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[Abstract] Cellular death in the body can occur through different processes, including apoptosis, pyroptosis and necrotic
apoptosis, etc. PANoptosis is a newly discovered form of inflammatory cell death in recent years. It can be triggered by various
stimulating factors and integrates multiple components that can induce cell death to assemble into various types of macromolecular
complexes-PANoptosome, which then mediates cell death. Given the impact of PANoptosis on the entire disease spectrum,
promoting or inhibiting its occurrence process may prevent the development of various diseases. The review summarizes the research
progress on the occurrence mechanism of PANoptosis and its role in some diseases, and explores the crosstalk among multiple
programmed cell death pathways, aiming to provide new ideas for the treatment of related diseases.
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I S s o] i [R) B B e BUAH BAE T, dE—20
AR PCDPATE AW . H, fETod REE/IMES
T, HAFIERAE R TP bR & Emﬁ—l(caspase—l s
CASP-1) KA PEFL . 41 i 24 Mgt RN 9 0 N 258 9 R 5
WIEPEPAT- G 2R AR A OC, EZ 2R E
YE FH & 1 Pl 3(receptor-interacting protein kinase 3,
RIPK3) A5, JLAFAE 2 20 A i Ak A IR JA T
BT g 2 — A0 T 0 A Sl s A 1 A L P T U =X
S DLUR TR Y R R AE B CASP K B8 1 AE R OIE
UN

REAEIA, 4 i A [RS8 T 07 =0 e |
FE I E TS 3& R HOM B Ik 57 o SR, 2016 4R
Kesavardhana %2[6] KPR, ORI RO B (influenza A
virus, IAV)[ PR I NP, PB1 1454 4 Z-DNA 45
HHEA 1(Z-DNA binding protein 1, ZBP1), e 9 &
Pyrin %5 }4 35 NOD # & 11 3(NLRP3) & M /MA T AL,
-3 i RIPK1-RIPK3-CASPS il 4 3 [ firh % /N B i
J5 P B 40 B (bone marrow-derived macrophages,
BMDM) T SRFEPEIH TR T S, AHCHESE
Bon, AR FIET 0 A AR R A HR AL S
PR, HIURSET O ] 70 SR bE rh A,
EESHM, T T LR, LR L
AFaZs. 20194F, Malireddi 275X Fh &2 24 (0 41 i AL
T 8 P A =Xy 44 O 12 P8 T (pyroptosis-apoptosis-
necroptosis, PANoptosis)o 12 ] T2 & —Ff = &
PRSP B AR P AR A AT TR AR, IR A
AT WTRIRIER) FE T, Z Tk
AEFEEZ-FMEZEm RS FHEAEY —
PANoptosome IR, HEZH R A PR A A B A7 fik
HEM R 22 YR & 3FET T ny %
PR, PR ShAEAET, B IR AR AR 5T
e = (pathogen—associated molecular pattern, PAMP)
1 A8 5 4> F 8L 3 (damage-associated molecular
pattern, DAMP)Q,E\:@JEB@ HE. PANoptosis FE
T 2R, IR . WS REBN .
SRR IR DL S SR T S S e R AR S, T
P v OB 231 ROV AT RE 2 RSB IR TP L
2= PEL PANoptosis I AL By AR TR 5 9% T 1
YEFWFIE St SR INT .

