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patterns, DAMPs) sl 21 g P 5 3800 1415 5 G0k
Ja sl e BRI A IR AR IR a8 2 1 AL 45 Z-DNA
2t & 11 (Z-DNA binding protein 1, ZBP1) |
RIPK 1 DA S ZA RMARAGIRES , WL TR S, & 451
R & e AR T BT A R AR (A R Az AR 3

(nucleotide-binding domain leucine-rich repeat and

ZBP1-PANoptosome AIM2-PANoptosome

pyrin domain-containing receptor 3, NLRP3) . # ¥
R 45 5 RACGE A SRR Z /K 3 11 4 (nucleotide-
binding oligomerization domain-like receptor protein
4, NLRC4) . JRE KM= [N T 2 (absent in
melanoma 2, AIM2) . Pyrin, NLRC5, NLRPI2
e (E.

RIPK1-PANoptosome NLRP12-PANoptosome NLRC5-PANoptosome

AT

R ET

Fig.1 Molecular composition of PANoptosome
Bl SZAT/MERSFER
ZBPl: Z-DNAZFGHEFT; AIM2: BEFEHZ N T2; RIPKL: ZUAIEAENE B RIPK3: ZRMEIEHE F#3; NLRPI2:
AT S, & SE R LB Z R 11 12; NLRP3: BT IRLs & SE AL B Z IR B 11135 NLRCS: B RYS & SE RN Z IR A
5; ASC: P TZAHRIELUFE® F1 BT FADD: Fas AHOCIET-Z5H 3 13 MLKL: B G% RIMEELS M0 ; GSDMD: J§ & D;

GSDME: I Z&KE,

ZBP1 & —Ff dsDNAMLZ RS, 405 P/ A% R R
N Zo B IR Zal F1 Za2, VA — A2 AR BAE 2R
F [A] A0 B AE £ 5 (receptor interacting protein
homotypic interaction motif, RHIM) 54k, H
RHIM %5 #4380 ] T4 2 RIPK 1 Fl1 RIPK3, Zo2 454
OO TR R i B OGS Y, A, ZBPIR
B FLTR L () Tl (2 S A, ST Sz AT
HRZR AR 1175 12 P4 T2 AN ZBP1 I RIPKT, %R
TR R SR AR T BN R A O A A IR
2 BRILZ AN, 2R R MRS A T2
TP R EEAER . e sR A B 1 A
BT 98 B PO T R TR] , ATIM2 IR 544 JE R Pyrin AT
ZBP1, =35t 5 0 70 A OC B S R

(apoptosis-associated speck-like protein containing a

CARD, ASC) HHEAEHIE M AIM2iZ AT /MA
1 v T 2 £ i X AN 57 S
LE G DAMPs 12888 NLRP3, /51 ZBP1iE S
Bz T ', NLRP12 J2 I £ +PAMPs /- T 1912
8T 9 A 1 B ) o 400 i 5 A% Js ). NLRCS
TERR BT (f145 PAMPs/ I 21 25 F1 1M1 21 25 /4 i 5]
THAE) FERA FIREIZ T, NLRCS 5 NLRP12
Rz P T /MY 5y M B AE RS LA L sE -2 &
P70 R AL BRI A2 PR T /MAR B R B
PR HESy T4, HL 4 NLRP3, AIM2. NLRC4 Fi
Pyrin AJ/E R — AN KB Z 8 B E G ARG, 3K
Yz BRI R, T MERR Y
WA EG e G B, It oA BAE L)
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1.2 EALES

AT/ IMA B g UL B R S
i R - SO AR A S 2O A, AT
WSZ T, ASCMIFADD J& & fass A, 18
RO FSHER: LR, S 5EEZHTN
R Z PR/ IMAR AL B ) TRt 2 45 2 4 A () 25 S 7
GBI EAER, B A 2R A4 caspase I
15 L AE L5, (caspase activation and recruitment
domain, CARD) . %€ T- %543 (death domain,
DD) . AE T W 45 # 38 (death effector domain,
DED) . pyrin %5 #J3k (pyrin domain, PYD) Al
RHIM 25 #43, 1 CARD. DD, DED, PYD 4]
SEBHRRONAET Sk, R A T/
R DG ER Y (B 2),

