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Hhpia s a . PR BRERIPE IR S AL IR RR & i i 2R & B AR ) S LT A A 2 g
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Abstract: It has been believed that chronic inflammation is closely related to the occurrence and development of
metabolic diseases for a long time. However, the relationship between these two events is not completely clear.
Recent studies have shown that nucleotide-binding oligomerization domain-like receptor protein 3 (NLRP3) is not
only one of the pattern recognition receptors (PRRs) of the innate immune system, but also a sensor for metabolic
disorder. It is well-established that glucose and lipid metabolism play vital roles in NLRP3 inflammasome
activation. Especially, aerobic oxidation, glycolysis, pentose phosphate pathway, lipid synthesis, lipid oxidation,
lipid metabolites, lipid derivates and lipoid are all involved in NLRP3 inflammasome activation. Therefore, this
paper summarizes the role of glucose and lipid metabolism in NLRP3 inflammasome activation, hoping to provide
theoretical evidence for preventing and treating inflammatory-associated diseases, especially the metabolic diseases.
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SBEo PR, NLRP3 R /IMATE AL 0 T 3 350 B2
RIEN, ZHZPNFKERLI R, . KX
WO IEg. 2 UHEPRIA (type 2 diabetes, T2DM).
PR IRAT 1M 5000 55 H) 0 BHBE A

AR G T AR 55 AT 78 B R 8 22 b B £
F 4 JRE S, 1993 4F, Hotamisligil %5 Y & &k
A L JIE P B0 JR 9 1 Wk A S A R eh, R
2H 23 A iR PR BE A T+ o (tumor necrosis factor alpha,
TNFo) [ 3R& K22 T, s> TNFo 4]
2 v R B 2% IR o 2 B R, AT PR LB, 2%
il f B RARDUAEAR . Bl 5 IO 2 HE AR, R
T2DM. BBk FEREAL . ETORS 14 g 107 o XS5
— BRIV SEBIR B PR REA RAEK-F R T, T H.
XIS VAR AOAE S B AR L. T2DM 24X
Mg S R P SR, BARAEARIH I
or il S48 1 RAE [ N2 5 HEYE, H— B SRR T
1t SERE SR 5 ARSI (18 RIFAMBR IR i
R, BEAE R e R A S B AT T AN RN, B
KR 2 BT 7T 26 B NLRP3 AV A2 5 K % R4
f#) PRRs 2 —, [A] I 9 72 — P A 55 8 (1) IR R 4%,
BUAACH 2 ELIN RN 2 MG (5 5, an i g
R B AR AR R R SRR 2 Ik P SR R
Wl G 20 M AR, T OE NLRP3 SERE /M, Bl
JE AR B TL-1B R sk w2 Fhig 4% 51 R R
B RHP. KUk, RITNLRP3 48 0E /MA B 75 (L
i1l I LAy T AL Dy ZE AT AR [0 VR T 259008 AR
PRI B vE BA 2 .

1 NLRP3&GE/MAE

2002 4, Martinon 4§ 25 YR H} 40 /M (X
FRRAENE ) MES, RYEDMER B ZFEA A
AR, AR EN 700 kD, X R4S
FU R R e B AR ) — e R fE RS T A
HEAE M. NLRP3 8l /A2 i NLRP3. 124
KPE S REEE [ (apoptosis associated speck like protein
containing a CARD, ASC) Al - B & IR ) R & &= IR
KRR 1 BI{A (precursor cysteinyl asparate specific
proteinase-1, pro-caspase-1) 41 ik 1) £ & A B & 14,
NLRP3 [ 458t =& 73 2H B - N- K2 R - &
AR B AR S5 838, 58 30 a1 R & B Y
SRR, SHEFRN PYD 4543881 BIRs 45843 5
MELRERSG SN ERLEGWE, XHKA
NACHT &5#y35, Rels/KME ATP Jy GTP, Btk
NLR S£ %Ak ; C- R & & 5 & R = 5 7 51 1) 45

a3, G TR A A . ASC J& NLRP3 [¥&E Rl #
pro-caspase-1 f& NLRP3 [#] 2 )% # . NLRP3 /& H Hif
WA 2 K SREME, ANMUBHNE RS, £
RIS e R SR AR Al AR 5545 5 T 0GE NLRP3 4
RE /A, AR 2 AP [R] Bt B8 9% 1 4% NLRP3 2
AETEAL Y AR NR, BRI AR
A ORE S RL AR M G Bk A AR A 0% 43 - A5
(metabolic associated molecular patterns, MAMPs),
117 H K& E FTUESE, Bl A £ NLRP3 Z8E /s
PRGEAL B AR .

