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[Abstrat] This article summarizes the mechanisms by which active ingredients from traditional Chinese
medicine (TCM), including flavonoids, alkaloids, polysaccharides, phenolics, terpenoids, and saponins, regulate
chondrocyte pyroptosis in recent years. It reviews their targeted pathways and experimental evidence, and proposes
future research directions considering current challenges. Osteoarthritis (OA) is a chronic degenerative joint disease
with a complex pathogenesis, in which chondrocyte pyroptosis plays a key role. TCM active ingredients can
regulate chondrocyte pyroptosis through multi—target (primarily focusing on the canonical NLRP3/Caspase—1/GS—
DMD pathway) and multi—pathway approaches (inhibiting inflammasome activation, blocking pro—inflammatory
signaling, and reducing oxidative stress). This leads to reduced release of inflammatory mediators and matrix
degradation, thereby modulating chondrocyte pyroptosis and delaying OA progression.
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OARIAIR AL+ B 2% , AU HCH IR AR  RAE N S 1k
IOE AR AT BILANE ) S R B 3 D) RE 25 L A 22 il PR 3R
IL[E Ao 2RI Z BORHLE D, OB A AE T (chondrocyte
pyroptosis MWE R —Fi 5 AE MR 2R B 5 0 R 7 A0 I AR T
T2, BRI IR SRR U0 OC T i BAR AL ) S AL
Z—AETM R E R R R B -1 (Caspase—1 ) VT HITHE K2
ZD(Gasdermin D,GSDMD) 3 [, fli LN - Be A 21 M 1
T RGALIE , 5 B2 M e Ji 2 e O R TR B 1 A A K - 18
(interleukin—1B,1L-1 ) F1 I Z4HMfIA 2K -18(interleukin—18,1L-18 )
SEAE IR IR T, fith Sz RAE IR R, 3 — APt 1 519 B B o
R A, IR OA AR  BIFFEUE S , AT IR, & S5 M ey & 52 &
12 5 52 17 5 R B 1 45 48 3152 44K 3 (nucleotide — binding
domain leucine —rich repeat and pyrin domain —containing
receptor 3,NLRP3)/GSDMDA 3 i 41 g 5 - 7EOA BB IR 78
AR E AR, M OATRYT VR AE R 112,

B 2R O AT & “ B BHIE " WG (R N 28 ) =5 -
FENR =R, BN " AMAMR 28 B 1 T g
i 1) EE I AT T DA 1 D — A B B, R T A
BETET IO E 7 B R IR AR AR R, o R
1RYT OATE HAL AR 2% 5 4 25 T L SR AL ISR AN B OR
SFRTELT BOAMN B A BFFE R, v R 25 7E BIR OA TS THI
HAT 5272800, U el g P R 5 A 1T R A% 0 5 el
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AL SRR AT o mT UL, v 2 BT Re AT B 2 88 G SR TR A
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JRy 1 AR S, 32— A {2 U 405 R Ak s O A 9 B i
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WO AR TR AR B OCHERR T  NLRP3 AT/ MA I NLRP35Z 14 |
JHTAHCEE SR 2 1 (apoplosis—associated speck—like protein
containing a CARD, ASC)FlCaspase— 14 %, o 245K 4l g 57 )
PR B A MR ), NLRP33E a1 H Pyrin 25 #4388 5 ASC 4%
B IR Caspase—1, AL IE AL I RAE/IMAE S, HE T
i Caspase—1 IR TE 2 1 TLHY Caspase—1 B 5 V) #IGSDMD, (i
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HIL-1BHIIL- 1845 JAE A I 20, NLRP3 ARE /IMAR 1 B 387 vl
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OAMRTRHE e,
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EAE EE MHIPERK/IR2 o R, TIHTXNIPES /P NLRP3JAE/IMAEE J GSDMD-NYIE], M#IIL-1 B B, (LA der- [29]

fitle® @A B> ROS & MDA K-, BLIT NLRP3 405/ MR , T Caspase-1,GSDMD-N B 1L-1 B NL-18 FEAL, B HA A& 0 [30]
TR ECM Wi

