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inflammasome to alleviate doxorubicin toxicity
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Abstract: Doxorubicin is an anthracycline antitumor drug widely used in clinical practice, but its therapeutic value is significantly
limited due to adverse reactions such as dose-dependent cardiotoxicity and nephrotoxicity, and there is an urgent need to find preventive
and therapeutic drugs. Recent studies have found that abnormal activation of NOD-like receptor family pyrin domain containing 3
(NLRP3) is one of the important mechanisms underlying doxorubicin-induced toxicity in different target organs, whereas traditional
Chinese medicine (TCM) and its active components can effectively inhibit the NLRP3 inflammasome and alleviate doxorubicin-
induced toxicity. By systematically summarizing recent experimental research on how TCM and its active components ameliorate
doxorubicin toxicity through regulating the NLRP3 inflammasome, it was found that they can alleviate doxorubicin toxicity in terms
of cardiac and renal protection. These studies provide important theoretical evidence and potential therapeutic strategies for using TCM
to intervene in the related adverse effects of doxorubicin.
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By a5 SR AE NI PR 25 ) ML AR, AE
I R TR 6T R o A AT . A LGP S b
A IS ANARG, 5 ERERAR 208 T4y
MRS G ZAYIEI-FH T A RGUHRA DNA X
WREAE R, TR RARE I L, AT
DNA HI RNA HAEY) G R, A% ik Hi s
O V2 T Bk E A L o 9K R L LI
O 50 S5 RV R GO e IR I 2 PR, 3
B A HIm R UG KA B . AR, P8R A
ALME RS LRSS, WIRARS. HAERSRF
A E D, KM AT R O ER L D E
B IIRERMI S A R R BhAh, FTE RSN
Jo N2 ot A e 2 P 244, AR A T s R
M. HEl, FERISBROESME. SRt
PESESS B BUR A AL R e i B, TRE S A
AN O ST 5 7 TR AL FTINIE 72 A N = 13N Sy
EET7 A R,

RAE/PASE R GR A SR R TAH SR BE R
& A (apoptosis-associated speck-like protein containing
a CARD, ASC) R4t 2 i R & 2 R R F -1
(pro-cystein-asparate protease-1, pro-Caspase-1) 41
B Z HAE G, Ll NOD FEZ RV F 45
¥ 3 (NOD like receptor family pyrin domain
containing 3, NLRP3) W5t RyE . Wik
B, NLRP3 Z 5 Z My i)k A, RN
RILEE bR 2 — 810, TR, fER & Rk G
W KA NLRP3 25E/MEI 2 5. 3R H, A
B985 IR 5 31 AE R HE LR A R I 742 NLRP3
RRENABOE F5 2 IR A AR TR I R 112, X e
RILEW] 1 B %52 3R A] 7E AN PR AS TR B0 A R ER Ar
ZHAEA) NLRP3 SOGE/MA T A% 25 Rz ik, 9tk
AR 25 R R /P SR A R . TP
ZE R EE R 2 R IR B S e A
RRAE, 9 PR B ) 2450 R e B 0 R8T 245 B
B PRI R R IR I TR, Hr
AZHVERT NLRP3 HIE /) MAIE B4 1) 22 P b 25 A0
ARSI, T R BT ST EE R, A
o ARG R E AN TR P, AL SO
CHREFIM L 307 4838 FgesCEdEFE (PubMed.
Web of Science . ScienceDirect . Embase . ACS
Publications), LL “H1Zj” “NLRP3” “R&HR” “55
PE” R ocsain], AT 10 SEAHCERIEAT R4t
I, FEMBA NLRP3 ZAE/MAR) A 3 530S L

Fat b, BT R RSO, B
B NLRP3 #E/MAZ 5[5 2= 15 3 A LS 8
PERIEARMLE], SR )5 E 2R 259 NLRP3 %
i /MR 2403 0T 8 2K 15 5 AN R B 3 B = MR ) A AT
HERE, N R 76 B 5 21 B AR SC Hh 24538 25K
RESE
1 NLRP3 RfENMEBERNSHIE