1 PANoptosis B %& AL

1.1 JE i PANoptosome & 54  PANoptosis & 1Y
YIAET i AE, 4128 IE B PANoptosome & H ¥ J& 5
MZ AR SCHE . SR, R B —Fh
A T 45 R el 2 1) 4 () R AR B A B 22 ML B
&, Samir %[Sjﬁﬁﬁ/%,bﬁﬁﬁ}*ﬁT PANoptosome ZH
e 1 Wi B nl BE 2> T LI o LI AE IR &2 PAMP Al
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DAMP AH AT i 13 AN [R5 52 5 A DG 1 [
TMHBIE L EAE G, IFh RIE ML s
FEh, 5 A S A T G BE R
(apoptosis associated speck like protein containing a
CARD, ASC) 45k 70 T-AH G HE f bR 2 I AH AL
YERT, Jhlm A E AR 0 M £ T [CASP-1 R L2 1
Gasdermin D(GSDMD)] . AT (CASP-3/7) FIIRFE: I
T- [RIPK3 R A i 2R 3 il 25 #4350 FE 25 H (protein
mixed lineage kinase domain like paeudo kinase, MLKL)]
(T Ui AR ML AE T8O T RBOE D SRR RN, 24y
FE A Y0135 Z-DNA 254 5 11 1(ZBP1) PANoptosome
{4, Z I Bt = [H T 2(absent in melanoma 2, AIM2)
PANoptosome . RIPKI1 PANoptosome ’%’:‘»[“]; ,ﬁ\:?f':f *’LJ 5
RAEMMEIRL, AF 3 DHM: SRS
HEREAE TR0 I B (P45 1) BB AR R0 28 sl kA
#% o M= 514 i PANoptosome & A 14 1 J8 37 2% & 1
A1 35 & PYRIN 25 K4 35 ) NOD #¥ 52 14 5 J& (NLRP) |
NLR % i CARD(NLRC) . AIM2 fll ZBP1 %5 ; 44t
[ 38 P #5076 ASC, Fas b T 45 14 5UAH ¢ 8 1 (Fas
associated death domain protein, FADD)%§; %0 £ H
£14f CASP-8, CASP-1, CASP-3. CASP-6, 32 {AAH
B AE M & E R 8RB AE ] JE Y (RIP homotypic
interaction motif, RHIM)Z%#J 1 i) RIPK3 . FLIE WiiE
F Gasdermin D, Gasdermin E, MLKL 2113 SR,
TXEZH B A3 ZTE AR A X Y, A AR AN [m] 17 BE A5
HWRT, HEARENENOAR, fl, KIE
PR T LA P M 9 RIPKL 38 S A A 8500 43
T AR A A KR - B S PO 1 (transforming
growth factor-B-activated kinase-1, TAK1) k[ 4 figH
NLRP3 4P/ INMAHT F14H M BE T 75 2T T P 1Y)
RIPK1 (32 28 D)6, #2758 RIPK1 b 1] f8 78 4 B2 3k K
FU4, Xt /& PANoptosis & 4% HXE LA 5T 14 Ji R 2
—o B, AR LLSCHKR 1 J7 RN [F] Y PAMP
B¢ DAMP, M\ [Ty 3 3 3 P5C v 45 440 S8 ) ) 8 s S R AH
HAEHE 3 PANoptosome MR, THERIF 38R,
R T BT MAETEE T 3 A T IR AR Y
KT IR = 5 PANoptosis [ 15, I e &8 1
AN e B PR AR A0 245 ) 2 0GR A A T L Tk
IFEPEP T (K 1) -

1.2 PANoptosis [ 55+

1.2.1 ZBP1 ZBP1LFRN DNAMRHE T4 81
F I 77 (DAT) 8%, DLM-1, & 3 88 4% {4 NLRP3
RAME/INMABL TS F PANoptosis 1Y K HE/ it . ZBP1 7EN
AL E A Z RS A (Zal A1 Za2), 7R R
J7 3 v )4 4> RIP [A] 8AH BAE R P (RHIML Al
RHIM2) ') ZBP1 Fll Za2 %% ¥ B 1) 5 Kk & F 5
NLRP3 3 I 9 /> (4 B £ 17°), CASP-3. CASP-8 flI
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PAMP. Ji JEAM I 7 T4, DAMP. B AGitHoC o> F45850; CARD. BRI HEFSEEEL5H95L; DD. JET-45#44; DED. JET-RUW &5k ;
PYRIN. PYRIN £5H438; ASC. AT HICBESAEA 5 RHIM. 32 A I/ 4R (1R A 5/ S P 454 0k NLRP. NOD #1244 5 % pyrin
ZEMIB; ZBP1. Z-DNAZEEH T 1; AIM2. ARG = [N 2; RIPK. SZAAH HAF FH 25 114G ; CASPASE(CASP). it K45 it ; MLKL. IR
Bl RS AR s GSDM. FUIERUE s TAKL ¥4 AR KA 7B G 8t 1; IRFL THL R 71

Bl RFEANIET Kz P TR FHLE AR g 1

Fig.1 The molecular mechanism and pathways of programmed cell death and PANoptosis