& W% IMHINLRP3JAE/IMANRLS , T MCASPIEI) B GSDMD-NFEIA, /P IL-1 B IL- 8B LI I T [31]

MR BEA R N/HO-1 AR NLRP3 S/ MESE, WD ROS M B A AT RERERS , T i# NLRP3, Caspase-1,GSDMD-N J&  [32]
IL-1B \IL-18 MG TR F RS M A e

RE =2 R URE B IR 1(silence information regulator 1,SIRT 1)/ WAL 3 S 0% 2107 M (mammalian target of rapamycin, [35]

mTOR )%, sk kiR A, F 4 PTEN -0 € it 1(PTEN-induced putative kinase l,PINKl)\beﬁ&\ﬁﬁ*E%%H E3
TRV BUSHEEN 1A/1B B 3B(Microtubule—associated protein 1A/1B-light chain 3B,LC3B), il p62 BA,ERH
PRgekifde, BELT NLRP3 &AE/MAG , TR Caspase-1/GSDMD-N M ECE AN AET- K ECM R %

OB A M miR - 1264 38 7K 11281, 17 3% 4 7T T 9 S0 40 i
miR-126335 , B IS, AT U YARRR IR, BA 1T
A3 3 P R PR RAE P 5 R 3847 ( PKR-like ER kinase, PERK)/
BAZAR IR P F2a (eukaryotic initiation factor 2 alpha, elF2a)
3 A IO BT AR 404 A 1A B AE AR 1 (thioredoxin —
interacting protein, TXNIP)-5NLRP3 4 e /IMA P AH B AEF , A
TP HINLRP3 4 AE/IMA 0 , 980/ GSDMD-NZL# ATL-18
HIRER R A AR T

Wit B R — I A AR T LA BAT
R AT E I  WANG  QE5PIRIFSE & B, 4t Bz K BB AIK
K EOABIRY M5 P — [ (malondialdehyde , MDA ) 7K Fl4K &
HAPROSE 1, T KT HLHNLRP3 .GSDMD-NFAIL-1B
MIFRIR , HCEER B MR AR Ak ZE RSP AR B AR O AR Y
it iz 2= n 38 3 30 ) NLRP3/ASC/Caspase — 1 18 [ AY {8 1% AN
GSDMD-NI1 24/ , ) /D IL-1 B FNIL- 18 FABEIC , DT I 41
BT A A 2 m] T R 3L 5 4 )8 B A B -3 (matrix  metallo—
proteinase—3 , MMP-3 ) FIMMP— 13 ) 2R 15 , 1 2% 41 g 71 3 i
(extracellular matrix, ECM ) ARES# .
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SR I, M K 2 AT AR P 7 (simulated  microgravity
SMG )53 I 3CH AL IAROSK T IR B b AR LA,
R AN AL A T S I 40 R 240 55 I F2 Cnuclear factor—
erythroid 2-related factor 2, Nrf2) K JH T i 48 56 (R oM £T %%
JN4 -1 (heme oxygenase 1,HO-1)HIFIE, AN
IE48 =B A AL 8 AL B (superoxide  dismutase, SOD) A4 it
H K (glutathione , GSH) B9 &P o 53 41, A 5T 3R B, TEBIHEL
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H1, NLRP3/ASC/Caspase— 138 i it 120 B 0 2 F B GSDMD-N
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YING J HAFOIBFFE A2 B, 56 38 T e o o A e A
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NAZZIk , 1] Caspase—1 UG AL FTASCHYZE R AL, AT Il 51
HAAET (WKL)
32 AdmE AEYEEASYR P4 - RERA)Z
GBITG PR RN, 0 LT T e R AR S T
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PR AN SE TSR T, AL e 0 ) 2R T HOR ISR 0A
R