RAE/IMA S R N 2 AR R 2
SEW, MR 25 AR O 7 1R e 1
AR TR, e e lE e 32 1 S 2 B 1 S R 18
Horf NLRP3 /MBI T BN 12 B SORE 4%
S &%), B NLRP3. ASC Fl Caspase-1 F R4 pro-
Caspase-1 419, E)32 K8 H NLRP3 R 07
3 MRHIEVES /I 2R im ) PYD g5l kR
H AR ARG ER) NACHT 25 S R ki 1)
LRR CREREE 7)) g5t itr-18l, 7E4M Fplisc T,
NLRP3 22 &A= 554k, Hor NLRP3 ¥ PYD 5 ASC
") PYD 454, {2f# ASC ) CARD 5 Caspase-1 [f]
CARD %2 H., TIN50/ IMEE 400,

NLRP3 #IE/ MRS T2 2 MR PR i
%, HARZ PRI Toll #3244k (Toll-like receptor,
TLR ) B¢ 40 il A - 52 AR 336 #% [l 7 «B - (nuclear
factor-kB, NF-xB) {55 1@%, 1 NLRP3. pro-H
Y EK-1p Cinterleukin-1B, IL-1B) Al pro-1L-18 [
xKi& JREIMBO 29 MfE, fEERESERT,
NLRP3 &4 ZE R I 455 ASC il pro-Caspase-1, £
ot E A, WAL Caspase-1RUME N TL-1 Kk
AR 140 Rg, e eV pro-IL-1B 1 pro-IL-18
PR A R IE R -, R E I A Gasdermin D
(GSDMD) - P4 A T2 QRGN B 221, 361 1L-
1B 5 IL-1 24Kk 1 &85 ZMIRBRAEN T,
AR ATy m AL T, S8
PR A A A IR, A S 230

NLRP3  #AE/NMA B8 e 37 22 Fh A& B A5 5 11 4%
WO, AHFREB 1) 2 - IR B S e A B R LT
AN R E MNP, R Rk
2PN NLRP3 BuE LRk R 2=, Hi
Wi TR IR AR S R AL A
FEC BB A S e AL RN SESRALS), RRAE It 7%
Fig fE AL NLRP3 FRAHBEAAS MHROSE P IR, X
SR BONIR NERfR NLRP3 45E /M FIE AL R 242
BT B2 A0 A - NLRP3 JRE/IMA JE 5 5 3805 14
KW 1.
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Fig.1 NLRP3 inflammasome initiation and activation

2 NLRP3Z5MBERFSTEHREFMEAIIE

NLRP3 1% K S R G i L RAEAE 5F
G, M FEZMAME TR SN . AR
B, NLRP3 JOGE/MATE R I 55 S AR 2 35 1R 27
NIGTEA 51 R ) B 2 PR 281 Rk 2 B R R Y 5 5 O R B
PEROVER rh I 0SSR G rT Re 2 AN A 24
VBRI SN ) AL R 2 — o [FFE, NLRP3 ZAE/
RO R E R I RO . BE2HEEE
PRI B LA
2.1 DBESMEALE

TER 221 5 B O IR, L) 28 K
FACRIE RORE. A TI00, 2ok A ) RE RS Al
CaZ HIHPIZ R4, 1T NLRP3 J8RE/MAIBIE
IR R O P . JART
o BN Ca?hBEEAE LR Al S
FLAR T RERRAS, (g R v P S A B B A O 53
¥ 1 :  ( damage-associated molecular patterns ,
DAMPs) BJif, i NLRP3 FOZHBE4R 4 T St
5% 7EMLE NLRP3 it #E Caspase-1, 55
GSDMD -S4 AT, FEAE 3k IL-1p A1 TL-18 25
e R K7 I B SR, B G i O LA T
£ BT S AN R 4R 7R 7 NLRP3 RAE/MAELE D
JIRE M AR BT A . Wi S5 B207E O IR 751 /)N BB
R B, A 2 I O Co I 85 TR R SR P
i R RS 8% R S AL ¥ (nicotinamide adenine
dinucleotide phosphate oxidase, NOX) 5|EiEME5