ASC YE N RYEIRIERCAS R 1, FEZ T/
TREY 2 h R4 AR . ASC L& —1> PYD #ll
CARD, fff 55 % B} , ASC Yy CARD %5 4 1
(CARD™C) 5 ZBP1 f) RHIM2 £5 ¥4 38 (RHIM27*"
") Z I8 A9 B B CARDAC 5 caspase-1 B CARD %5

¥ 18, (CARD®™) & ZBP1 f) RHIMI1 % f4 15
(RHIM17") 5 RHIM27" 2 [a] A I B B 9, R
BOAERN 5, ZBP1 1] Geif i RHIM27%" F CARDA
Z [B) i S BUAH BAE FH R 55 ASC 1, ASC it H ] 74
S AR AR TSR 40 5 PYD B S MEARAL JRE ,
NLRP3, AIM2. Pyrin %, Ll & £ % CARD
caspase-1, T3 caspase-1 FZLRFNIHAL (5, BLAb,
caspase-8 [ DED2 £ #4 5 (DED2°*™) 5 ASC 1Y
PYD Z5#38 (PYD*) i F[Al—433Z, PYD™“n]
g i o 5 DED2™ 2 [8] 1Y S 78 A0 B VR A iF
caspase-8 A '°'. FADD J& i caspase-8 [ K5
Ehc#s 7. FADD [ DED £5#41% (DED™™) 5
caspase-8 ) DED1 %% #4 48 (DEDI*™) LI K&
DED24" St [i5] /£ F %F F i 15 caspase-8 JF % &
FL) . FADD /Y DD 45 #y3 (DD™™) i id 5
RIPK1 /% DD 25443 (DDM™') #H & /& F A T 48 5%
RIPK1 ['® 21 422 ASC 1 FADD 1E 5 1 i
BUas A, TEIZ P T/ IMAR A 20 ) AR v e 21 SR
M (E2).

T e W e

Fig.2 Combination mechanism of key molecular domains of AIM2-PANoptosome
E2 AIM2ZRET/IMEXES FEERNEASHLE
AIM2: BAAOZEJEERZ K F2; PYD: pyrinZ5fyis; ASC: PHT- MBS FEE AT ; CARD: caspaseli{ifi MIZE4E45Hyis; ZBP1: Z-DNAZEH
B RHIM: ZAAAMELEHEARRANEAEFSST ;. RIPK3: 2 EAEHE M3 RIPKL: 2R EAERE AL DD: JET-45

yi; DED: JET-RUN 454, ; FADD: Fas AHCHET 45 .
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1.3 XIS

IR/ IMA R RN B 38 BT T A Sk
Rz T HETZ P RIPK1/3, caspase-1/
6/8 j& FEM N EH . MR KB, RHIM 4 &
RIPK1 5 [a] £ & A RHIM 45 ¥4 58 i) RIPK3 #H B.1F
L, RS Rk % Y, RIPK1 5 RIPK3 A1 H.
YEFH, MIMETE RIPK3, RS B ALIR &1 2R
gER I AE R 15 (mixed lineage kinase domain-like
MLKL) ' . f# & fb 7 MLKL
(phosphorylated MLKL, p-MLKL) J&7Z 8 1= %
TEPRPEE A 2, R, ZBP1iR 55 RIPK3 A
I RO 7 L 4 RNA,  JF4% MLKL #1 RIPK 1
SEAEH| RIPK3 2, HAHLEE, FIFES A RHIM 1Y
RIPK1 #1 RIPK3 ] UL 5 % A RHIMI 1 RHIM2 /Y
ZBP1 #H B /E H, 42 #F ZBP1 iz ¥4 1= /MK 4
B 3220 Horft - RIPK 5 RIPK3 3% 43k 5 ZBP1
FHHEAER 27, RIPK1 FIRIPK3 76372 T B &
TR 20 H RIPKI A] R 1o 45 i AT AS 48 i
RIPK3 [ifsfe, SECAMIET - FARAE .