SO DT T TR R U R S W R 2 i, L
AHLR BT E TG ZHANG Z 755058 1o 50 #f05E PR AN 2 [
HEHREE (Kyoto encyclopedia of genes and genomes, KEGG )i
B E BRI B, S DR E AR DGR il i B A T
22 54 [ B 1) 2] B (mitogen —activated  protein kinase ,
MAPK )/NF-k B4l o B/ (RSN SEHGAIESC , 5732 L Bl BE 8 3 1o 10
HIMAPK/NF-w B )i B8 B R FHOR BELISTN LR P3 4 A/ MA ) 3
NI L S sy - = P S v A 1 0y -2 e

/NBERRE: DA 24 B i PR IR S AR R, B TR
RSB TR . DING B ZAEPRIE S /N e e
SO AEAR AU 2L, OF U i A 7 X 35 PR AR 18
NLRP3 il Caspase—117KF o Ak, /NBEGH A RE FH T ROS 1) i
FEFAE, EAN2 8935, R A fE Tk A

AR R RN T AR LRGN, BA BE
PR NGV 194 7556 42 9 FRAA] (CFA ) 75 5 O R B
R FR N HELL R REREAT RO R th LPSFIA TP 75 5 1) 4
JELE AR (ROS MR A o X X ROS Y il VR I 7T BEITNF -« B

53 S AL H 55 NLRP3 R AE/MARY 3 3 715 %, &
F Caspase— 15 AL BELIKT , I 4 LT 9ifp A% O 5 48 P 241 i
T IL-1B M A SRR IR L s AR R W] BT
ROS-NF-«kB-NLRP3:l f# il , P B e 15 41 41 h i i Ak
NF-kB p65WF3%E (phospho-NF-kappaB p65 subunit,p—p65)
FBEFRALNF —«B M i) 25 1o (phospho —NF —kappa-B in—
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hibitor alpha , p~TkB-a.) HYBEERILIKT, FERICTHT REGEOT
43 KRR B, RSV NLRP3 I Caspase—1 9%
K MHINLRP3 S AE/IMATE B , I8 111 BT 18 A 23,

WA ZAAE T SR P, A BAT R T
g HU TR 2R 2 BE P OWANG XEPIRF R, 7 5
BRI 3 S A 2 P 2 R R R A A 32 A 258 (protein tyrosine
phosphatase non-receptor type 2,PTPN2)/c—Jun N ¥ i B
(¢—Jun N-terminal kinase,JNK)/[EEEH 5 G455 A8 H2
(sterol regulatory element—binding protein 2,SREBP2) {5 %
I, J 2 O A W 0 L e B NS A NLRP3 A AE /MAS, 410
il S AE VAN MI A T L IL-18 \1L-18Z5 2 % I Bk, AT
SR AR RTEAE /N U 2 B ROAE OV o (AR T R A, INK AR 538
BETEOA P UL IR 52 215 P42 B 200 ML 081 T R SRAE SV 17
SREBP2AE [ EAC I 4 B K 7, ] BS540 A A T
FEAH G o R , w7 S0 AR v B BT £ T4 s AT
BN OASE T T M , (H X — e i T i — 2D TR
A AR I LA

AR IRIRALE Y AL I NLRP3FE T i, (R AR B
YR 22 Al AT I TT Al e B RS AL R
S SRR UEVE T T MAPK/NF— Bl % ; /NSEGRAL A T BT
AL AU WU 2 5 T 8 £ 28 T SR 8 i NF - B 5 7
SRR T R A R - T S S % (ILR2)
33 Z4EE WK E KR R, HA TR
PREPTAERI XU ] TAFOTE IR 8 1 BU0A S i i fa
R RBR 3L, B 2T DU T NLRP3 RAE/MA
FHWTNLRP3-Caspase— Ll BE U0 , T I8 Caspase—1 I 3RIE,
P DTL-1BFIIL-18 ARSI, NI il A e AR Tk 2