A, TS NLRP3 4 E /M, [F] U %2 3]
AT A /N GO LA 23R B 25 7 25 L 5 2% 1t 40
RIEI G, 3B NLRP3. Caspase-1 p20 & Caspase-
1pl0 FEHRIAN % . Zhang FEBIE[ 85 R
SRR R RATL AT O H9c2 4 i1
BIhEsk, BiaRIEd G SERED iR, FE
M A TEPESEOR B AR R, R R A AL B A B
fEFIEH (thioredoxin-interacting protein, TXNIP)
[R173&, {835 NLRP3 4545 0% NLRP3 #AE /)
RIE, AFE GSDMD 25 NfET AR AN
Fiks B XIZRHEEEBIE 25 2155 5 10O IEFE M /)
BRABE RS R IR, o 2 PR O LA RS T8 =i 7%
ZJEE A Bl Chigh mobility group box 1, HMGB1),
H ARy DAMPs, i #5 R i) 32 44 T8] 452 B0
NLRP3 RAE/MA, BEMIEHE IL-1 Al IL-18 S5 &
Al I et 5 40, RO LA BB . Sun 555
T AR S ARSNONE R PR I, B 2 I
W BRI S B BRI 3R A B s

MR eSS THP-1  E R 2 i rh i 4 4 AR G
Jo IL-1B 73, BRZARHE NLRP3 R/ MATEAL .

Yin SEBOIERTEE 2R T75 1 H9c2 4HA A ih R
L BT B 25 AT 3 A ) e O O LA B R Y
NLRP3 ZME/MA, BET75S IL-1B. IL-4. URIRAE
[X]-¥--a. (tumor necrosis factor-o, TNF-0) 45 4 JiE [K]
TR, BASECCUMMRS. 7T, NLRP3
RIEMRFERT 2 OBt b b T s ZE AL, AT
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ZRh W5 S (nEtE% . TXNIP. HMGB1 & [ I
L) WS, HiEId Caspase-1 KR4I S
PNRE LT O LR -
22 BRSNS

B 7 AECHEREE R OCE A (0, NLRP3 %4
IR TG A P B R 5 3 (1 B I AR o R R R
FROMER o BEAERF R, BE 2= FECE B R 3=
BUR A AN SEE S SRR A 207, ARk R
PUNLRP3 J85E/MA KA SGEES S 5 T 128 5 5
P B8 2 ] E RSO B /NER R A0, SR O
LRI E AR ER, FHRE/DNE b 2™ E
P X S8, AT DAMPs B, 3E T S
NLRP3 RIE/MAE; UbAh, oA AU N,
WOE RIEAE S ImE, Tl /N A5 X ) 28 M
IR S AT A o3, B 2R B NI T I 1 Th e R
T o 2 [ o S 8 [ 5 35175 5 1 B KRB R b R
DL, B8 20EId 5 P AR 1 B 1 IRt FH 2E C W
IR AMEARE A 1 24 3-11 5 Beclin-1 fIFH
5, it NLRP3 4 E/MAE{L5 Caspase-1 [#11]]
F, BN EAATT o IS G OLR FH R 2 R 5 AL
AT PRTRA B A 1) 25 08 P B T 55 PH R UE K B, R BT
FERAET] R BB L 2 o Bk S O K R R TA B
BB T-1a, HEMERAERILIRN, HAEZ R
E AT L NLRP3 5 GSDMD )3k ; 2 pfleolse
25K E SRS NRK-52E 4 i 7 b
L, FEF 2 A S B NG E AT T, SRR
JfL AN A5 B A EE 1/2-NLRP3 {5 5@ %, S5
NLRP3. Caspase-1. IL-1B ZK %Kik Lif.
2.3 BFRES AN

