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Abstract

Inflammation is a double-edged sword for the body. A moderate inflammatory response is condu-
cive to the body’s resistance to infection by external pathogenic microorganisms, while an unba-
lanced inflammatory response will make the sword swing towards the body itself. Over-amplified
or persistent inflammatory response is the main cause of tissue damage and organic diseases.
Among a variety of mechanisms, low-grade inflammation is critical for the development of insulin
resistance, a feature of type 2 diabetes. The presence of NLRP3 inflammasome is associated with

XEFH: FZE, skEFL NLRP3 2/ MA S S R IRPTRI U B )] IRPRE Sk R, 2023, 13(6): 9223-9229.
DOI: 10.12677/acm.2023.1361292


https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2023.1361292
https://doi.org/10.12677/acm.2023.1361292
https://www.hanspub.org/

FZ, KA

the development of insulin resistance in various tissues. In this paper, the role of NLRP3 inflam-
masome in insulin resistance and related mechanisms were discussed.
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1. 5|8

2 BUHE PRI (Type 2 Diabetes mellitus, T2DM)/2 4= Bk WA 2Lz —, FOR R EE g Rl 3t
[F g1 TR B 4 H 2 A TR B 25 B A g 5 3R BUR A TR IR B AR R B[] Bl TS =P
SRR A N 5 4 B A M SORE A OR[2] . 1 R 2 HEPT(insulin resistance, IR)/& T2DM iz H E 1) A& I AL
il A BERE PRI R AR R 1) A R3] T2DM [ — AN B2 0 40 Je AR A RS SRS, RO« B fe 1.
i MRS P S8 G A M R, 520 T2DM 1814 98RE[4] . thAh, B ia T b 7K 1 2 40 55 5 W 4 1Y) o e
WA, X AR T T2DM BB IR A R I BRI [5] NLRP3 S /MA S 124 N 1B RAE i 1 (1)
RPN, FIEN IL-18 FIL-18 2oy T F&6]. B EA s TARE TR SEER, &
H CARD (ASC)H1 procaspase-1 [7]»

FH T NLRP3 % /MALE Wi B - Fof 6 565 7B U TL-18 P2 A e QB E T, DR DA D 2 4 &% b
H B JORE AN [ By S PRS0 I AR F R e (1) A U #EFR[8]. FH5E |, T2DM 5 98 i /MR TE 3G
MR EE A BRI Z48 3 (NLRP3) L. TL-14 A1 IL-18 /K- FIh im0, X Se {4 fd & ki gn
A 4 b B SE B NETosis, X & EWEANAE I RRAEPELIIAET:, B 5] k218 Mk & AE9]. 7E T2DM &3+
RIXLAR EVACFE m[10], FER ML F 2198 11]. o, NLRP3 RUEAMALERAE . RS ERE S
3 e IR At OB, 5 IR IEMISCI12] FHEEATHORIRAM T ##— T NLRP3 /MEASZ &)

2. NLRP3 &HE/MEE E4080E

PR /IMA AR R AP A B B0 R A SR R TE R 2 SR A, X EATRON R A
P A I B R A, BAATE BR JE AR R SZ AR A ML BE 7T o SR IMAAR SR AR AR FL A MR 2 A
PR 4545 G R IBRE SZAR(NLR), B0 RIR 2 FESZAR(ALRSs) H AR FURGE R B pyrine X $852 {4k FLAT 41 %%
PERE /A TS - e R B R R & -1 1988 )« B T A% 28 (NLR. ALR BX pyrin) f1Eg4H 7 (CF bR
AWE-1)46, REBIIEMEILAE R ASC (54 - R A BEE A0 RN 55 4 45 K 351 4 R 00 T2 A DG B s
HEDME IS T[13]. RIEMER—FI 2 EAE G, I (2 R4 M R (107 A F0 43 WA SR 3 5 98 E
RN o B35 4 I RORE/IMASE NLRP3 #AE/IMAE[14]. NLRP3 A /IMA L — R B = AN G5 sk 0 i Jo 25 19 -
C Ui E ~ARERTHI(LRR), HA ATP BEiG LM b IZ RS & FI S R A 45938 NACHT, P& N
Ui (1) pyrin Z5A435(PYD) [15]. NLRP3 #AE/IMEBE AN R I FRHIE TR, & A &K #8771 NLRP3, —Ff
AR TR RBE SFEEE 1, B DR A B SR A5 I ASC) I R Al J5i-1 [16] XoF 2 Pk Ju bk Al A
VEERAR RN, HSEHZFE SR Em, WRBRE17]. BERM[18] [19]. KAT4[20] [21]FIRT /KK
WEERIR[22]0 JUHORBEIRIG, AR 415 L NERRERR, (5THA 1.93 A NEA RSN R [23].
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3. NLRP3 RHE/MEHIBEGE