2 HEREI SNLRP3AE /MK

AT LR AT T A AR 2880, G i
B SR NGE RAE 1 R R — P 251
BUEIRIEFE R, X AT g 5 AR 0 NLRP3 4 5iE /)
IEA I R 26 %A A 23 1Ok R o i 4 B AT O
AR ) Toll #5244, WiE = 1% B IR 1F (adenosine
triphosphate, ATP)/P2X MEI4§E 524K 4 (purinergic receptors
P2X 4, P2X4) i 1%, R A G E O E/EEHE A
(thioredoxin-interacting protein, TXNIP) & 1A &5 £ 2%
AW NLRP3 405/ s U,

2.1 BENBEENSENLRPIZLE/ME

A2 5 A A 8 1w 2 B 3 5 m
NLRP3 HAE/NMATEVE . Horb P R i 28 (pyruvate
dehydrogenase, PDH) {414 P i 1 S0 A M F2 A6 1 £ 1
CoA, TMILER(E BN 2 MM 1 (silent information
regulator factor 2 related enzyme 1, Sirt1) i #7E Akt

5 IEEE, #04) PDH iEME, 9N ROS Ak, @k
WO NLRP3 S /MA, SBCLRG " i EIR
HEFHEAL 19T LBk CoA 5 1 4 T H L L% &
A BATRIR, e = RIRIEIAI S —DNIRELIR, M
HFF R £ B 32E NLRP3 28 i /NMA g Ak 12, i
SRR B AT RR IR N AT AR TR T 51 K T il 410 1)
NLRP3 JE /MG b 120 53 746 R ot e B 14 1 S
PR AN o- B — 1R, & =RMIEA PRI
TANBRGE A IR, TS AT R I S AT ) NLRP3 48
RE /A E AL U2, BEFTIR H 3R HO Wk CoA /K MR AE 1K,
HE— B TR IR A IR R 2 B R AR BRI
i NLRP3 #8 i /M U, SiE 55 2% R Fh B 31 R e S A2
B, T AE 5 R R A IE S AE W6 #1i] NLRP3 5 AE Mk
a M DLERFR B, S5 s A R A A
REFR (AN [R] B NLRP3 485 /IMATE AL (1 B i AN [,
W 1E 2 H T3 Le i 1 AS [R] 250N A (45 NLRP3
E /AT I AE L B AR BDIRAS T 4ERRAERARK T, A
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PR UE TE & LA AL T B RAEIRAS o
2.2 BEREFENSNLRPIZE/ME