BEAE AR, IR TR 2 B 87 2 2 PRI )
— RS E . DA AR, B R R
BUtIH R T Az B, TR S B ROR. KA 4
JRE TSR ey, H P4 NLRP3 28 5E /) MAk
R T o B 2R R B AR T AR, 1
TR 215 T2 B P 5 DX S A K B P4, AT
B NLRP3 48E /M » El-Dessouki ZE425 v 2614
KEEAL R I, [ 55 250 7 R B B S BT SR
P, BEMTEE NLRP3 J85E/MA, fHHAH 2 TNF-
o F1 NLRP3 & ARIAMEE LiE; Tan SEMITE [ E
FE IR RS At U 52 2L B
3 HZAIAE NLRP3 RIEE/NMEREMERSMHRN
i

4T NLRP3 #GE/AIMATERTEE R T EULIE. B

45 2 d8 B h I EE R OISR T
1208 I 1) 3 RO OO S R A BSOS )
H .
3.1 REMSHRCORSM

ImPRAF TR R, P8 RFFEE4E 2457 R B0 TR
P, FERINLEOEN MAEEZE K, O
FHRAERTE, A REH RN AT )
vl ARk, hEGRILEZA Sy BN SRR
TR R R ERT IR R 2RO IR T T R L
LR B St | | P e EL A P el 2 B LR 18
W, ARFZG @S] NLRP3 J8RE/MA JAH %
g, KIEPTaR &R QIR .
311 HHAETT XRETFEBI LRI H LS
BAFHRNE IO REA R BT, 2t
Fuld ig &R0 R TR & R 15 S RO NEE N
B, IR REGE DN RGO IEDIRE, IR O 4R K
A RLBOK S, BE AR 1 R 48 B R A B B
(neutrophil extracellular traps, NETs) f{JERL, Hibl
iz — 0% NLRP3/HMGBL/IL-1p 15 58K . it
FER UG T [ 2 R 15 1 ik A0 U /s BRUE
ST R, AIEGEE/ANRL DR, S8 hnC LR P A R
FERRUCAR IR FthE, Mo, JERER
RO AFH 2% NLRP3. ASC. Caspase-1. NF-«B.
IL-1B+ IL-18 B /KFs TS ISR s O e i 7
ERPRRA R 25 17550 I K B S RE R 8 3128
AR BOR S TT AU O EEREAR, it — P FEIC
TIIE N i i 84 K BT A& (N-terminal pro-brain
natriuretic peptide, NT-proBNP) 7K*f-. #%VA|“eld
AN FTR I, AR H R R 5 = 15 S 1
O MEEE M /N BB LA, BRI L I 37 UL TR B iy
(creatine kinase, CK) 7KF, JFilidi#=i% 1 E2
MK F 2 (nuclear factor E2 related factor 2, Nrf2)
R ODIVHLA G RiAR D e [RIBARSMI 5T RN, %
FEARH 7 Be i B/ SR AL HL-1 41 i 75— g /KT
B 2R A F A 224k, JF R NLRP3. GSDMD.
GSDMD-N K HEIA . 5KEVIF R INE LB TE
B 85 22175 5 A 1t o0 7 22 v /)N BRAR AT HOc2 4 i
TR ) R I 2 0 O UR P R . FEIRE
O 7/ NS AL A, 0 AT kAR M M O B /N B
B RIERMN, FBEARIE B BRIk (B-type
natriuretic peptide, BNP) 7K*F, JF LWL
NLRP3. ASC. Caspase-1 ] mMRNA #i&; 7E.L 140
R A, S0 IS 7T, BRARFLER
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Jii Z 85 (lactate dehydrogenase, LDH) #&jf, HA%
PR — 23] NLRP3 #JE/MARITE4L . Chen
S BOVPE SR FH B e HE A L2 16 97 Bl 85 22 5 3 1
AEEE KBRS Y A2 HOC2 4 45 (3 A5 20 th W 42 1) 2%
BURAVER, 207 AMXAT AR LTS CK K, B
HIc2 4 I RIAREE ), b3t — L] NLRP3.
IL-1p A1 IL-18 F 5 A&k