HIACHH IR MARAC Z B A A Py, LA BT 4a A
PR ST B IR S 2R M AR AL JIANG 7 PR
WFFE s, MFCHR IR BEAEAT /NI Jot 2 il e s A P 2 e A
B# 1 (fatty acid desaturase 1,FADSIT)/HENTBR 210 FNHE 2 (fatty
acid desaturase 2,FADS2) & B — | 0k /S H2 (DHA ) ; 11

DHA W] B340 i MAPK (ERK/INK/p38) 5 NF -« B % , BH Wi
NLRP34IE/MAEAE K T I GSDM DRI () AR T2 2, i/
TL-1BFATL- 18R, T 28 5 S AR T

B 20 S A AU KX BEAT 0 I NLRP3 2 i /MA A
RN RLEE TSR SR, Il SBR[ FTL- 18 FITL-18
BRI o B 1S 2 W 0 DL A AE T RE DR L %) 1 BH BT NLRP3 -
Caspase— 111 , H 8 FE WA SO i rh A s R I
MR R E i L E T O HR R (DHA) R 8 23U
(=] B 41 I MA PR FINF - B 55 S AR SR %, 410 ) 98 E S 7
FINLRP3Z IR/ o X 88 & RS /R T PR & 40 i 2 T
BT AR 2GR A AL, SR A T NLRP3JAE /MACHI 41 il £5
TAEMIBTT RAEVEDIE I TR, W TF R AR SIRTT R4
BET R (WL33)
3.4 HErE WE ARSI R R PRI R AR TE M
Y, FEZ R T IR U AL AL R VB JIN. GAEE
FEAESE , WA F AR B 25 3 22 Pl A B /KA B S5 NLRP3 58
il /A S S SR AR I 25 A o AN S 98 1F — A B, RUZ
AFEFZ R R AT S A 4L S (TBHP) 75 S I NLRP3
GSDMD ., Caspase— 1 MIT~138 13835 ; W H A B2 8 R 7T il
T FIENRF2/HO-138 B A2 HENe2 A e 1 A1 E R HO-1383% , BH
1SRN B S BN 2/HO - 138 J% 5 0% , BB N LR P3 4 AiE
IMER ST R

HZE PR —F AR Z B L&Y, R PR My E g
PE AR R, A& & FRIR &1 7R (MSU ) 530
LRI LA T [, /P ROSHR 2 76 PINK 1/Parkini 4 75
Bk, IMBHININLR P3 4T/ MAAIZESS , il Caspase—1
WAL, R TL-1 B AL 18 A B, DA 20 A 12 5 3 ) R E
e,

A I BRI T 2 S ) SR B A, LA BRI B
P BURMMEH . ZHOU X YRt st K3, & M B E heig i
F LM N ROSACT T e SR AR B L7, AT FHISTN LR P3
GAIE/ N 1 4% 5 B 5 TR I A R AR R IR = R R

®2 EYHEEEER S RALE

R R

fEHIBLE

Sk

SHEOH Wi

A A MAPK[p38 42 %4505 1k 2 i (p38 mitogen—activated protein kinase,p38) JNK AIEAME 5743 i (extracel-  [36]

lular signal-regulated kinase, ERK)|fI NF-k B[#%H ¥ NF-k B p65 JE4 (nuclear factor NF-kappa-B P65 subunit,p65/k B fij
#1H o (inhibitor of kappa B alpha,Ix B o )RR, T8 NLRP3 445 /METE 1k B X 2178 1 (Caspase-1 ,GSDMD-N ,
IL-1 BAL-18) , [0 AL (T 9 ROS MDA, 11 SOD )38 ECM fRU[ 18 T AL ik 11 / AR IR 1

(Aggrecan), T8 MMP-3/MMP-13)

