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Pyroptosis in metabolic diseases: recent progress
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[Abstract] Pyroptosis is a kind of programmed cell death that can lead to the release of cellular contents and
inflammatory factors involved in the development of many diseases, and it has become another research focus. This paper is
to study the research progress in the relationship between pyroptosis and metabolic diseases, such as type 2 diabetes, obesity,

non-alcoholic fatty liver disease and gout, so as to further broaden the understanding of the pathogenesis of these diseases and

to provide new treatment strategies.
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YIMIAETS (pyroptosis ) X —HE& T S EH Brennan
Fil Cooksen " F* 2000 4EH 1, X FRAMN I PRI,
JE— PR P EE T A dEMAE T R
BRI IR A/ IMA IR R B2 A il 2, Hige i
ARG FHLRIT . ALASZ BRI, A
o 5 4 H 2 THT A A% T IR 45 1 B SR AL S5 M Bl AZ A
#H 3 (nucleotide oligomerization domain-like receptor
protein-3, NLRP3) iH 5115 LA AH 3¢ 7 F AL, 51
B NLRP3 ZERALY | I 55 K& A RS L1 0)
8 T A 5¢ B 5 K 5 H (apoptosis-associated speck-
like protein containing a caspase-recruitment domain,
ASC) %54, FE4E caspase-1 HijfK ( pre-caspase-1) 21
35 NLRP3 485 /IMA ™ | 3117 1% £k caspase-1; 1%
ALH caspase-1 K4 IEY) gasdermin D ( GSDMD ) )&
FA BALTE R 22 EE AR S (GSDMD-N ) A4 3 411
YEHI R R H oK I, 1516 GSDMD-N 5 B4 57
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JEMKZERAL, FEAHMNEY S RAER F IL-1,
IL-18 BTk, f@ ik 40 v . Rk, NLRP3 %
SE /A SURIER g BT /IMA T o 2 R 4
e 9 O SR 2 7 N W W (5 o o211 0 7
BV ERON_ FAFAERTR . AR T A &
A AR RAEVEIRBE, 40T A A A% [ 46, 20 B LR
Feoede, JRUAT /M AR T SORE VA IR
B, dMAET R AN AR AL, AE R Ak
BEACIAE R T IL-1 A IL-18, Sk .
HNAET - S 2P RIS, W | A
ZRGHHR L HIV ISR B e
o RAER A FIAAE SOV AR A . MEHEAE . AT
FEMERENT RS (non-alcoholic fatty liver disease,
NAFLD ) 1 KA A5 0 114 3 22 & o ML,
AT AT R EARAE R TR, 5 RRAER N, S
5 2P 1 & A R R AR . AR SO A A
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U SR R 5 F AR B 4R L D BE Bk . BF 9T 3R B
WAL LK P78 (advanced glycation end product,
AGE ) 1755 R IL-1B UK NLRP3 42 4E /M4
i Ak, NLRP3 bR AT 24035 1 5 AGE 79 /s BRUXT i
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MR T W R B IR A B e, 78
RS R T, AN R, ek REE/IMATE
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WLEFAE R IR . SRR ik . B 5 0BR[] JoT 24 4
&, NLRP3 il 7 7] 9% o e phe A8 ) — i XU
FEIRYT 2 RO IR e S AR I 24, i gs A —
XUNICRT S5 25 R AR DR /1 B WILAH 2RI 2 B 175 =
O HILAH ALY NLRP3 SAE/MAIKE, I3 o IR iR
1% & H P4 ( adenosine monophosphate-activated
protein kinase, AMPK ) /Iifi #. ah ¥ & A 5 & i
#1 ( mammalian target of rapamycin, mTOR ) {555
i )8R R 5 O UL 40 M NLRP3 46 5 /) 1R %
R SIS, FERRE R SRR I PR
itk LA, NLRP3 Sk /IMAE & 1 hn,
BAY11-7082 ( NF-kB #iil 7 ) R4l NLRP3 ik
F1NLRP3 S 5E/IMA G, i caspase-1 G F2
B IL-1B il sl s SN 9 NLRP3 R4E
IS AT 5] B caspase-1 A5 40 g A2 T, (i
BRI o FILAGH I PR T SR e . R o,
JH BAY-11-7082 #1 il NLRP3 4 i /IMA T 4k 7 41 il
caspase-1 < A 2L AE TR IRE S B, M IR i
R B LA A i Bt FERE CE BT . T R T
T 20 AR A T IR RS T 0 /N B 2
Mt "™ o PRI AT L, FERERR R HOE R R A

