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Abstract: Chemotherapy-induced immune-priming cell death (ICD) is a unique form of cell death. By
inducing this type of cell death through specific methods, cells can express damage-associated molecular patterns
(DAMPs). These DAMPs can act as antigens to activate the host's immune system, thereby enhancing antitumor
immune responses. Its clinical application has also attracted widespread attention. This review summarizes the
molecular mechanisms of ICD, including pathways such as endoplasmic reticulum stress, autophagy, and
necroptosis, as well as the mechanisms by which various chemotherapeutic drugs induce ICD. Additionally, this
review explores the application of ICD in clinical practice, discusses its potential to provide new ideas and
challenges for cancer treatment by categorizing it according to different types of cancer, and examines the
possibility of applying ICD mechanisms in other diseases.
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3 ¥ WA 4y TAR 28 (damage-associated molecular
patterns, DAMPs) 41 45 /& % [ (calreticulin, CRT).
ATP. 5 iE # % & [1 B1 (high mobility group box 1
protein, HMGB1) %5, BEW G 16 LR E R &R, 15 545
SVETUI R S SN AR AE TS5 30 ICD IR B A
FEREVR T SR AL VORI A, A B O R B S
Yo 5 Z2 0K I R T IIR UK

41 i 52 2145 R R BOY 1Y) DAMPs 2= 5 56 K 9%
I [ R A A B R 4 AN R SRR 40 (dendritic
cells, DCs)] 3 1A 1 [F] YR 52 & [# R 51 52 /K (pattern
recognition receptors, PRR)] 45 & Fifi i, iX &8 4% 715 fib
IR 1T A B B A5 S P T 0 D 00 A R N A, IR RS
B 5] Lk L4, 758 BRI T S 45 T 400, A
FEAE U R N . DAMP ZE 5 T 5T B iR N AR B
/& CRT.HMGBI1.ATP I I B T4 3, AR LZRR 4 2 TE 48
FRASEIX ) LR A2 I o] 3 sk % 36 B o R T 5 | AR LA
CAVE S SINA

TS rT 259, T i35 3 ICD R A LT
P AL G IEAEA SIS R RS, 2 ] e
e Ty fig, 1 1CD il id B i DAMPs FI4H i 55, 0
PUJR 2 38 41 8 (antigen-presenting cells, APCs), 40
DCs, M Ja 2l 3d B S 2 [ B o R R 25 W) 18 2 B
SEAA IR AN ML R 0 1 g w2 R, L e
o O PERE R PSR . ENIAMUE A BN DU
1 H, 3 R I ICD B 3 58 G B 16 T IR JVbF)
B T 45 B B e S A IR R T . RIS
R, BRI S G kA UM ) (0Bt PD-L1 it
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T I iz |32 1 22 ol L AR 2R 9 R SIS A2 i 8 1) 9
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et T I 5t A M Re , 38 v e i S b 7 A o g e LA
F; ICD #1455 5, A& Gi by 254 18 0 B = 5 e 1,
2508 1E 40 = AR BE AR, TR ICD 95 557 mT DUd i
YR FA S T B S r) 3 52k, 98020 %o T i 40 i ) 45
555 ICD 5 7% 0f LL 55 9% Aar 25 2040 1) 57 (immune
checkpoint inhibitors, ICIs) BE& 1 FH, 5“7 Bijsg 1% A%
AT I, AT 4 e G B VR T BT AR VA MR 2 4
T G 25 A1 g (0 L2 T 40 ) 2 9 B B g, e
2 i 2 R B S, HME DA S g% R iR s R E 2
T 0 B G e g i (0 L T4 ) 238 3= & 1 Bhg, iX
G A R R R B R A R A A R S R VR T N L
U, TR 40 3R IR A 2 PR, RE W6 1 % R 4R
P, e = FHMEFL IR (triple negative breast cancer
TNBC) 1, £ 2 5 g alA] JC 5T (PD-1 41 i1 7))

B4 18T B W [ B % (objective response rate, ORR)
A% 35%.
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/S [F i 2% i 5 9 4% 5E DAMPs BN 3 ICD, A&
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(ecto-calreticulin, ecto-CRT)