INEERR HiE BIEHUE AT N2, 0 NLRP3 RAE/MAES , T 94 Caspase-1 A1 GSDMD 3k, B AT, M FEICRER T [37]
IL-1p A4S & -6(interleukin, 11-6) JHEIFFLA T - o (tumor necrosis factor— a,TNF- o )7KF

FABAR TAMKE 05 ROS A5, BLET NF-« B BEBRIL(FAE p-p65 Al p-Tk B-a /K ), 0] NLRP3 RAE/MAZL%[ /> NLRP3 \ASC. 841 [38]
(B RACHE -1 (cleaved Caspase-1)FIA], BEIRFER AT IL-18 1 1L-18 FEAL

HEW, w5 9 PIPN2 H0if INK B2 b, B 7 SREBP2 A B 5 NLRP3 454, ifF i #0 ) NLRP3 & MEA R MET WD [39]
IL-1 B /IL-18 43 R AE KK F(TNF- o JIL-1 B \IL-6) sk

F3 SHERFBERS R
TR R fEH S
BESH I TRINLRPIJAE/NALLE (REIINLRP3  Caspase- 138 ), PIREETHERAEHFIL-1 B IL-18%5 [40]

TIRBERE MR S NR AN =T BN HERR(DHA ), MHINLRP3 % A/ MAZE (PR AENLRP3  ASC. pro-Caspase- 135 ) R GSDMD-NEH] D F R R AE R FIL-1 B JIL-18B L [41]
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i 1 (adenosine triphosphate, ATP) .J& H 17 £ & (Nigercin)
FIREREMH (monosodium urate , MSU) B T 4l 7% L&
FLER I ZU A (lactate dehydrogenase, LDH) B 5 AT PTH% € H
PR LA, T P Caspase—1 p20.IL-18 X GSDMD-N/ 3Rk,
& A I B 2% A A B 1) NLRP3 8B /IMAI 1] 55 s 400 i 1)
BT

R3F 2 B A AR AR T NLRP3AE /M , 38
ot 2 P E T, B4 AE N ROSZKT , W BHNLRP3 4 E
AIMARZE BRI 32 AT T Ui A AR T A O L[]
B o 30 2 1 251k & W R BE 1 1 Caspase—1 1 1€ F1GSDMD
s HAE I 20 (GSDMD-N) [ 2 5k o X2 F AR L 22 3 3] 1
JEA5 G NLRP3ZE 1, BHLWZEE 1 A0 5 12 P B A A i
FAEI LU BRNLRP3SLTE A D 5 3L 2 BT v bR 22 451 1Y
LRI I R R ARTEBR KB ROS, SR LA A > Ly {4
SAARER S o =TT LAERINLRP3 Hi A Ak R4 Sk A K BH
Wi P TP TE 2N Z A AN (3R4)
3.5 WRALFE  HTRBREAETHRHEY TR
R AY), B Z R 25 BITG T LOU Q2w it 4% 24 Fil %
SrHT A B E BT SN2 FINF-kB  p65 % 4 AH ICHE i
LG WS ARSI SR UE S, #1% R BRI /)N BRUER B A A
HIFINLRP3 . ASC . Caspase—1 FIGSDMDZE [ 13 B 38 , >
20 B B SRR T LDH A R, A5 4 0 RS 0 e e L i — 28 0
PWAEEE R, CuB TR , 2 A AR FEAOA/ N U AL
HE HZINLRP3IFIGSDMD 35K T B o 3X $2 7R # 77 K B2
FIHINLRP3 2 5E /MA ) 55 0, 98020 Caspase — 1 14 005 1
GSDMD#Y 246 , A T BELIBT 4 AT

KA P A R R A E B RSy 2 — AP
PR ST W23 P BT AR BT, 7K 22 T S e JEE AR
FRAR B 41 NLRP3FIGSDMD Y 235 , I HINLRP3 4 E /1N
PRI LA S A T R T,