KT, MR R MR LR, XS
NLRP3 JAE/IMATEALBDIHISS, il S e/ MA R
FATRER— MR RIRT T 5k

2 HRETSER

JIE PRt A2 A4 B BE ARRE S 07 Sk R IR 1Y) 95,
IS FZHGTE R, Ok 2 () UE 4 3% B
NLRP3 S 5E/MATE AL S5 RERERS & AR B UITA G, BiF
5% 22 B NLRP3 55 1) /)N BRU s iR PR I3 J AN HE & Jié
REJFE AR 5 AT, 00 NLRP3 R AE /MATE AL i
WA BAA AR, NERERY 2 BB PR 8
1 BB B B | AL SR T RS, 1 R Uk bE
3, MiEE K T BRI 44 NLRP3 Fl IL-15 JE A
Fku " B A WESE & B NLRP3 I caspase-1
T AL TENR 7 20 16 o3 A R RS T 4 A 4 e Ay e 5%
ZHRHT A AR 5 P E MEAE ST ™ . Esser 25 2V B
SRR, SAGEIE B0 R A L, AR R
1) RS JB 563 PN JOE I B NILRP3 A TL-1B 3 1K 34 A,
Jf H NLRP3 ikt 5 5 ZACHU A E 2 IE ARG
Kursawe 25 2 438, AR T P9 JUE i 17 20 f) FE e £
., WIENR G 2 109 /04 IRk 5 NLRP3 AT IL-18
Fksahn. SRR RSE TRMEE, Yin %
WL BIARDS THE S IRMRFE /IR, i ARMRFE /)N
U2 F g5 NLRP3 #3534 /i1, Vandanmagsar 25
AR ARXS Tl MEFR A /N B, 40% RE 1 IR | PR
FER/NER P IERR D5 AR T BT NLRP3 ik TR, Jf
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44z DU BETE A NLRP3 S/ MASHE (L5 |2 14 TL-1B %%
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K AE R FBEAENR I AR o34k . RS R AT AL
JHERA A v HA EEAE D, BELIST NLRP3 S8E/MATE
AL B RE 5 FRIBT T IR T5 E— PR

3 T 5 NAFLD

NAFLD i £, mReEk e, & ok &
G DT EE . 2 BUBEIRIE . IR IAE . R
BIEEPR B LG RIR R, AN . Rk
RERERT . AOAE N FAE H R F A H e i rh A
Y. Dixon %5 > 1 /1N UG D7 AR 780 o %2 BT 52
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JHSOE P A5 073 R 2%, 450 403 178 2 0 AR g T3 A5 s A
K F A ((danger-associated molecular pattern,
DAMP ) FlE AL B 380" 9, i i NLRP3 /)M A 1%
B2 FETC AT H B Al 5 BT Sh A 28 v AR 0 R
£ 5 NLRP3 /MG b, 20 it 2 72 e ali v g i i
FINI PRI 98 B B B R Al 7
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o JE B K H A 5 5 PR 7800 B T A BT, RAE /D
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W, INEG R ENRLRE . GRS Z Y
Farrell 252" X s A1 NG 7 AR RT 28 O RF 52 4 3,
7 AR [ s T 1 40 M NLRP3 (14 8 2235 1L A
., Al 5[ IL-18 A IL-18 43, W5, WHiLE
WeE A A rp R AN . SR NI IE 2 B, P
NLRP3 1 FH ATy 20> 5 s 290 it R ebvhr 40 i i 1,
T ARG TL-1P . TL-6 R A% 4 f #a fh R 1 1
( monocyte chemotactic protein 1, MCP-1) 7K,
2% i NAFLD JIFJUE 48 58 F0F 20 Mot 403, Vsl JiF &7 4
ek 228 R AL, AR AR T R B S A T
ANTR, XML VE AT, IL-18 X HLRA Fl,
I IL-1B XML F o W] P A AR T 1 3l &
VEPEPE RO HLACE R 7, NI BTG
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4 HRETSREX