caspase X M A TEIH LT L T RIS e
AT A EEVEN . Hr, caspase-138 1 V) HTH
K Z D (Gasdermin D, GSDMD), 7EZi N [ 5E
PR NAL, FEUEIL-1p, IL-18 MEFIFENL, 5
T YA H A2 T B, caspase-8 V) #| T Uiif caspase-3 I
caspase-7, PARMATHIMLIAT ', caspase-8 AT LA
#| GSDMD #1{H }¢ £ E (Gasdermin E, GSDME)
R AETI™ ) I TV caspase-3 L BE H 5 V) #|
GSDME fil Z£5 1= 1, $ER SR AiMustT B2 i 43
FHDZBAEE R EFRE LY . caspase-1
caspase-8 VEMZ T/ MAR T T RERAS 512 1
PATR Z R A L ThBE B BRIt 2 4h, Wiz kB,
caspase-6 W JEVZ I8 T2 /IMA I — A G4 i1, 78
RIPK1 f71E 1 L, caspase-6 14 it RIPK3 5
ZBP1 AR E AR, MR #F ZBP1IZ T/ IMAZH
25, JEIRLE T caspase-6 Fi¥) 4% #4) Jak 5 RIPK3 fi%) 45 #4)
W2 BIfFERE A B AER, B caspase-6 [ N Jii
SEFIAN C s A5 Sk #T BE 5 RIPK3 19 N ity RHIM 45
PSR C 3 KINASE Z5 A AR AR, F R AN
E caspase-6 B2 517 T /IMAE L 2 e ik A H
Ve e

2, T /MR RN AT S R R
7, 37 caspase-3/7. GSDMD, GSDME, p-
MLKL DL F H A A5, B0 75 Fs A 1 240 L S
T Bl = 5ET . W sIesRMT- &R

protein,

JOFANRER; IEA0MIZET, T2 08 T/ VA B O B
1o N Dt o S T A R Y

2 ZEATHSFEEFX

21 FHHFETEFL (IRF1)

T2 3 B S e, X sl g rh
(B AV E S FZ T T 6. HEe
Z M TP E M AT KN F 1 (interferon regulatory
factor 1, IRF1) &R 451 NIz 08 T/ 1 iE
P I IRF1 7E45 W 98 AH 5 1) [ A ek 7 v
Wz T ML b M SR BE B F -«
(tumor necrosis factor- o, TNF-o) Fl 1+ 3 & -y
(interferon-y, IFN-vy) JE &+ #i, fih & IRF1/
caspase-8/FADD i/ Sz i 1= . HAKIM &,
TNF-o Fl IFN-=y 75 Janus B/ 5 5 5 R 580
i A (Janus kinase /signal transducer and activator
of transcription, JAK/STAT) il % , % il #% i o
IRF1 G336 F (55 )0 IRF1Z—FpiE st N+,
AL DL ] g 051 S B — S L A A B (inducible
nitric oxide synthase, iNOS) M3 [ Nos2 323k,
M= —4 AL A (nitric oxide, NO) Hefil &z 4
T, IRFIFEP R o325 1l Nos2 MINO, ] LIfi
Frampf e TAE T 0 SR, AR A AT
AN NO A IRF1, 3% B85 )5 1 nl BEAF
FEAN MO T s Y Fp R S e 22 5 Y eAh, 2
WF5CUE B, IRF1 2 5 ZBP1, AIM2, RIPKI,
NLRP12 2 Ji T=/IMA G Az T 40, R,
#1A) IRF 1 AT RER IR Z 0 T R
22 HLERKETFRAIEMEE (TAKL)

AL tE K F B TS UG 1 (transforming
growth factor beta-activated kinase 1, TAK1) J&
s AIMAET . SAE AR A A% L 5 A
o M T TAKL ESREE Y EZNE, 1529 b iR
H TAK1#il7%] (TAK1 inhibitors, TAK1i). fil40,
AL PN IR AR B EAL A2 T TAK L R IG R BER
YopJ ', AR MR, 15 3 C 43k 1k 2 e 92 5
TAK1 A0, Al g 24125 RIPK1Z JAT/IMA, fil %
LTS " TAK P RIPK LA AR Ak f2: BT 4
ToRSCHE 0 Ak, 4 TAKIL RTER, WA Y)A
gy n] LAGE I RIPK 386 1, i i RIPK3-MLKL
AR IK Sz T 2 E A W T A AE T Y
CRISPR i 45 R, #i& T TAK1i 5S40 EsET
WA F, AL$E RIPKI AYVE ST K 12 BB X 455
HHE