BT Z T UESE, T2 E T e R =15 F 1)
O 2 P A5 Y v L AR O LR S E . 3
h, SRR O REREIE IS IH] NLRP3/HMGBI1/IL-1pB
HhIF> NETs TEROKIEVER s 2R H iz )
I Nrf2 18 R R DIRE, FEHH] NLRP3 /7
FET kO T SR EMTT . B MR
BN B e 2R #E NLRP3/Caspase-1/IL-
1B/IL-18 (554 Hr, BLu5HEER TG
AU EEFN ] NLRP3 18, 38 3= AR A0 N 2
H BRSO AR 54
312 AR FAKRZHERZ M T KR
BB —RRARZ A, bR EPIg iR
B, oK Z BT R 2 2R 15 1 O B R AP R
Mo fEERRNSIRY, FOKZHE AT/ L I 2R
JRERSEH, PRRIMIE R AR EIL LN (aspartate
aminotransferase, AST). LDH & CK fi&f#, i
O WL PR R T IL-10 3RIE; fEARSMSELG 1,
TR Z PERERS B E T HOC2 dif b AT rid
EMENE (catalase, CAT). A H Ik S5EE MY
1Ll (superoxide dismutase, SOD) 3G, RN [
RAFER T TNF-o Al IL-6 [I7K°F; Bhah, fERN
RSN SES Y, K 22 BESAHIE SERERE A NLRP3 5
Cleaved Caspase-1 ) HFRiL. M+ 22 MNH2
Bt R R B 1) 2 SRR RS, Xiong ZEBARE T
RIAERT 8 R 15 S RO IR/ RS, T2
B fE s O IR DA, BRI LI VLR W I [F) T il
(creatine kinase-myocardial band, CK-MB) & Al
NT-proBNP 7K, Jf R NLRP3. ASC %K
re BAKRZHES -T2 i i NLRP3 5%
FEIMATE IR B B 2 DR BRI . AR AR AT
A fE 35 N NLRP3. Caspase-1 &t %
15, FHED IL-1B 1L-18 S R KT B8, AT ek
O bR ED 5 O DI RE
313 BRSOy AT i A5
NLRP3 #AE/IMAIRAR R B 3R O IEFEVE . 22 Bk 2
B ) 32 B R Ry, Wei S5B2R 5T R T

G e R AT AN E] NOX/iE M U/NLRP3 {5 5l
B, S D R B 2R 3 IO I R SRS AR i
AL LA AR o R Co A7, Ao B /DN B
BRI 0. mE O & [ T Ccardiac
troponin T, ¢TnT) Al LDH /KPR &A%, [F 1
IE AR WL 71, /> A N TS I SR A B I
] NLRP3 k1A, A2 —Fi R+
IR S, BA DA, HrRBIEE
H, Sun SEBSIR 7 I — S Mg 2= REAT R 25 2 15 5
(RO I B 11K BRI Co UL ES A 5 D e AR B s, 2
FebZEDREREAT, AR ONAH SR AT, HpL
F A RE RS VIEREE M EE 1 Csilent
information regulator 1, SIRT1 ) i &% #t iy 47 #1
NLRP3 % 1t /IMA TS « AR B 2 S ARAE H 1 o0 it
sl E IRy, BT RAE . MR TSI
EVFEDRE, Zou SECIRIE T R AR R B HE O Fil
BARBFOMEEEDBOIEDIRE, FEAKMIE
LDH. CK-MB /K~F-, HAE B W] 5E 5 o I iR
LA ¥ EE (adenosine monophosphate activated
protein kinase, AMPK) /SIRT3/Nrf2 A K,
AL ZH NLRP3. Caspase-1 Al GSDMD H]
MRNA ik, Ml FHEOUAn A T3t RE . FUEAb
Ty & MR 22 @ F ) R SR U — R oR B 3= 2564