CASP-7 24 ys /b (ML 17), LA S MLKL 3% R 1k 93
A (IRBEPETE ), $28 ZBP1 M M Zo 45 K 1 7
PANoptosis | I & 4 3 4E . #k4h, zBP1 1Y
Zo2 ZE AR I T2 F ZBP1 1 RIPK3 22 8] 4 A1 EAE
JEMATT I o TEBRZ Za2 G5 IR A TG LT, RIP3 Al
ZBP1 Z [H] /) AH B /E H W 2%, H PANoptosis #f
BHT

1.2.2 CASPZ % CASPXf T 4HAEAET . Sy
S ZE G HL B R RN AT AR Y N i 4 ) ST
— R/ AR L2 B 1Y) C i B 1 2 R A A
R[4k 1% CASP(CASP-1, CASP4, CASP-5 7l CASP-11)
HIYH T CASP(CASP-3. CASP-6—CASP-10)"Y, Hirfr,
CASP-3 Fll CASP-8 it 1]/~ S 4 £ 711, H CASP-8
SR R B A A AT T A 2 M MR R —
A RBARFR IR AA T . MFEPEPR T AR T IR B Ik
LB 53 FFF PO BR T LE 40 MR T IR AT
AT R R IR AE RSN, S0 T AR A T
ZFBEN, CASP-8 T I Y LYK, 5 MLKL—
VT W20 A o NLRP3 R/ MAERY G, 5545
T-. CASP-8 8 1] 5 RIPK1, RIPK3 4 A A4 2K 115 &2
AriA, dlad RHIM A DD 5 HAAH SC 8 F Y LA B
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YER . A 5 i I A8 T AR B8R 0 T2 IRt
CASP-8 il 175 11 A TG ANk 2k, A B i 1% B P A it
%, 5 PANoptosis YA 4 CASP-8 4b, Wang
EUL I, ¥ ZBP1 PANoptosome 175 ) PANoptosis
., CASP-6414 5 ZBP1 PANoptosome TR R oAt
KR T EAMEAEM M NTERE ), 4 RIPK3,
ZBP1, H PANoptosome 7F 175 54 MU L T~ ik #2 9 A
73 Al ERE I R ER S AZ A M A2 4k, i Horpn] BEAFAE
PR LAY CASP-6 5L T IR -

12,3 AIM2  AIM2 J2& — il 4 Jifd ot S K e i 2 A4
T VRS 240 A 2l R e A A S0 1 R )
DNA, JfJi 8 RAE/DA R ALY, Lee R B,
TE B SIRG25 F5 (HSVL) A 55 B (Francisella) J&% 44 1)
BMDM Zififi, AIM2. pyrin f1ZBP15 ASC. CASP-1,
CASP-8., RIPK3., RIPKI il FADD J[m] ZH jfg — i K7l
ZHEAEEY, ISR M40 ) PANoptosis, X
P& AR B R A AIM2 PANoptosome. RIS, 7E /&%
ulbfia), AIM2 PRI SEATHER T ARYEANMIZET, T
PYRIN 2, ZBP1 (¥ k2% 5 B0 1F 4 Jg i 2>, 4R 7R
AIM2 A 7E _F i 5 ] AIM2 PANoptosome A4 2H 28
P
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124 TAK1 TAKILZESERME . M. RIE
A AAR A A ORI R 700 Hal w2 52 4
ARSI SO BR i 25 3 B i MU R A
e, JF R RIPK ¥ 1% P 4006 1 R 1R 5
NLRP3 48 P /IMA B 175 Fl PANoptosis™ . 7 HIS /R 2% 1
Y b, ) SO BR TAKY AT A2 9 B A
RIPK1, ASC #l CASP-8 [Y) RIPK1-PANoptosome (1] J&/
M, S AMERVEANMISET: . % PANoptosome fi&
it FADD-CASP-8 {R i E A0 i T, 3@ 3 RIPK3 4
i) MLKL B2 16 S BRI T2, LS NLRP3 4 7
JIMATRE AR T Malireddi 4509 & B, TAKI StfA
9/ BCEAT TR RN IS 22 0E RISt An i
e =Rt (acute myeloid leukemia, AML) g It
Xof & S P ML A R B v BE RURR, 2R TR 1Y RIPKL I
A 38 3+ 7 il PANoptosis #5731 3X S8 /N o SR,
VFZ 9 AR ER A TARL SR, P, VRS K
RGO A0 2SR, ) =M BR RIPK Al i i BH
1k JE 1 RIPK1-PANoptosome & 7 ¥) i 2 PANoptosis
R,