(polypyrimidine tract-binding protein 1,
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PTBP1) FIRAVERI (5 —F &4 PTB 450381 &
%), RAVERI BH K RIPK T 3 DX A 2 £ 5 422
S PR Bl 2k T 0046 TAK 1 75 5 19 RIPK 1 A S 19 %
PERIG AL Rz JH T A, EEHBEIRE 6
(protein phosphatase 6, PP6) 4 i/t /& TAK1i
BT R R
2.3 {EFTF RNAL1 WP ERISEE (ADAR1)

fE H F RNAL ¥ Bf H i & B (adenosine
deaminase acting on RNA 1, ADARI1) #l1ZBP1 /&
A PR S Za S5 MBI E AR, Za
SN DL Z IR SR G . ADARL A
() RNA 4 S H:5 1 B0V EFRE S, 1M ZBP1 A
(1) A 8 IO 25 6 i = ke J e R i 1) B A
ADARI FH 1k N 5 4 Z- 2 3 dsRNA Joff (Z-form
dsRNA element, Z-RNA) i1, ADARI 1L af
RAF T Z-RNA FLE I Z-RNA 5B 4% ZBP1 (134
W, & S BURIPK3 /v 5 09 1 7 MR B8
ADARI i 1 Fl RIPK3 55 4+ 1445 & ZBP1 (1Y Zo 4514
B, K BR#| ZBP1-RIPK3 AH T /F FH, A 41 il
ZBP1 A Sz 1=, T Hl ADARI-ZBP1 A H.1E
., TLMESE ZBP1 A0z T 0 eAh, e
55 W, ADARI-P150i# i 55 ZBP1 32 P45 &
Z-RNA, 7E-LHUEBEAE RIS 072 08 7 4 5E R
ADARI #6745 - L1 (adenosine-to-inosine,
A-to-1) RNA Zafn] 8z a1 >0, SR, (615
TR, BRI — R R R AN A
FEI AT ZRIBED A-to-1 Zi4E, H T ADARTEKZ
BEFL Y RETTEAEAE, BRUILEN T Rk T
AE 2 P ECH A AT BEX IE H AW L P2 A G miR i
EHBEMEAERS S Wk, JF &2 \ZENEE
ADAR [Mi A 25 ik ADAR BVAY7 7, HA W
S A

Zi BTk, IRF1, TAK1. ADARI S i ocsd
SrFRIVE R G, Vs T B
YERT, $EIZSF I R B S —FMEA R AR 5T
14 SR

3 ZETHhHEmERNER

SR AR BT, LRk
Ak [ 15 S 2 4 K /& DNA  (mitochondrial DNA,
mtDNA ) B il A1 26k AR 75 1 4028 (mitochondrial
ROS, mtROS) FHE, ZiFF0Z T S5 P
E. — 1, mtDNA ERIRGPIE RGN A 4 sh
# o, ¥ GMP-AMP & fiff (cyclic GMP-AMP

synthase, cGAS) -T#fZ FEH ¥ 5% (stimulator
of interferon genes, STING) {554 mtDNA
(4 5 B DNA /2 s ™. F9E R B, 0 cGAS-
STING 38 #% , MRz 38 T2 A0 5C A 4 M sE 1
ZBP1 " i€ mtDNA, JHfif1 5 ¢cGAS. RIPK1 Al
RIPK3 {4 4 i 5t 52 45 PR i A%, MU 8% cGAS-
STING &8 . Zebiii i 51 Lk B bR
B, B mtDNA ¥ TG ZBP1 /- Rz A 1
BEAh, AIM2 AT LU mDNA, i ifF ATM2 {2 4
T/MERIIE R, W& Z T . mtDNA {22k
L 20 B At 7B B B (neutrophil extracellular traps,
NETs) JE, Rk AIM2 AJ 31 B NETs 175 5 (472 14
T2 5", H—Jr 1, mtROSFETZ T rh i HAG %L
YEH . BHE R, 2T/ MR SRt e, H
1 mtDNA 9% k. Z I TR LR Y B L F
i ] A% 3 Al mtROS PR, I 4fi i 306 ) A% 36 A7 =
) mtDNA b, FTRApHRZ T B8 [IRERy, 58
BUE, mtROSZ 5 TIZMT/IMAR AL, Wk
mtROS W W E Mz P8 17 2 P87 AL 3T wih
genbL R T, AT DADRES A RE O AL I
TR AN, REEFAHCHE 1 (dynamin-
related protein 1, DRP1) 4RI RIIRS]) S22 70
Z 5E IR M B 2 4z i Y e
gk g RAEA 0] UL Drpl 475 B9 LR AR 43 24 0
ZBPURES R b e Az T, LR
T IR 4y 2438 i ZBP 1 1E Cys327 {3 5 3 54k
M5 S mtROS 774, Bz M " ERE
B, GORATEC A Y Th BA EEAEH]
PR] I ) S AR G2 A 2 A T — IR O LS
VT -