1T NLRP3 JAE/IMA AT U 2 A sh7eE, G485 PAMPs, W RNA. AR 2R 4018 R 1H
By, LA DAMPs, WIRER&HA. ATP. REFIA g ekt Ak, HEEMLEIRE R &, 24581k,
BRI NLRP3 #8hE/IMa ] DL =MAS [R5 5 8 B S0E « FIE NLRP3 28RE/MAEUE , dEMYE NLRP3
RAE/IMATEE A B A NLRP3 SORE/MARGE, W y—4 NLRP3 R5E/IMARIE([24] [25].

3.1. NLRP3 /MBS

H AT, AT ARG NLRP3 28R /IMABUE 75 Z AN D IR 8 2D BRAEIE D IR 72 Ja 3D i,
Toll FESZAR(TLR, 41 TLR3 1 TLR4) 40 K 752 A& (1 TL-1 52 A& il TNF-a 5% #£)5 NLR (1 NOD2 F1NOD4)
(ECAR(l LPS. pamleskl IL-2. TNF-a Al MDP) R[5 S5 3¢ K - NF-«B HIiG 4k, {2k NLRP3 fl IL-18
AR IK[26] [27] [28] [29]. B 1 AR A% PR A6, S Wt R R B, 5 38 BRI ] LA 5 NLRP3
PRI S B HPTM), FInBERR ez F4k . TAMM 6L 54 24 @ 25 i BRCC3 (A3 BRCC36)/2&—
Fh £z A0, AIERE PR NLRP3 (252 &4k, f&iF NLRP3 ZRE/IMA BIEAL[30]. FHakiE,
AR, c-Jun N IGEEFINK )54 NLRP3 S194 BRI % T NLRP3 4 /MALH B RIS A &
BRER31]. XEHIFIR, B3P IR T8 5 TR PTM 0% NLRP3 #UE/MA R K E ZE .

3.2. NLRP3 #HE/MEBIEIRER

3.2.1. $I38 NLRP3 LEMEBGE

WOE PRI S NLRP3 58S /MA AN 770 AR 5 DA K 98 i AMA L2 R0 15 R Be iR — Fhald LR 2514
FEALEI B PRR AHEL, #E4RIE NLRP3 3% 2 MAAHICH) PAMP Fl DAMP 30, {H %A iE#E K B NLRP3
HE XN FEE[32]. &S5RIk, 2R TR ES, G5 S @R K AME CUAME. i
NHIES 25 7). BRI ThRERERS . NLRP3 HI% S 103G A (ROS)FIZFLA DNA (mtDNA)FIRER. 7%
AR OR A J X 7R A 23 R R 72 SOE /IMA ZH R RS 1 S 5 [33]-[39]. /R NLRP3 ¥l )
DU I IR 58 B EOE RO /AR, (HIX LS5 5@ B ANE T B NLRP3 #Ehsl, I HRA —8
NLRP3 S50 5 . K, NLRP3 B0 L o] 4 A AL ) DA K, 8 R /DM 28 2585 R0 T pL s AT A A i — 25
] BA[40].

3.2.2. JEMIE NLRP3 RFE/NAHTE

A0 ST ISR 5 T R e 24 B PR AN R PR AR 1 LPS 495, caspase-11 ff) CARD 45 #4385 ] LB 55 LPS
HIfRIR A #5345 61417, iHALAT CASP11 % CASP1 VI 2 % D (GSDMD), #RJ51E I RAL,
SN AR (HET). GSDMD FLIEEBE BETE R TL-188 HIRE K [42]. XA L TE I 2 i MA R FH4+
IBitEZ, 5Ot giRm TLR4 [ 5 55[43]. BREZIRBIMER S, B9 Liiig
1A R T 3 -2- 76 A= DU 475 1k -sn- H Il -3- i R FE B (oxPAPC) CL A IIE B 7] B 5 SCE R R & BE-11 A1 EL & AR
NVBERARG-4 56, FFREEA SR 40 (DC) I FERETE NLRP3 RAE/AMA[44]. il i) — TR 58 R B,
oxPAPC 181 55 E M40 A (12 B R A3 AT LPS SE V456 A& DC SR JERIE NLRP11 85 /)
i, TR A S 32 Ik F AR T [45]. oxPAPC X AR Fh AEHIYE NLRP3 2 METEAL 7 J& 5%
Wil e L — B F[40]