1.2.5  THLZE T HF 1(interferon regulatory factor-1,
IRF1) Se Ry RGeSl 1 R B (AR 4t i 4bi 475
M5 —EB 4k, S REE(E 5 5T IRFL I RIA
TR NGS5 3 5 RN IMAE, M/ IMATE
4 PANoptosome [ 21 i #K 43, IRF1 A B T % &
ZBP1, AIM2. RIPKI Fll NLRP12 [ PANoptosome
7% A1 PAN optosis[zg'“”o] o Man ZPVEI ) B= IFN 1Y «
B SZ AR AL 1(IFNART) 19 24 I REASHEHT IAV 17511
AMIFET, $275 IRFLATAE Sy b il 98 55 X5 LUK 5l
PANoptosis I 15 4HMISE T . Karki 5552 & B, 1 HHE
AP e (azoxymethane, AOM) Ji Ief1™~ /N B 45 g
CASP-3 Fl CASP-7 I i , $&71 IRF1 71X 2825 44 T (1Y
0 M T R AR B = IREL /N BRUES I v
GSDMD I I5 RIS Bl /b, MLKL )ik i,
PE/R IRFL AT AN A A0 MAE T R 2, 245 i
A i i Hh 25 B PANoptosis (1) 3= 2298 5 A -, AT
ok HAEA[R] DI e i) D RE R TRy 45 B i . A,
IRF1 A 1E Ay i )07 Jib 988 SR PR -7 (tumor necrosis factor,
TNF) [Y) PANoptosis JCHE I 7 K -~ L e 1 7 2= o B 74
BT . HSVILFITIAV L34

2 PANoptosis EEH R PRER

2.1 R

2.1.1 BRSSO  AFAiIEsE T 2N
W R RPN A A . AN R R TR
AEM TR, S 5258, QRS2 FA
ZARW, FERRE . AR ERAAR YT BRI R A L
YERT, JFAEAE T 5 R A g2 N 25 AR i PR v T,
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PEIFAMIAE T A) BB 23 firh 2 fouy5 240 1 SR 4 A AR 20
LS, DA SO 20 M Y SR AR A ], BKSh AR O
e W5 vk B 9% (metabolic associated fatty liver disease,
MAFLD) BB A e o dUMai T 0 IREPE T, £&
T2 MBRIET- CAHIESE 2 5 T MAFLD H 2R 4 Ak
A5 Sk AR AR T 2 A0 B e ik J B ki, L Eh
PRI AR o A WS LR T RS T A 5
liproxstatin-1(LPT1) Fl 2k # A 71| 2% 4k [ (defriprone,
DFP)7E MAFLD /USRI IR FRCR , 45 5R oK,
LPT1{A)7 AE S 10 1l AT 20 6 724 72 0 Y Bax/Bel-xL
FUfE A TUNEL 0I5 . f2 12t CASP-1F1 GSDMD
1) 224 LA S RBEE P8 T~ b MLKL B FR 1k 5 b 4h,
LPT1 /97 o] #ill il MAFLD /s FRUFFIE 7 PANoptosis AH
& 1) CASP-8 il CASP-6 24 fiff ; £ 144 MAFLD 5% %
. LPT1ARBE Al sl 35 55 0 A0 LA R 5 B 0T 4%
PUAE PANoptosis 73T 175 F MU IEAE T, Gautheron
EEIYON, IR TS BT PSR AR T
MAFLD H, {H E AR G = 40 45 57 1 NLRP3 28
AR BIVE R MAFLD HH 5 A R aet 75 v 4 i
5 HAD A M A Z [A] ER A B IR