TG S S IS o R e D R T A ke A8 R LR A
BB B HeH 2 55 0 A (1) 22 i AR ] 52
NLRP3 S&RE/MATEPE . CUORE B A0 7 2 B8 A2 A
B 6- BEIR, W AR I 28— R B, 2016 4F,
A TR, PR AT/E 9L PRRs Sk N-
2Tk BE i (N-acetylglucosamine, NAC), {#75 ¥
5 ARR S B, T BT NLRP3 485 /M 1),
DRI, 76 9 ATP 3R BERIR A I L R, 2- Jit S A
20 0% AT BB I I (R B2 4 B COBE IR 5 2R R AR SR O
NLRP3 ZAE/ME. JEAN, A E NG RLEA
H A4k 1 (mammalian target of rapamycin complex 1,
mTORCI) & —Fh 22 &R / HEBRIENE, =5
FiACHS . AU TS 4 B RSB, AT
IAA mTORCI 18 n] 38 i i CUOREBEG -1 A6 11
W P i 33t 10 95 AL NLRP3 % E/MA, 17 mTOR 16|
FU BELAS NLRP3 48 fiE /AMAciE 4k U SR, (E159%
EAE, SO RN, SRRSO CE
1 (dynamin-related protein 1, Drp1) i ik 41 fil] & b 3%
g 1 S PERIEGE NLRP3 29 /MAg, 5] kA RIK TR
UM RRESATT,  Fe AR R /R UG BRI (Alzheimer’s
disease, AD) () &A= & g e 31X i B ANV AS [7] il X
NLRP3 58 iE /N A (10 3 14 52 W AN 5], [R] — Foft i %oF
NLRP3 %8 i /N4 3 P 00 v 428t S 30 LR A e 1R 380 R
i 20 A A SR B -1,6- W R 4 RN 43 T B ER TA
BE, HEE4dM 2 caspase-1 FIJKA), REMSH caspase-1
HEERR U, 3- W il A (glyceraldehyde-
3-phosphate dehydrogenase, GAPDH) {# 1, 3- R H
A Y 1,3- R H MR, o J AL A AL 2-
ol TR H 9k R It 7K A= i 1ol IR A5 B =X T4 i % (phos-
phoenolpyruvate, PEP), 1t & %) GB111-NH, if i 4]
il VE B2 1§ GAPDH Al o- A BEEALRE, JRl/b ik Ji 28 4
Pk i IR NEEn4 — A% EF R (nicotinamide adenine dinucleotide,
NADH) /=42, M 1Ty 388 0 28 R A4 P 48 % (mitochondrial
ROS, mtROS) 4= i, Ji 3 3t — P i& 1 NLRP3 %
AR S B, BREERH BRI 1 (phosphoglycerate
kinase 1, PGK1) {4t 1,3- — & HIMERAZ 1%, 3- —filk
R H R, NLRP3 Rl ik /) B it PGKI Rk
BETE P AN, FERMSANESG PN
Pl T2 3 % M2 (pyruvate kinase M2, PKM?2) {§ L B iR
I I =X PR P 2B BT B R F B, R i rh
PRM2 385 1 5 FAZ BN ER AR PR 20 50 2 (eukaryotic
translation initiation factor 2 o kinase 2, EIF2AK?2) [

TR A AT B WE AR, T80 NLRP3 48R /M,
[ Ak PKM2 B, EIF2AK2 ik PV DL AGE T [ W iR 4e
E R PKM2 ¥ a] 414 NLRP3 4iE/MAiE 4k P, [
FE, BEREAR LRI NLRP3 8 /MG 1k Y,
1] 561 265 1% Ay 2- it S 267 0 ) 00 o) 5 0k 4 i
BEfR, WEEIEINBREIRG & &, b i NLRP3 &
REMATEAL U g5 1, (R AR R A A T
Wod NLRP3 S /MA, 74— RAME R R, X
ARG SR PR R 1 32 R P G2 5 L B4 1 - i 3 T A
RptRE R,
2.3 BAER IR HEIR R SNLRP3KE/MAE

Tl TR W 3% 42 A2 8 AW T A 10 o I = 0
Wi -6- IR IT 46, @I AL, EPEBE AN BAE
SR -6- BEER AN 3- BEER H U EE, AT 3R (el A 1 A
AR, FFFER I, BEERIHE A FIFE R R
NLRP3 785/ MATEL, FAERY NADPH #7iii] NLRP3,
ASC. caspase-1 Fl IL-1p frj#eik B4,

2 1 WPHEACH S NLRP3 28 0E /IMAE AL 2 18] 1)
KRBT TR

3 BERIB SNLRPIZIE/MA

SHEERERDL RS R A8 R
BB — PP IR R R B Toll #5214,
% F A% T «B (nuclear factor kappa-B, NF-kB)
FIHEE A -1 (activated protein-1, AP-1) A#%, {2itk
RIER AR TR T ERIE P
3.1 BERAREE R, EILSNLRPIZRE/NMAE