SABCZE AT 12D 25 SA B 1Y R 2 —, e
M HINF-BFIMAPKAS 5 if #% , 38D TNF-a . 1L-6 . 1L- 135542
RINFHIREIWANG FAFORISE &I, 3 A TR 942 0A
ARCTR R L P e A8 £ R 08 A 40 LS T , 00 1) 4 2400 L S
B, BCE B AMOE S WK 0B S A0 S8R s BT 1T
I 3 310 MAPK/NF -k B, BELIETINK/ERK/p38 14 12 B2 g iz
A, Wb p65 I AZ AL, R TENLRP3 1 e SR , T ¢
7 H P NLRP3 . Caspase—1 . IL-1B FIL-18 [ 3k [ FN 2K 11 3%
IR U R T A DA A PR 9 R 5 [ A O T AE
T I AY RS T (Col2 )3T T AIMMP-3 12634 , 136 5B 4R g 1 3
TR B A, DT A A P AR SR AR Y P R R,

NS RAT R AS T EEE Y, o AS B AT IR
R =H Compound K(Ginsenoside Compound K,GCK)EA
PRI VER TR £, GCK AT B E T TNF-o i S A9

MM P NLRP3 .GSDMD-NAH Caspase—1 I ZE 35, AR AT
FRPEA M Y LA s ZEAA Y SE 86, GCKAT_E R Pyl H Al e A
(destabilization of the medial meniscus, DMM )/]N B H 2021
oI B RE BR AR 1  2R58 , N IEMMP-133 35, M NLRP3 1
GSDMD-NIHZEIA , IR B A0 AR T S B0 s B 5,

—hEEt S ERRUE T =0 BRI .
H =t 8B AR RMPEER, = LB RIEA
R PUEMBARTE BE1E A 5 s, =LA R AR AR 0A
PARESTI o = BB A T Toll#: 37 (454 (toll-like receptor 4,
TLR4 )/NLRP3/Caspase— 15l 2 35 O AR T R B A B0 $ 05 , $2
FrET TR, R4S 214 P TLR4 NLRP3 Caspase—1 IL-1B .
TL-18AYFRIE , T B AR T, ZZfROAREIRM. TANG K
SEORFIE e B, = AR AT R AT LA T o A0 A i e
WA 1) #R 2 L WA, =-E AR AT S 40 i NF-kB/
NLRP3 i [, 90 i %6 4% 40 M £5 7, B K 40 A 9 NLRP3 |
Caspase— 1 FIGSDMD-N/J A

TR F B LA Y 2 B2 AUy b R

R EA DR BN XA, ST B AR B
AP TAEH CHU | MSESWFSE R, TR T B O AR AL
KEAHRE ALUEE R PCE Tk, FRges b I
I (Col2 ) TR , AR ZH LU MMP-3 \MMP-13 X HI i
JF 26 1 (type X collagen, Col10) NLRP3. ¥ 42 2 [ (cryopyrin)
FlCaspase—1HYFIA WP R, B H ] MR OA Y 21
AR, FIRECE T Col23RIR , T MECE hMMP- 1333k, 1B/
B, AR T B B R, 23 1T AT B iR Caspase—1
)22 35 FGSDMD Y U1 1 7K S, U6l 22 0B 40 M £ T ik AR 2
(W#%s)
3.6 HthE  ABEFIITEDA4 ST EREMNS I
FERMW], 425 7 Tl E S A I T -1 B BECR R 0A /N R
HIFRBG B0 SF R B, A 3 F TP ouRB OIS A0 1A e, [
TROARIRY R R Y Mankin s P43, BUE B HESI 4544 , B AR%X
‘B4 Caspase—1 .GSDMD-N \IL-1B IL-18/9 33k , il #)
HlACE AT,