K P JIF 9% (alcoholic liver disease, ALD) LA g i
APk LRYEAl . R AR FIEDRE PR I R SEAS R B B
FROE, RSEUHRIE WHER Z —. Miyata 5554
i, WEEPERTI. AW, BT PIETIEAAET
JFAREAE T, ELTFAI A5 i 40 e S A AS [ 26
AU FE T IR AR AP AR 12 R . Aizawa SEHA
A, FE AR AR R O [ S R T A% 28 S
FULLATR R ER A, AR BORA A 41 iAE
T, HA R AR B 38 XA 19 & CASP-8 /1 1Y
ik RIPK3 BRI R ZEE R T, DA 1) 40 e 9
T~ Knorr 55NNy, ANRILHARSET IR RN #5958
AT A T REFECALD P AIIFR . e R AR AR
PR ALD th A BB AR AR T, Bl 23 A A
KRR I 98 (ASH) RSB TR T
2.1.2  HUHSE RSN B BURAME (osteoporosis,
OP)J&— iy WA AR e, B AR R A 5|
o H AR AR T 1 40 A P B WSO 1) 7 B
F U A B B RS i sl . OP S5
JE R AL TR A G . NLRP3 4 /MAR (L fiE
HEE IR, T E SR E IR, eE A TR 5
2 OPMS) i H il PR FE 1 8 T m AT Ak s A A
KW I, B NERSIIE RS &R st T =
UM, T R AESIR] ] GEO i 14 1) A0 S B Hi i
1} T PANoptosis £ [H 58 Bt a B AHOC M, 45 R i
LHAE T 40 515 BB AN AR OG0 SC B BE A CASP-1.,
CASP-10. TNF FI MEFV, kML | PANoptosis S5
55 [KIFE PANoptosis 5% 1A H BT 53 A2 055 B0 7 vp &
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THEBAEM. SR, HETIFRA 5T 0 SE 5
AL T 1Y EAK PANoptosis HL i o

2.1.3 PRI R RSN AN N A
e PRI — R s AL S Y. B BUMR ISR AR
FHAEZ R 2 PRIE L, H N 52 B35 B RO
AYRELAS:, I N TH A TR T Y R 5 DL S e 7
(S OGRS NI D - WS TR E 1 O o e
(regulated cell death, RCD). A M5, HAHEH
ARSI T EE 7 0 A A R0 ) S ) 20 e R
HE5ZMIEX WA MAMIET A, MXMIETA
REBLATAn]—Fh . —JE X 11 RCD Hp 57 MM il 351 56 49
il I 25 R B AU, X5 4 B RAE B A A
PANoptosis FJ I A o Zhang LB, /A BEH
R RET . T HSRIEAR S RS, TR
% ASC B 573 1| 5 RIPK3 5 CASP-8 1y 7 LA J e
Mz AHEAEH, W PANoptosome YJE L, 4
715 1] F1 ] PANoptosis 15 Ay il 4% B 2 ik FH 2% 25 M 10 0T
Wi,

2.1.4  GRAERE RSN CEHAC AT
B I RIS M S Y s, B a2
E I i RN DN (1 S s
ATP7B LN bR A TR A0 2% . TS5 o 4 e w24 T
LA s A A T 0 A B R T SR
Deigendesch ZEIOVL PR, A AT 5T U NLRP3 %8 1
AN, R MET R R A AR AR
(Wilson's disease, WD)I%EE‘@ P A AR S o A 9
Dong % & I, WD BER e /N ERUFTAR B 1155 5 1)
WD 4 AR AT 35 S NLRP3 77/ IL-18 FI1IL-18, fii
P NLRP3 A S0 ph Z 0 FE TS, 288 WD HYSEIR .
I, R I R A P 9 i A i e A e AR R L
S MMM T MET, Al BEAF 7E PANoptosis [
B