iR XU SE: M8 £ Q15 25 L RN i 1 HE T B kT 350 A
— SRR, B A f IR R ER A5 DU
RS ) S E SV o BN IR R R 445 i l 1k I 4 g
Jt Bl 9 AE I, T 00 7 U P DR TRk 45 i AR
#ENLRP3 8 5E /MATE s AE AL % 1R BB PR iR
Eh &5 5 R B 9 5E )N Y, NLRP3 & 8 22T,
RELUST NLRP3 4 i /)MAS I A 5l 55 H I 1 7T fig 23k
90 R S8 RE SR . Misawa 25 4 % BRI AT /- S

NLRP3 JAE/MA A L2, 1B/ A1l 55 BEL BT 544 bR
iR R 25 5 T 1 B WA M NLRP3 AR /IMA S T
A5 HA G T LARAAAE W EHRA G, REEk
IF, M A Y B- L T BRI A IR RREh 45 b
PRI RAE/MATEAL, ff caspase-1 TEILFREE T FE
IL-1B ACHREAR ™ o AR, LB
il L W 4 i H NLRP3 S8E/IMA, 08020 K BB PR
WRERLE s 2 I B A

e b 192 245 49 Wt 4 A 00 ) 5] T il /D A ks
PRSEALREEO™ A, ] BB PR IR ER 235 5 A Y 9
R IS HEREIRIEAL A ) MCCI50 F A
9 5 40 A ATP A 10 TL-18 RV %, J5 ok
WFFE A B, MCC950 RIS 1 BH W NLRP3 55 1
ASC ZER N, MANSEMT RAE/MA T NLRP1, %
= [N+ 2 (absent in melanoma 2, AIM2 ) il
%0 TR 25 5 TR A A0 Sl 52 AR S 1 e R 2 1 3
SELEFIIEE 1 4 (nucleotide binding oligomerization
domain-like receptor family caspase recruitment
domain containing 4, NLRC4 ) IJRE, [F] B 1] 41 il
AL PR R 2 R R I JE R, PR EREE
2 BH B NLRP3 3% fb38 # . GSDMD J&: 4fi i 5 T3
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MR iR 45 AT I HOROS /N BUEL R 41 il GSDMD, {H i
B GSDMD H:[H I A RERHIBT LA PR IR R 45 5 5 14
MHIFET-, GSDMD A RERH KT 554 PR IR ER 45 it 175
YR A s M TIL- 1B BB 7E GSDMD 5/ N
B TP BB R R R 45 i IR A ), /NBRUIL-1B
A RAE T IF AR . BRI RIDIFE I
HT IL-1B - E0 A B S e B AR HE M GSDMD #E 7]
IBIT AR SR, ARAE/MAET GSDMD A £ 8 HiAth
HEHFUUE AT M IL-1p R, B2, 4
JfLAE T R A NLRP3 A /IMA T fb 2 98 A2t
RAERE BT, W58 40 AR T KU VR A R
VIR iz Zepeim 13RS LAY SEUR R T %

3

5 N %

AR A TR I S PR 5 B T A SR S IO
2 RUBEIRAG . MERE . NAFLD U KU AR o
MEZRRILE . © A 2T LRI FTIESE, M
il 40 A5 T P G B AP B NLRP3 S /MATE Ak, 7]
IR PN RAE S AN AR . SRR AR T A
W B GRS R S 2%, NLRP3 e /M |
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