N5 W7 2 & B o fife i #2382 5 R % NLRP3 %
SE/AMAEAG o TP 2RI ARSI 2R 2 (uncoupling
protein 2, UCP2) & 5 7R & il 72 ) S B i 2 A
T w R UCP2 2 R A9 A0 g 107 2 & 1, [R) I
NLRP3 #AE/NMAE T il 5 IL-1B A1 IL-18 F A fli
W A, R AL 2P PR R 107 1R 5 B[ R 2
REAANH] NLRP3 JAE/ ML B, BHFFE R,
w1 42 ROS 7 A 1) 5% g NADPH & 1k, i 4
(NADPH oxidase 4, NOX4) ANV [ A 28 kL 44 i 7 R
AN B BRIV KB b PRIBRR AR B e AL I 1A 3%
2, [F NLRP3 #AE /A% A el . Rk
5 2 W B AR I I TR 44K IR A 0 BE 8 410 i) NLRP3 %
RE/MASTEAL BT DA BRI UEE, kb B B R A R
AL P NLRP3 SR IMATEAL .

3.2 BEXRAEMSIMRHEYEEITEYSNLRP3
RAE/NMA
A AN 2 A e 26 & o™= A A AR ) & AT
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<1 HERE SNLRPIGRE/MATENL
AR g 225 30k
CEaE I B TollRESZ AR . MR ATP/P2X 4% . (R TXNIPR 525 % R S MUENLRPIAGE/ME  [9]
PDH Sirt G Akts 5B, FIHPDHIEME, HIIROSAE A, HEMEIENLRPI A EME, SEOIL  [11]
iyl

Frig iR & i JRHENLRP3 28 RE/MATEAL, [12]
5% Sk TR 1 PAFED T IR B o 25 BRI Sk R B 5 SN LR P3 4 i /MATE 1L [12]
AT ER AN DT T IR B 2 B A R R I U 5 BN R P3 2 e /MAE 1k [12]
BRIAR G S M BEHTER HE AL IS NLRP3 28 AE /M [13]
FE 2R T B E A R ER A HINLRP3 VS {b [14]
FLIE {RIENLRP3 28 it /MAEH AL, [23]
2- i S 2T H PN AT ORE AR, BNBRETER L, FIHINLRP3 S8R /MATEL [13]
CbE G PAINAC, WHENLRP3ZAE/MA; Drp LM OB 1 0076, 32 i S0E NLRP3 58 At /M [15,17]
it 45 il NLRP3 #$iE /M TE L 5 B caspase- 1 B 1)l 4 iy [18]
GAPDH NLRP3 % /MAETE AL S 8 caspase- 15717 GAPDH, #1738 I UL E 1 &0 % [19]
PGK1 BE R A0 A S BOENLRP3 S 3 PGK 1 /K~ T [20]

I AT FMHINADHAE R, AR 3E 98 S /IMAR T B [19]
PKM2 WTEIF2AKBERRAY, (EEWEREMR, WORNLRP3 SAE/MA; B A MRS PR IEMAPHINLRP3  [21-22]

RAEMETELL
NADPH HMHINLRP3, ASC. caspase-1AIIL-1BfIFiA [24]

W, TNEERERIR . T EREL. Omega-3 FEITIG . M iA
FIHT R % E2 (prostaglandin E,, PGE2) 4542 51
5 NLRP3 & hE/MATE . BOR R AR IR, W
PEPERR TR 1 & B 75 Je & U IR IR, TR IR HH Lk
CoA TENRNITR A e T G . W F0 R IUERHE R i)
] AMP 30 (1) 5 R (AMP-activated protein
kinase, AMPK) Ji& 4, 2 1y #1012 i | Wk, A4S L
AT R A ) TE BR 52 BH, T B0 45 B AR HEAR
FE M I A K mtROS, AT NLRP3 48 iF /)N
A B8 B A, R R R T AR AR PRI e A A 1 2 e
A i e AT A S 55 5 26 K148 DNA (mitochondrial DNA,
mtDNA) [] 2 A 5T B i, AT 380 NLRP3 58 5 /)
P, TR — R R R R R, —H
PLSR TR R H A N T ATP K Ak /5 i NLRP3
PRIE/METETCEZ I, (H 2018 4F 1 — IR IE & 0,
HZ SRR S NLRP3 e /METE, FHHFE
TR AN P IL-1B ATk A48 E A Y. Omega-3
NEWTER R — R 2 ABANENTIR, & SR PR A B 55
# W, Omega-3 JIg MR R A& G AR 18 1 K & AR
FHAL, HOERE W M4 NLRP3 45E/MAVE AL, #EiM
BEAR JORE B A T 1 20 b, T 2 i@ T2DMP', iX
TR PO IR B 5 RAEBK RSk, N T2DM KPR 1
e 7R T R . A, EREE BRI ST,
NERT R B G2 3G 0, B A ) A A ARG, Herp B-
¥4 3 TR (B-hydroxybutyric acid, BHB) #% I 52 Rt 1%