22 ARG

22,1 MEIRATHESE IR AT R 1 AR 2
TEPEPE N 55 0 22 TR O HEA TR D RERR AT FISE TS, 3@
WA ERANREAR ., FRELMNG AR E A
W A B O S A R IR AT PR R Y 3
PRI el /R 2 B9 (AD) . A4 %95 (PD) . 24
PERE AL IE (MS) . &350 I 9 21 (FTD) A1 6 R 45052,
Saleem™ % il , Atgl. Beclinl, LC3. p53. TRB3.
RIPK1 %5 73 F £ 22 1RATHE00 h R B AR AL T
RAERFARAERT, 01 B 22 At - 2e XL, K
NG B 5 2T L, A S /N I T AT L R R PR G S 4
Z 5T AD WA KR oS iy, wliE
AR AR TS L JATS. IRBEMEE T H PANoptosis 5 £
Fhig A2 S EURE R A0 TR, ML HE e K e
£ SO I R B VE R FE AR 1 (AB) BEHRFNZR AR 1) Tau
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B, Wa BRI, (B IR 1 AD A IR
7 JZH CASP-1, CASP-3. CASP-6, CASP-7, CASP-8
FI CASP-9 Ik IG NN, F/RAHMIFET A A ML FET
AT AIM2 BB C IR AT /b SxPAD /) BB
o AR TC B /N B T 40 B T Ak, X R T ATM2-
PANoptosome HJ BE7E AD HARHE/EH . 1AM, FHIGIR
ST BT 2R AT A, R e IR 2
HOGHR Ao Ak e i) T2 faR 2%, Al 5 A0 R 5
LRI . RAE . BRI (/R) SE B 7, &
2 S B )RR b 22 YT A L (RGC) AZ ME ISR T,
Ye gf:[“] . Gonzilez-Rodriguez ﬁ[ss]i@?ﬁiﬁ%ﬁ'ﬁﬁﬁ i
TJEPANoptosis, EWANL i U O S R 2 N
FEMEPAT AN AR 75 Y6 1 A RGCo Zeng A5E5715¢6
B A A 1(Drp ) - RGN B )2 5E
R ARl A AL TR AR A G, 1B T Drp1 115
47 PANoptosis YEF, 878 ERK1/2-Drpl {551 i 2
IZPIR T TEIR T HE A
2.2.2 Jl I PR i ot i BBk o P A A
(CI/RDAEAERS K A M RG] S 8U™H
AR . Zhang %5 /7E CI/RIH & 3L T PANoptosis
MARE. AR BN, FEURBGWHELT,
NLRC4 #AE 1452 G 9 AT [ i) - PANoptosis i 4~
oy, RTINS 3R A G/ AR R A2/ A K R
WRZEAT, 3 ][] s 00 o) 40 L 9080 T R 4 e A T
AL, RIPK3VEAIRFEAE T/ G853+, Al 5 Jun
18 N AR S VR A 5 04 AR {5 53 A B Y %
3 % I T A T R T S A T A DA
K DL, /RIS AR T
-, M T ) PANoptosis A [] i 37 21| - Fiil A1
Mo A, wWu SR, H TAKL A CI/RI
WML 0T, /8 TAKL 0]/ sl S P 1
P07 75 5 1% PCD 1Y R 5, TAKL AT S0 /N R 5
0 LAY D RE T 5 A I AR ELAE AT, DT 52 e Ao 28
JCPR T AR TS . TAKL i W] 76 il 1/R $3 493 19 i) 38 5
RIP3 41 [ 28 TR PP PR SR A 12 22 1] B AH ELA
M EHEEZAEA, W, ZUESEE R ] e F7E
L TAKL B9 28 7, 98 W /R B3 K P
PANoptosomes,

PR GMP-AMP 4 il it (cGAS) - T 28 35 DR ) 38
[H - (STING) 8 i o2 6 K A S () — DR oy, nf
RS ZFIEA M PCD. Ma %5 LB, STING il 1]
HEVH 17 PANoptosis LA B I 1 A r A8 /0N 8 S5 40 e
PACHRR 28 50, IR R il P A 4 A 0T 4 KA
PRI, (R ERF 3G 9 A 32 00 Bk i 1 45 0 78 B AR AL
Messaoud-Nacer 25 % Hl, STING Iz 7] rl S8 5K
HEA A T 0 A M T AH SR HABAR R e,
MLKL., CASP-3 K & 14/IMANLRP3 Fll AIM2., [ T 7
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AR TS . AT RNIRSE R T R R AR AN,
Karki 2506 % 3, cGAS-STING il % i A 3@ i T %
IEN-1 1 4% | 4 ZBP1 >k i % PANoptosis. [ It ,
cGAS-STING il j# FJ il i2f Z2 #1504 15 PANoptosis, Sl
BRI A T A BE T, S 2438 T Sk Bl
HHPNRTT AL ZHL 2

2.2.3  HABER R R R MG R T2 R
W Ry M FEOIE A OC PR G W (sepsis-associated
encephalopathy, SAE). Zhou %/ 7E K il SAE #5% rp
I, A TR R I S AT A ] 2 A TR
B 77 d 3115 N <= w1 3 = w1 725
HATHOE RFEE T . SR, YIRS T2 B
IR, A0 TR T S RO, X R 3 FhAE
TIBAR Z (AR B 2% 0 TE [ B 6 ) 28 SURAS . G4,
A BB P T 005 (SCIRT) 2 J5 2 PR A5 B 453 05 1y 4k
RUEBVE, feEii A EH SRR E S, H
PSRRI RERR T, LB AT B BE A 4 oTR &
PEIET- B . Xie 5 & #, PANoptosis 1] HE /2
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