I B R RARE LRI EY, RAbUEL PR
YER, AT HINLRP3 A 5 B0 - A T SO R R I, B R
THOABETR KBRS , Ho i o i 2% B (BMD) B/ NS H
(Th.N) B AT LUATR L (BV/TV ) SB35 58, T4 448
HHIL-1B.1L-18 . ASC .NLRP3 . Caspase—1 [ 3& K J2 8 4 # 1k /K
S-SR AR AR o [] EE Ji A 2E AT A e B A% 2 i Ak R
[ -1 (monocyte chemoattractant protein—1, MCP-1)/C-CHEX
LR F 3248258 (C~C chemokine receptor type 2,CCR2)#,
I /b ASC/NLRP3/Caspase—1 5 G ¥ 1) 2H 3 FIGSDMD I U1 1,
AT REARIL -1 IL-18 AR, 30 il 4B A A T

JET W T 24 95T A AT S50 43, Pl A e e A R ST

x4 ZEBEFERDRAE

WY kR

{EFBLH

WEMEHEEEL EH  MENMYHO- LS, M EINLRP3J A MEZL (FANLRP3 , ASC, Caspase- 135 ) D T S5 F1GSDMD-N SRR IHF11-1 B HéH, AL R [

F
FIER

JRAL ST PINK L /Parkini BB SEEL A U FITE RS2 Bk, AUSHINLRPI A /ML 5 (FRINLRP3  ASC. Caspase- 17635 ) JUDIL-1 B FNIL- 187040 B M- 4
THE WOROSHER A EA KRR £, FFASC ENLRRISE £, MHASCE Rtk BB A, H0 1 Caspase-1 L R GSDMD-NTA R, B PIL-1 B Bt [4]
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Vol A2 2 B A M 8 0 o AR NI 9 SR, I T P T B/ T B B
FRALFINF-BRYAZEE AL, T PR %5CE 40 M P NLRP3 .GSDMD-N |
Caspase—1 SFEET AR A RIS  ILAL , FETHEEIAHE I W miR-
428213238 , T miR—-4282 Al EL 82 4 1] NF -« BHINLRP3, M T
PR A AT, (L 3R6)
4 HEERE

TS AEYIRSE B 2 md g R AT
YRR BENS I 1 M0 2R AR AR B A AR T A SRR
5308 4 o HLAE FALAR A B NLRP3 S8 E /M ) S5 6 38T BELK
NF-kB AR R A5 5 092 B A% T e 10 g 8k, DA i o />
Caspase—1/GSDMDA T i) 41 B 5 2 FL B IL-1B IL- 18552 &
DAL T A RR L, U 2B A A RE P 53407 15 2o 35k o oA v
2T o B RO [ R AN AR T, B DG S G
I, SEZZOAJRFRIEIE , R OARI B IAHE AL T8 ) ST B 5 SR o,
SR, BTSSR E L T AR o
41 YERBEHAEE A@mEY  REMEETI R RIEN
PRV AN ZE L R AEA ORI 2 A1 19 5 et B L (R
WA 6T 2538 PR o AR AR T B R 2 48 T T NLRP3/
Caspase—1/GSDMDAF 22 HiLi ¢, X HAbE AR AR AMLEI Candk
ZoMFR T AT A DGR R R S A N AR DR 3R 5 ) 1Y

BT RCE AM A T 00 20U R R 7 ]l
SN R T A OCHE R Y SR IR Bl 5 AL N ROSIK P VB AR 2
Si3e et el 1 S NIV S 2 T E i BE /R KPS I (A E
42 HAMEHRF/AFERAML S PTETERSY
A R A ARG AEHC 21 Q3h 2 il A OG5 B s |
AR EL 2 AR B Bl R T SR I R I R R HIAS S e sk
Z RGEWTFE AR TE NN R IR 5T , 18 3 58 3% 254K
Bl g2 2 B RE F AL WA IR IRARIF IR A 2 0T 56
A4 e P 2538 M T R T e MR R

43 G REBACIEE R L HFTA S 25T PR R i
HRMART AR IR DESE J2 2R R R SN R I S 90 2 1, Bh 5
SR AR /D o B B4 W PR AT 5 5000 Sl B 2 AR
LA R R R e il , TRALIR A B SE R BT 7E , R IT I Z vhts |
RBEAS B W R , 22 TAT 460 30E HP 24 T35 1 o1 T 2 M £
TR, IR BT O AT T SRS 14 i PR A B8 I 52
S

SE 30k
(1] FEER RS T RA, B AR 2
SEONEY HOR AR P OGRS TR B (2024 M) )] P AR

WARATIARTETr o IR, AT R — A TR B ] v 25 35 1

PR A2, 2024, 20(3): 323-338.