T e e K A I T ) A B AR A R R
ATP 254 S NLRP3 4RE/MATEAL P2, i H il 4E
W £ BT 77 A (R B A4 BHB 38 AT AR A0 R, I8
/b mtROS A=, #EM0H] NLRP3 %8 5E /Mg 4k B
12 h 25 fr i w]3@ 48 BHB /K°F, 401%] NLRP3 %
RE/INATEAL, 308 1T 2 A A A Sl o P e 4 B gk
— B N SZG 45 KB, BHB & &8 i fit 0% 10 )
B PRI e O L7 9 R 99 1 XU TR 3% B A R v
ot B9 S8 NLRP3 8 /MATE4k, B AR
R I B YRR R B R PR AN A 4 ifiL e LPS 5
S/ NLRP3 #RE/MATEAL IR TR B, (HiE, 5
47— TURFF 575 J0) 5 30 B UK 5 FOCR 2 2 ) B i A}
— 2 Jin J g BRE AR 52 S 4R 4 f Hh LPS 15 5 ) NLRP3
RAE/IMATEAL B X PR, SCFEfA BHB 7£ NLRP3
RIEIIE A B VR F AT 5 T8 2 00 S0 B S
¥k BHB 4b, HCHWF7CRIL, fEHANFEEA 3- 2T
fi% BE % $ i) NLRP3 JRE /MATE AL, BEARAE %8 B
AA ), B esg /s BN ok R AL B kA,
2 ARG 07 R AT A2 ) PGE2 5 B2k 45 4 J th mf
WG HIME A (protein kinase A, PKA), J#E#E—
5 W 2 A A\ NLRP3 ] Ser295 i 4 ( /) B Ser291)
ki 5 NLRP3 {17z AL A% AR, M #0H] NLRP3
FORE/METEAL . A ERFTE AT S, B2 HE A R
FE AR B AT A )38 2 5 % NLRP3 48 0E
IMATELL .
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3.3 ZKAESNLRP3AGE/MAK

JIE o A2 I 7 RS A R B, e A SR B 4 [
SRR WENEAINE RS . NHE I OBk R SE AR 8 S
NLRP3 HfE/NMA H2, thah, HVFERAR S 5
JE[E B A, B TR IE R IR IR E K2 k45 & )5,
T cAMP 7 & W3 N s PKA, A —
A 3 3 B B 4k A NLRP3 (] Ser295 A s (/M i
Ser291) 3K 1% F NLRP3 Wz AL A FEA#, T
NLRP3 # 55 /Miis i ™, R g & ARz W
TR E B A, TR A AR AR
fIf 85 A (oxidized low-density lipoproteins, ox-LDLs),
Y ox-LDLs it f iy, A% 9 IH [ B (5 AR A AR BN ik
BE I, (Rt sh ks PERE AL T B, BT i FE R I,
ox-LDLs 4b 2L 1 fitd 3% 6 9 J00% NLRP3 % E /4 3l
g R 5 R, S B B IR TR I B (oxidized
phosphatidylcholines, oxPCs) 04 1iF S AE AL G W%
Y P9 ¥ NLRP3 Z S/ MAE B . ghah, ok
Jie e — MR, A RE t BE 0% 7E 1k NLRP3 48 iF /)
P BT DL ERE TR, R A AN R 4
FEARTTEN, KIRIE S5 1 NLRP3 % 5E /Mg
o, TSI HLAR I RIEIRAS,  HX — S8 A 7T
W, JEH R HA SRR 5 NLRP3 28 0E /M A 1 56
A AR