AE KM S5 N [ 55 25 15 31 HOc2 2 i {5 234 v
IR I JELAR P w3 ik 5 A R A [R] (AL )k 4E
CEGRIER . H4h, Huang 2558178 [ 25 K355 S 11
HO9c2 4 ffu s R B, FE AN fed e T~ i
TXNIP K& #H] NLRP3 5 M/ MARIEOE,  AIfi Ok
OO . BEEF F A — i A B o 2 B )
FGr, R e O T R AR R B2 2R 175 5 1 /N BRUC 2
R [ AR 28 A, 250 FR A Al e 0 Nrf2/ 21 2
‘A -1 (heme oxygenase-1, HO-1) 155 @, #iH]
NLRP3 % P/ MARIZH3E 554k, FHIBr Caspase-1 K
AT IERT, BEMREAR IL-18 A1 IL-18 fRIE
AP, HAMEERTHEE SOD. At H ik
TP D T S B R A s i A0
(PRI T — PR B, 25 FE e | NLRP3 48
SiE /MRS 5 ) 48 A T ek A% B 5 2R 15 3 10 LA
Mt BRBEER S — PR R IE A R ) s 2
AV, Hu SEBUE AR Wi 5 R, 2 BA S
T RS A ARBL 0 IE R T A AT a3 Nrf2/
HO-1 {5 S8 B 40| NLRP3 %8 fiE /MR IEL, FE 8
FRRAREAR OIS LDH, CK-MB Fl cTnT /K
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Vo RS RBRAE 9 M LA FERALLAE i SR ECH )
W= EY, HAPRMPUE SN, 0
L0200} 57 R IRLE R 85 2515 5 1) HOC2 4 M b {155 2
, AAFEFIERP RRTHE R, BIPRKGE
RS FT, IR A P T AR R, BRI
LDH Bk F, FEB#fk NLRP3. ASC. Caspase-1
ST R /Ko BRET #3542 — i B 24 F 4 Y
(RIPRIR 77 &L 3 A e sy, BAPURE. Pk, P
o D ECRAP AR 2 OR3P S5 A FIIS], - Zhang <5644}
Tt IILNKCHI #2200 il 8% 2215 5 1R 0o A 23 1/ B
AR ER S T B Co I 25 /N BRI o i 2
IR O NEZH SO B 2284, BRI IMTE LDH. AST A
CK-MB 7KF-, HALHIZ — & #4015 NLRP3 %8 i
IMAEAL, B3 T GSDMD. ASC 25 £ 1 4
B M IL-1B+ IL-18 5 J8REK 7 1) mRNA KA.
RAEERMIH NEEP ARG 2 —,
FNGECV TR I, FERRF 25 75 (0o I B34k /)N BRUAE
A J% H9c2 ZHAE A s rhr,  EE R A IR AT I 2 A
D RE, EARRI B O I BN B JUE S5 1
RS AR BRSO RS, b
PIEHEA S &, MHI40EHN NLRP3 R A RIL, HH M
fik Caspase-1/7-Z 2 2 D M FHYE U4 LE
Bl T ORBRAE — MM SRS B AR S P RO
W K e S O 78 R T 2R R e L BT 55 R 15 3 1)
O LA /N R0 Th e AR R A FR bR, 5RO L
YHHE 71, B2 —2 B E M NLRP3 JOE/MA
(IS . AR I R R T HRRL. 0 S A A
Yy, HAREL. iEE. ASEMH.
Maayah 5 7VRMF 7T 3 B 1 22 7 I A o /) BRUBAT 25 3%
75 5 00 B3840 AR e vk e i R S D LS, L
AR I A O U T80 S5 R I ) I 47 44, PRt
& IL-1B. IL-1a F1 IL-18 HIS &, JOF4H R
NLRP3 5 IL-18 f] mRNA #%3/KF. KR M2
TR ZE PRI R IR Z I TG VE R, T R keIt
TR R H FHOOD RSN R, 45
AN R BE 25 35 2 T T nT B S o5t o0 UL 2 45 L 45
¥y, BEMKIME CK. AST & LDH 3, FEF RO
M B 4k EIR-2 M X EH (B-cell
lymphoma-2-associated X protein, Bax). NLRP3.
Caspase-1. 1L-18 Fl Beclin-1 [y %L, HALH]
AlRES R4S NLRP3 JOE/MAIEEEA G, R
FELL SR A i B R LR Ry 2 —, B
IS S5 EOVHIF 5 i I AE R 5 3R 15 3 1) 40 JOE 5 12 /) BRUBE