W 5 M (endoplasmic reticulum, ER) J& 41 fig ¥
ERI MM, RAEAEE T VIR G R E g P,
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P R E a0 R 9 & B RN (unfolded protein
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W, B E E A e 3G 0. UPR 1 3E 2 2 B L
I 75 3K W (inositol requiring enzyme, IRE) la. 5 3%
R FE P 5 W 3§ (protein kinase R-like endoplasmic
reticulum kinase, PERK) & ¥ 7% #s 5% Kl T (activating
transcription factor, ATF) 6 55 B ¥ % /8 2% 5% 1 15 1
X LU 5 152 31 GRP-78 A1 BiP (4, 76 A4 B4 1 T 4k
TARVETEARAS o T AE b SR 3R 3 ECER RN,
GRP-78 il BiP 5 N % &k 25 2 1, A\ % PEAK
W

PERK /& UPR [ SR8 f% A 2 —, WA o &
1 2 46 Il F 2a (eukaryotic initiation factor 2a, elF2a)
B AL, P & A & . [FIRF, 3005 1 PERK X} T
ICD #H 5 ¥ ecto-CRT ik % 5¢ 8 #1%7) {H L 5 ER B
WOsoE PERK Gl % JF AN A2 LU 3 CRT #% 7 1) 41 Jjg 3%
A1, 335777 35 2 34 00 ecto-CRT IR . CRT W # & A4
E T JI Tt 22 28 TR e 7 21 40 P 1 2 wiT, A R 08 o 5
FF1, Ecto-CRT 7& — 15 JJ () DAMP 15 5, #4574
Jiil _F () CD91 5244 K i), 12 32F 7 Wik 240 i %of B8 T 9 24 fid
A (B ).

5 e [A i, ER AT CRT %t & th & 5 8 Ca™ il
I <75 1 % (reactive oxygen species, ROS) /=4 5 41 ffu
JET.. ERIAIE AL 2 FEROS 197~ 4", ROS 7T
PLTE ER %8138 JR 25 F -1 (endoplasmic reticulum redox
protein-1, ERO-1) # & A i — i 7 # B (protein
disulfide isomerase, PDI) [ /E F 4% B 7 M &5 A Bt
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Figure 1 The mechanism by which endoplasmic reticulum stress

leads to immunogenic cell death (ICD)

FEAEN,

SR, ROS A & A & A5 ICD, K105 ER 77 2
1 ROS A /& LA S R A R . ER 45 it 85 4 A N
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R, F5iF 5 £k 7R ROS 5 ER i N #I ROS 1 2 Af
Il ER R, 1A ) ICD B 7 #5318, 5 3040 i
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1.2 HES Z # 8 BR & (adenosine triphosphate,
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S5 ] e A AU A1 fi 88 240 R T ATPY, TCD AL AT A
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2 3] FC A 4 i v, XA AT B A AR LU R R AR
FHU0, B W 50 ATP BRI 7 20 B AR A0 DG I R B
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il A B i R g T RECO . T A R R ) i, A6 7S
ATP fit, X 2 Hi A 296 P (1 ATP B i 22 B A 1 3 22
75 NP ATP — HUBR 3 i A BR 858 o, 3t 2 37 R
5] DC JF#i% ICD (& 2). X /& i@ i ATP 1 P2RX7 5%
PR BE DCs M2 "7 A i) NACHT . LRR A1 PYD
4E#)38 8 A (NACHT, LRR, and PYD domain proteins,
NLRP) 3 # 1k & (38 % 5¢ B2 i) . NLRP3 il # #0000
caspase-1, fi& 2F jil 24 1 i€ 78 40 g P51~ IL-18 AT IL-18 1)
Gy h, IL-18 A IL-18 /EFH T 90 TUM, FEAE TR P &
(type 1 interferon, IFN) y [ /I8 45 57 4 CD8* T 4 fifd
T, 3885 G g S N, AR, ATP R AT R I ik i v g
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Figure 2 The mechanism by which autophagy induces ICD
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21t Bel2, fifi Beclin-1 M Bel2 P 5, ix & [ W E R (1)
LR, [, elF2a/ATFA4 38 # th ] i@ 1 - i B
PO R 1 p8 e LT U HE k5 Dy I Tribbles [/ Y54 3
(Tribbles homolog 3, TRB3) 3R 1A K 175 ATG 5% 3¢
BoE BN

1.3 55T FEiEE E Bl (high mobility group
box 1, HMGB1) B/ (HMGB1 {£5 DAMP % 7)