2 %IRRT S NLRP3 SORE/MATEL Z 171
KR TR,
4 4R

AR, KA AL 50 R L AeT
RHETE. Hk, A58 7RSS NLRP3
JORE/INVRIE %A1 3 (1 SO S ML R 2 . B TR W,
i AR £E NLRP3 JOE /A 5 A0 i 7 rp HoAy 22
PR, bR A AL PRI WETR PR
AR ARHTIR & o s ARG = AR &
HATEMA G512 5 4% NLRP3 S/ ME T
e CIEL D), TIOR3 SO AR AR (9 ZEAL
IR T L 25 W40 A B AT BB (EATT A
(RIA2,  H TR AR — L8 R A i e B 1) A8 - (1) B b
i ERTRE R A 2 5 NLRP3 SAE /IMA T
o, Hoft—se QY. ABIEEE NLRP3 2 E /)
PRI A AR T AR ISR R A 5 (2) Wl AR A i
1o 55 A L B2 4 45 5 BE T 8GR NLRP3 AE /)M A%l
i, (BT LA B R AR DIRA IR (3) Br
S A A, HAAR SRR, Py B4
R AR UL B AT R R R S 2 5 A R
LG R I 9RE RSE, 15 H. PRRs 7E 1 26 34 G2 44
A RaE, B, AR g MAMP-PRRs 15

2 BB SNLRP3LE/MATEN

Ak Tk B3R
Jig i UL TOIRE 5244, JETT 15 SNF-kBRIAP-T A%, (i 4 [ T 3 ik 9]
uCP2 (R REITIG C 0, T NLRP3 4/ [26]
NOX4 TR AL, BETRENLRP3 5 AE MA [27]
KRR AMHIAMPKIE M, HETTAMAIZIN E 0, 5 SO0 G R RS N 36774 K BmtROS, M [28-29]
WOTENLRP3 S0 RE /A ;7T 51 2 JFF A 5058 200 AR A 203 A 5 P 37 FAE1EG LA B mtDNA i 41 L
BRI AT BT NLRP3 48 /M
Tt WEARIL- 1B A0 Mt B, T F0INLRP3 4R /Ml B [30]

Omega-3JIg [l 1%
BHB

FHINLRP3 Z0E/IMATE AL, BETT BRSO RSB T (K 706, AT 22 T2DM
NP AR Y], BHBE I /> KA A mtROSAE Bt i i NLRP3 28 /AMAVE 4L 5
NAESEIGZE FR R, B T IRBHB A A NLRP3 SO0 /IMA BTG 2 25 224k

[32-33,35-38]

3T B HAMR3-FHE T R TTMHINLRP3 A5 /MATE 1L, HEMIBRICIE & E Vg b, AR/ [39]
KRR

PGE2 H5H 26 G HIEPKA, J&#H I — PR L ANLRP3Ser29547 mi (/) FlSer291)k 75 3 [40]
NLRP3[#3Z FALANPESE, T AIHINLRP3 4 5E /MATE 1L

I ] WOENLRP3 98 /Mg [41-42]

ERANLS 5H2h8E, FEAMPE &R E RN MIEPKA, J5# it —0 @il IR (tNLRP3H [43]
Ser29547 147 (/N f Ser291) 3K 175 ENLRP3 17z 2L AL AIBEAAE, AT HINLRP3 98 i /MA v 4L

ox-LDLs ox-LDLsAbFR 41 Al 68 % J0m NLRP3 98 i /)M A 2 [44-45]

0x-PCs S B A0 i P (FTNLRP3 58 AF /)N <8 it [46]

LI TEENLRP3 % E /M A [47]
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FEAERRENL

B AR > | MABiERA R
He BT BR SR AL
LEENANCIEY

RRATAEY)

K&

BRI pE IR

—> | NLRP3 %Mk

Bl $ERER 2 SIEENLRPIAE/MEELE R EE

A RO SN AR AR B s () A3 1]
FEERA T NLRP3 ZAE /M 54 g A AH S AR
PEZRIA HOBE FUE e, 10 NLRP3 J8RE /M AL 57 %
R HASOE RSN, WAOEE R SmEEEAE 12
REEHPRERZ —, RRIFT TN 2 R ET 1.
[13]
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