W E AN R I BTA R, T LA KRBR &
B G P B N R RS A AT A A B )
N A RN, 2 O mE AR A3 SR i A
(malate dehydrogenase 1, MDH1) FlRFrE R A
fiff (isocitrate dehydrogenase 1, IDH1) 1] fjiH &
JH B A Rz AT, ML T R 2 3 o A 5 o iz 35

IR . SR BN T AR rp ]
RERFEEEAEN, HSH PR

VBV 1T AR AA I DAL R R AT, I i
TN, PRI E U EHAF OCARE A 1 2A  (lysosomal-
associated membrane protein 2A, LAMP2A), #£:
TG LAMP2A -V BRI A2 10 S5 8 S B0 i P4 v s
AL REEIA , 1R T s A 28 AT 1
WEF R, BR800 )5 FADD, RIPK3 il
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MLKL [, RAERHARES 52T
4 ZRATECLERRHHIER

o LA G 2 e TR B H A B A
PCD 7i.0x L8P0 o BAT AR 7 SRR
LefEOL T, B F B — R AR AL TR AR AN RE IR

i omERsRZET

i EHBKSRREREL

B NIRRT TRICR [0 ORI T 2R TR
AR MU AR Z R, 37RO U
W REAF A — N IR IR PE R 45 17 iz AT AR
— BT K LR A MAE TR, BRI TR T T
FRFEPEIAT, IR T A EsE TR 2 4 AG
Jrb M SRR AUET R (E3).

e
Jic

B

»
OIRI/BEHAME OIS s
) -
ﬁ ﬁ l |
| '
OEESS Y

L BOEKREWONG  IRSEESOOIGE OESMHRE |

IEEBKE  MEFBMEIIRE

Fig.3 Application of PANoptosis in cardiovascular disease

=3

10 AR KRR

O WUBR I/ (VR) i)
L LSk I/ F5-#E 7 (ischemia /reperfusion, I/R)
(-2 o (IR SN BRI L S5 -iN SIINIREZ
RFORE, T O WL vk fb 7 7 6 e 1) A PR
I 9 0 )57 1| Y| B 91 WA e SR 1| LN Y2
B, FEURME A, 2T /MR R A
& caspase-8. caspase-3., NLRP3, caspase-1,
GSDMD. RIPKI. RIPK3 #l MLKL 1) # ik 7K - i
L, RUIEVR IR &4 Tz, Hip
caspase-8 J& I O LR AEZ 6 1 (1) S BER) U T
T AN, EERT /R AR L LB I > e 4
211 mRNA ¥ 5301 & B ZBP1 55 21~ 24 5 ek 3%
M. ZBP1 i #E 2 ik (Ad-Zbpl) #5 4 KRS .
CNUVEEFETRAREG N, WA SR BRI A &, IR

4.1
4.1.1

2T TR I E R R R

OB E TR, [FIRER, FEIRSMSER H Ad-Zbpl
T e BN T LA R SR T A . ZBP1 S
FADD. RIPK3 A1 HAEH T3 cleaved-caspase-1, N-
GSDMD. p-MLKL %45 25 1 2. 3 F, A fik
RAIR FR LA & Bz T, $R/RTE UR i 7%
H ZBP1 /- Sz T R R AR Y
4.1.2 LNUAESE

O WU ZE—Fof ™ 5 0o ML e, HAA B 2L
FEARRNESR S, HAMEZRH RSk i, #1=5F
DA A RRE FRY T, S FECO NI IEAE
T- o SORLARFNAAE AE O WU AE 2o 8 v k4 B 224
FH R ENZRLAR Ty fE B A A A AT 5 Rz
P, FORTEDNUEIE L B AT ez i T Bt
FEM, SHYE FIRRFLZ OISR,
br & #  (NLRP3/cleaved-caspase-1/N-GSDMD)
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JAT-Fr&¥ (cleaved-caspase-3) FIIRFEVEN TR
% (p-RIPK1/p-RIPK3/p-MLKL) .2 i,
ilill NLRP3/caspase-3/ RIPK 1 415 A2 8 118 #% 7] DA
WO USSR S R O L 7 7
413 OISR