RUrh, S50 OR T A8 22 fiff K] 5 2R T 3500 o JUE 22 44 A
O INREIs, FRARCNLZE S Lo AR 7 — AR X 25
EAEMEEKT, 35N IL-1B. NLRP3 K Caspase-
1p20 B FARXS A & 7E H9c2 4 it v,
ZLs R R IG5 HOC2 AHARYE /7,  EIRSHM P Rt
HEAH A KK 7 2 (fibroblast growth factor 2, FGF2)
ik . WAMEH T RITGI D I a2 8 2 aE
HH 24 B4 00T T ] NLRP3 8 E/IMA A S (10 UL
AR TR SGERT R 5 1 O NE R

R FCAE ST, o2 A R A R e I )
NLRP3  %hE/AMATE 7 6 Bl 55 2% BT 500 I 2314 77 THi
BHRGER. &2k, RIP RSN EE
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B ZEE RS IR R A S E BT .
32 BEMERESEM

B8 RAE N —Fh A b 254, H B2
S MEAH, AR R A P A TS PR AT S S R
RSN, e ARG . X P — R
B NERIE IR EE M BEER . R AR, JREERE R /)
BRAEAL . [T, R B AR O A i R
PG /NE R T SRR R A b i Rs, AT
HEAT I ThREREAS U2, STAER AT, NI/ BB AT
YL R A3 R N R 4R B U5 R R IA
NLRP3 #JE/MA. NLRP3 %AE/IMAi i 48 55 B Ak
G % A0 S AE S B AL JORE OB, 8B R gk
JE R PE AR o A 20 B 8 2 5 0 A A
WERYAER, Bk, PraEmismEiLm s, 75
A I B LA NLRP3 #0E/MARE L &
FERIPEA
321 W#HHETT (EM&EZRBK (adriamycin
nephropathy, AND H1, & 4HMIAE T & 4% Lo BEEA TS,
2= BB OV i g N P RS T 1 B P K R A
F/NEUE 2 MPCS 4H a5 5 ALIE S, B J7 ]
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s AN KRB I BRI, ARG R 1 [R5 %6
RELH MR S A 4R, I N E 4 ZF Bax.
NLRP3. Caspase-1. GSDMD. IL-18 } TNF-o 21
Fik; TEARSN MPCS A scitdr, BE'E 7 ReRe k2
Y MR TR AR T A, Ff 4 Bax.NLRP3.GSDMD
(R ER I ERIE s XIS IOV 7 i ILAE B 85 25 5 3 11
AN KEBR R, 2 FRKE T Gz &k 5z
Bynr s SR ERAL G, PR IS R K, I
PR 2020 7R NLRP3. IL-1B B FAFRIE, HALHI AT AE
5 R B 41 20 NLRP3/Caspase-1/1L-1p il #1153 |
] JE A S N, AT LR B 1t Fe A O o 35 S &)
W9 R IR FH AN BV A2 R 7 RS IR JB A TR YT v]
BERRCERE M AN KRR EEKE &5
HEZINLRP3 RIA, ATl I s B4 1

