2 0E /M.
EHENRACH ZELAHEL, 256 5 BRI NLRP3
RAEMAIEN, XA EMRMBIRE T, Plikne
AN T A N LUIR TR A A =, SR
B3 n, oA B A B- $2 T ER (B-hydroxybutyrate,
BHB) w4l 40 M P K Ahac, 3k i 4l 2 Fh 5 3=
W L BN P e 2 B R 50 1 M £ S AIE (cyropyrin-
associated periodic syndrome, CAPS) } JR 1% £h 45 &
FIt 51 & 1 NLRP3 48 RE/MATE AL 0 thah, riE iy
A FEAR 2 ) B TG T R (short-chain fatty acids,
SCFAs) B K LB A LRI, TS BHB
SERIFAU) SCFAs i, —HE LSRBEIA XS T ATP
K AORE BT A1 3 1) NLRP3 28 i /MAVEAL C 52, (5
T 4 — U 90 R 0 2 5 AR R R /i 2 1) NLRP3 %
S/ NMAEA, I H 32 B I ] IL-1B 14 A Bl
RIFAEH ™,

3 NESRE

4T NLRP3 /A 7 8 75 4k 72 2 M 90
WA RN R 2 —, i3 20 F RN HFR A R
NLRP3 JGE/MAREAT T KERADF T H AT
MBS TR AN A 5 A AR R R T
NLRP3 J&5E/MA B B 5 5845 EART A
Je, AN S OCHE I) AE BR. (1) MET R T2
Fi AR fE NLRP3 48 E /MAE Ak ik 72 o 1 17 F AP 477
BRAL, BRI B FN N R AR 35345 Ji5 26 %
K& mtROS LK 75 T 48 1k mtDNA FE it 42 41 Ji i
HETTOE NLRP3 28R /MA, (HA 0] 24002,
AR R A S 5 48 NLRP3 #E /M
g fb. BhAlh, mtDNA B JBCE 4 iR 5 Wi 15 1L
NLRP3 SGE/MATG A B (2) P EEEN/Z, Chen
2 UY [ ST M K Hb I 2 TR 7N 52 % NLRP3 48
ANATEAHLE I ERAR, X ARk LR S KR
S [FIBS A CUR ) R R . B, W2 A
AN NLRP3 28AE /IMAC IS 77 4 ] 75 5 TGN ff ik
MANE 28, 14N, NLRP3 32503 5 18 1 RS 48 12,
IR 23X HeAB M 2 75 BE 05 38 T 248 NLRP3 14 L fi 0t
T 520 H 5 PtdIns4P 454 i AN B .
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