O I35 B H A2 A A5 A LT RE
S | BPIEIR AR I 8 WA R RS G AL, B
RAATLONRGAR A ARIIRI, FUEHKE. 5N
GEO (Gene Expression Omnibus) 45 22 4 fh 2L
N vy A 0 00 25O WURE AR 1) 2 PR 20 25
R GAR A AL, TR nZe0 % O RA
Wz P T R, X R W A T A) B 50 A
K, JrHTAHIE RNA S5 5 8 PR R iy 0k 22 S e
R AP RAE R Sz TR G . IR S
PR, TR0y, ZRT RESEEN, SR
HRHE L PR O vh A AR E RS i — 2P AT 90k
BE 7,
414 FCLERFEC IR

£SO e S i RN K7 S iR g e TN | R
i 05 AT R AR 1 BE PR R B B . WRORLBE A H
(desmoplakin, DSP) fE{tF ki bR R 1T, 4547
LT i (] 22 20 B SR I 24 DA R U T 246 3 4 ik
o T DSP kR 9 AR 5 R A B O AR AR O LA
HORVRRAE g SO ORI RERE AT . O LEF4EAL |
R AET- MO R, BOPR S R BE 2 F1 0 0L
Jog T RS R I, AE DSP SERE YO LA
T AR FAFER T A CHR Y (caspase-3 .
caspase-8) . IRFEME A T-AH AR E Y (RIPKI
RIPK3, MLKL) FI#ET-AH X5 &4 (GSDMD.
ASC) 3hn, H7EDSPELFEM.COES,  ZBP1 £k
B2 B e Ah, BT R A il B-catenin X A
RIGERE OV A £, HAE 2Nz oo R Y
MppIET: 7, Bz, R THERUO ERE RO L
i A EH AR 7
4.1.5 JREERES .0 U

WREEIE TS S A O WU J2 MEREAE A T AChE , AR
TERZE WA SRR, B SA A O EE
U ) AE F TR N MREEE T B i P XU
AUEHE RN 5 X7 52 A T AF TR R ™,
WAL, TG AT R A AT LADsU e e e O LA
B3, WP ARRZ A T 5 R AE S S 1. WU B AH
ORME B TG TR EERE 5 00 LA TR ST
SRR, NIASZ I TSGR, BAT O LR
VEFIFAM I 1 S PR 7R ik, AL 2 1 41

ZBP1 5[ Rz T ™,
4.1.6 CEFEVERG

F[%5 2 (doxorubicin, DOX) J&=—FhA R
IHARSTF YU 25, (B AT 5 RO ILES A AR R
JEThREkErs, 2 FEERT TR AN FE L0 T
Wy, HAE M Ao e s E IR G T DOX 1
I RN 154 Sk (4451 0155 S 0 JUL 4 R BE T2
INH R DOX D EREME I B 24k %, FUN14 2543k
f1 % 4 H 1 (FUN14 domain containing 1,
FUNDC1) 2 FhbifABE T, 2 54hk5e %%
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Abstract PANoptosis is a form of programmed cell death that integrates features of pyroptosis, apoptosis, and
necroptosis. The core mechanism underlying PANoptosis involves the assembly and activation of the
PANoptosome, a multi-protein complex. This process is regulated by key upstream molecules such as interferon
regulatory factor 1 (IRF1), transforming growth factor beta-activated kinase 1 (TAK1), and adenosine deaminase
acting on RNA 1 (ADARI1), and is influenced by various organelle functions. Targeting the regulatory
mechanisms of PANoptosis represents a promising therapeutic approach for modulating this form of cell death.
Inflammation is known to play a pivotal role in cardiovascular diseases. Given the highly pro-inflammatory
nature of PANoptosis, investigating its contribution to cardiovascular pathophysiology is of great importance.
This review summarizes the existing evidence on PANoptosis in cardiovascular diseases, including myocardial
ischemia/reperfusion injury, myocardial infarction, heart failure, arrhythmogenic cardiomyopathy, sepsis-induced
cardiomyopathy, cardiotoxic injury, atherosclerosis, abdominal aortic aneurysm, thoracic aortic aneurysm and
dissection, and vascular toxic injury. Understanding the role of PANoptosis in these conditions is crucial for

advancing clinical knowledge and developing therapeutic strategies for cardiovascular disease pathophysiology.
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