gr b, fE ANBERIR, BT 7. . Ja
P B AN I A USR5 o 24 1) 770 25 el o )
NLRP3 JAE/IMACHE 26 A B R34 FH o B8 'S 5 7
A N A RS R 35 E S Bax. NLRP3 . GSDMD 45
RARE, FBEATS5ET; BRnS ks
i#3d N NLRP3/Caspase-1/IL-1p 38 #0655 IE 28
hE 5 A HNEIE RS R DTG IR JE A T 25
FRAR R A M B 42 NLRP3 %Kik, LR IELE AN
AR .
322 WHARREY)  EZEL TN A B
HRER ) — RIS AP SRR, AR R lelE i
RPN, TS AT e 2 R B B R 15 T
WS, RINREFKFRE. BN RIRE
SERIME B A0 R A AR MR I vk, R
B g NLRP3 it fERIA; RS SRi i —
SRS, PSS A A SRR A i, A
NLRP3 /% Caspase-1 [ H ik . Tk FREE0@ T
VRREEIR O NRE A e . e, £
Wi 2H B R K R A, SR AL BT 8 R 55 B /K i
MFE LS. BEARER BN, & TPl A E 2 K
RS K BRI WUEF AR 2R UK BRARE D2 41
BIRe i E H AR EEUKT, FE NI ER
Caspase-3 J& NLRP3 #fE/IMARIFRIE. AL RE
Y, 32 T S R S 22 M 43 AR S AT gk
BREFERFEFOERMG, RICAERIREA . DE
FRFRR, BE'E/NEEM, HAEHS5H0H NLRP3
EASEEP
323 WHREEG FERRRLMTIZAET
R RN IR EY), Wu SFEORE TR

D, FRRAERTE R T 0 AN /N AR S b I
RENE RS IER, BRIV EIEH A
TN RS B S AN IS KT, R R B R
E1- AR AR €k PG D I E il
NLRP3 % JE/IMARE, F£ i Caspase-1 & Fif
RIERT IL-1B+ IL-6 F1 TNF-a [Rik . LHEE R
—FhRARI) 2K CIRIAAE D, 2T I 2 R A
LR EY O RIS 21, Tk B EUAT 5 R B
FER 35 2R 15 F 0 E /N AR A, SR ] e
B 2% 2 BTN B /N ERE S S AR T, BRI
Jikid E A YolE . SOD Al CAT 3ift:, FE4WH] IL-6. IL-
18. IL-1B TNF-a /& NLRP3 %5 & JEK F KA, M
A R R 85 25 5] B I A S o S
— PR EEA IR RA ST E NG, HitA
AAT 28 etk v] LTI 2 P (1) A . Patel 45062
WAL, TERTE RIS SRR,
SERR T TR AT B3 4] Nrf2/HO-1 38 K (15 5 0
YR SR FE R S AR A AR DGR R R, AT idE
IR SORE S AT AEA OB SESRPUEALRE 71, RIEXT
R 87 2% BT S0 B 4 AR 1R FH

gi b, sk s AT RS NLRP3 20E
IMEE IR R ECE E XA SIS S FRRE
AL, #H] NLRP3/Caspase-1/IL-1p il R 1515
PR 5 S0 R P S A i VS 4 A NLRP3 J2
2 98 IR F- 20K 5 B SRR 4% Nrf2/HO-1 3 %,
[0 4N JORE S 4P L SE N, 28R B i .
33 BEMNERMSMH

AR B 85 25 75 I I Hp R AR S eV PR
He B ARAE, AR — AR FE ] R = A B 1 )
A, X AT RIS AR . 0B R AT SRR 25 A
Ik IEE S 2 —, BAPUE. ik, Ui
JEEESZ TR, Wang B 7T KL R FRE
3 A B B 2 T 00 N RO 4 4
NLRP3. GSDMD-N A IL-1f 254 T- M5 E A%
A, NEIME S NER %N (alanine
aminotransferase, ALT). AST 1 LDH /K, M
RAEFFRELRY R o SRARIRASSIE 57 & IS8 A8 Xt o]
FRBIFMIRG D REA BERRPER, v
I NE2H 2V BOIRAS, PRAICIIE ALT. AST /& ALP
KF¥, FF T GSDMD-N. cleaved Caspase-1 #lI
NLRP3 H& F#RIA. Ak, Tan I —BUEsE |
KT T B 3 BT U R AR E T . B AR
DL, TEARPSEIGH, SREBESCEMERSES
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PE, MR AT I 23R A TR

2% I, NLRP3 7EF[ % R 53 2 88 B 8 At
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g e e 4 e 24 1 ) B B A L s iR A2
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