3.2.3. B4 NLRP3 LEMEHIE
TEiZiR A, A TLR FCARAS & DU 21 Bt R A& B5-1 5035 5 558 SR 40 b TL-18 0 A3k [46]
[47]. b4k, #HAL NLRP3 #JE/MAIET TLR4-TRIF-RIPK1-FADD-CASPS {5 5l B s, %@ AL T
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NLRP3 [ FJiF. /RE B NLRP3 RIE/DMREEE 7 2 NLRP3-ASC- b RA[-1 5515, (HIXMH
T JRE/IMAR Z AUVE R JERLYE NLRP3 S MABE AT FRFAE, A5G ASC BEAUER, 176 FE K 4t
o BT AF RN, BURENA C3 (ApoC3) A N FAZ A0 i Hh 22 1Dk R 4§ -8 A 1) 48 NLRP3 %
FE/MA[48] [49]0 SR APE R A BE-8 0TS B A0 NLRP3 A/ MA M 8t B 1, EHDIIHLE55R K
s

4. NLRP3 ZIE/MESEBERERR

X 90%~95%M1 3, T2DM /& F AT MR 5 3 0 WA L 51 RS, S B0 B RAHLHURIAR XS i 5 25 7
Wk Z[50]. NLRP3 %M/ 5 % Fh 2l 2 b i & 2 HEPU I R @A OK[51]. NLRP3 /SR 5ERAEfS, 41
Ji 53 W K AR S AR ERL T, AT I R JR % 2= KPR s s (0 JE o NLRP3 S5 /MA S 5 1 IL-18 74
T JIE PR TR R 95 14 e v i B AR o IL- 18 G i sl i B 3 2 AR IR ) -1 (TRS- 1) Py i G PR 3 A A A7 1
J i B AR -1 (IRS-DEEFI R, BEAMHIIE S =5 T @[ 14]. RETSHARISEREMR S RZ
A, IR B 2% 0 R 0 W AR S R R P DAJBE 8 20 B B UL MR (€20 0 0 4 ) B e s g Y, e
HETERWARRES P EE AN A G, FEASRFHERNEL RE 5 F@A[52]. B R B SR
- ZBERRAGIE R I S A RO B B pE T BN R 2 e . fEE#EULR, BB ERS InsR &4, S
KRR A BRI AL IR [53] - InsR [BERR L T BURE 15 R 2 AR KM (IRS)-85 1E4% 2| 5K, 768 B e i IR A
IRS-3 MIBEIR b 5 S0 g BE LEZ (PT)-3 BAREE(PT-110K) [ p3 1717 383510 & 3L p4 AL LS 1k, AT
HERENEEELEE-5,15,3 = BRI N[54]. H4h, IKK/NF-«B B2 A feilid IKK /SRS = 2R EY 1
(IRS-1) BBk & 2 52 /R (IR) 1Y) 22 Z FR B FR AL 3G I 5 S 1 15 R APt S BUR B =155 W 2 R R 2 5
BE M R RS R TS, MBS RGE SHEET GLUT4 &4 FHRIE, LLRES S Tk Sk
NOS)JFRIE, XA[FefEit IRS-1 AR I T IRS-1 MR IRIREMiNiL, SBRRESETZ
551 1 PKC XL R & 28 BUBME 52 (1 F 92 32 ZE4E 72 5 #L PKC (cPKCa, -1, -l Fl-p)FIHT E PKC
(nPKCs, -&, -n F1-0), EAVEMKHT DAG BT 584 ¥iE . PKCO F PKCe [ X E fiil| sl et BR T 98 55 WL
S0 PR A AR IR Vi A 5 4 L P 2 A 5 7 5 1) JR B B RO R R S B2[ 561 INK /& MAPK FE 1 A 51, INKs
Al ARIE IS 55 IRS 22 SRR AN I3 2 B B R A B2 51 RS R 5 KT, AATIAEER IRS 5 IR FIAH AR FH DA
TR S RAT T AL T (570 IR S R IE AN R AL VR URE AT, S L o AR BRI W AR RORE
JEREE R . S RAE X IE W A O I . 2N I D S 2 55 F 58],

5. &g

FEARGA S, BATESS T HATN NLRP3 SO /AL A AR5 h s f L] OB . JATIEHE T
NLRP3 RAE/IMAE SV s R MR A & 5. FAIX T NLRP3 JURE/MAE 5 1% 31
AL AR S AL HB ] 20 SRR B Mg it 1 — 20 B LA, EE T 9T 1 O AR 1 I BE NLRP3 SE /M
BOm 7> 7O S E A, AT T HETHES, &Y NLRP3 SE/MEERLE &R, JF—2
MEEZ5 TR RS

SE
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