£S5 HEREFHLRFEMRS RALE

T KU fEFIBL EZ BN

HFEB AN BENHHO- 18 BRI HINE- « BEERRAL (B0 p-p65) S NLRP3ARE/IMA L1 , ] Caspase-1 15, AP GSDMD-NTH LB [45]
IL-1 B /AL~ 18 BB, FC B M AT L B A

KEET BEK A0 NF-« B {5 SlEE BT NLRP3 RHE/MAETS , T8 NLRP3 ASC X cleaved Caspase~1 Fik, /b GSDMD BRI IL-18  [46]
R, B s A A T

R WIS M MAPKNF-k B (E588% (&A% p-JNK p-ERK.p-p38.p-p65 /), /0 NLRP3 45/ MEZATSE (T4 NLRP3.Cas-  [47]
pase~1 3K ) WEAK 1L-18 1 1L-18 BEAL, Ml A AE T S AU A ML T e

ASEHE A% HHINLRP3RIE/ MK , FINLRP3,GSDMD-NT  cleaved Caspase-1 S RZAIL-1 B Fik, W ET 45 -E W TUNELII Y [48]
AOMLLUA), TS B A LA T RECMIE A

SEEEE =L IBITLRA/NLRP3/Caspase-115- 558 5 , T IMNLRP3AAE/MAL S (FAIENLRP3  Caspase-1335 ) B/MET- B 11 (GSD- 49
MD-N) fERHF(1L-1 B IL-18 B, Wil 4 da -

ZERHFRL =L 0 NLRP3 JIE/MALIH A Caspase-1 161k /DT MM CSDMD-N 2 KB R AT 1L-18 JL-18 B M0%  [50]
AT

& IIZEHE AMHINF- « BN « BEERRAL, T JANLRP3JE/IMARI - 1 (ceryopyrin  Caspase-1) /D ET-HUTE FGSDMD-NZH#R  [51]
B R FIL-1 B IL-18BEHL, 0 AT

Evai WEEH MHINE- « BIE 5 0976, /P NLRP3JHE/ MATE B K Caspase- LT , T I T-HUTE FIGSDMD-NIIZH  FHRAIL-18 . [52]
IL- 185 R TR, Mkl A e

Fo6 HhiEMER S RALE
TR KU fERIRLH 2B
AETHT 48T W% AMPK/Une-51 BE [ WG ¥4AE 1 (Une-51-like autophagy activating kinase 1,ULKT )7 B, 3498 FImg[ 134 103-1-  [53]
VLC3-1 B M HENEREE 4 BCL2 AHELAR FIZE A (Beclin-1)], M 4B MM T-HEE M (cleaved Caspase-1,GSDMD-N
TL-18 JL-18)FA, BT84
WEE K& FIPEHLU ASC mRNA NLRP3 mRNA Caspase-1 mRNA 3% 5 MCP-1/GCR2 & 17K, 4 1L-1 B JIL-18 Bk [54]
JEimE Fif T JAK 38 2 (Janus kinase 2,JAK2) 5 55 S R FMIGH T 3 (signal transduction and activator of transcription 3, [55]

STAT3)/NF- B {5590, T NLRP3 45/ MAF S 4E 1 (ASC \Caspase-1) 1K, B/ EET-HATH H GSDMD-N 2k It
0 1L-1 B IL-18 S RAT TR
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