INFCHEE T 5 e SR P IR ZEPE R T2 — A
PERBEIE A, 5 B UM, ZRH A&
H ¥ B (receptor interacting protein kinase, RIPK) 3 A
5] & 41 MO SR BE M caspase-8 BE 5| K AMIAT-. BT
TR - %EESESGE—HURILTFES
(ripoptosome, RIP) & & &, M B 5 51, RIPE &
S ESVANED RPN AR L I R e s vl TR )P S i
YRBER ¥ (tumor necrosis factor, TNF) o /& —Fh £ U1
20 J PR, 7E JE A NF-xcB 38 I (14 07 B RIPKC L 561 18
Y AE T RO AE A . RIPK1 /£ TNFo {5 5 # 5
T8 % AR B Y caspase WO A PHL R I, B 40 )
T B 3 4 i IR O8O & %5 )P, TNFa %2 /& (TNFa
receptor, TNFR) 1 /5 IR B8 L& & 4K T TE BN FF
fiE, A 1# I TNFR1 A 52 B8 T~ 45 #4935 (TNFRI1-
related death domains, TRADD). TNFRI1 #f 2% & T
(TNFR1-associated factor, TRAF) 2. 4l ig I 1= 47 1] 7
(cellular inhibitor of apoptosis proteins, cIAP) 1 12 LA
J RIPKIP™2, - cIAPs ¥5 & & & /& 1 & A i (4
RIPK1) ) £ iz % WP, WG NF-«B 15 5 1% 305,
RIPK1 MRIPK3 JE R — N2 54, €475 TRADD Fas #f
FALT: 45 #4158 & [ (Fas-associated with death domain,
FADD) #ll caspase-8°°, Caspase-8 5 4l i FLICE #11 i
% [ (cellular FLICE-inhibitory protein, CFLIP) [ 5 —
Rk A, B U)E RIPK 1 A7 40 B A58, 1261 51 & 40
R/

HMGB 1 it 7 75 P8 58 48 i o B T8, (BB SR 8L 22 1)
WEHE KW, HMGBI R I8t 2 & AR A2 A0 M 8 T2 1) )5
WP, B AE v — 0 E 1) DAMPs, 5 DCs 4f Jid )
TLR4 524k 454, 7E HMGB1 [ AR 57 2F I 20 ik 2
Cys23 5 Cys45 Z [ J¥ i — a5, AT A 94 4 8 -1 1
75 AN L DCs AR B 2 AL )y 7 1
A, e e e N . {H HMGB1 B4 25 18 15 Ih g B
AERME, HAEWRS TE T H IR, A HMGBI1 134
- bk & R 7k Bk Cys23 . Cys45 Fll Cys106 4k 38 JF R 2
A B A 1EN ICD 5 3 A B M, 2940 T A2 BRI,
9 A 7 TA) 3 EEAL T E AR A, X AE 3 HMGBI %k 25
TETE . HH U] L, bR BT AL ) O B B SR A8 T 1
AN [ g R 4 T A R DA B R R PR AN (R B B e e TR

HH AN TRD 11 B 2 R T A RO SR, A P I e e 20
TR 15 K3 4 8 A2 e SR Ak 1, 2 B AL IR B 4 HMGBI
- SR R Ak A AL, KK T HMGBI 1) %38 7,
xof bk T LAE i {3 F ROS # [ BL A AL IR T 7 — e R
> e P S R e i ) AR
1.4 FEIHIEF ps3 e E AT IS IR IFN

K2 BT RO TR0 0 2 88 1o 7 i 8 40 e o 5 5 4
JL R, AT 51 & DNA #5473 FF 3805 5 ¢ R 1 p53. 1X
PSS S F S — RYVELA 2 Thae & F, 540 i
i B 15 A DNA B &, s &I E Al e fa 4, pS3 & —
i Jie 8 410 1) £ X (tumor suppressor gene, TSG), #Fx A
FER P33 o p53 e NI v f i ke A2 AR 1)
SR, g8 AR R i Jeg 20 8 A PR O TSR R ) — R ML
HI9 T HAE S 22 B, p53 T RE RS S T 45 5 i R 4 0
R BE WS JRE, 1K R T pS3 AR N IR R AE IR G g%
IX B R HBTVE F DRI, 75 4 28 400 1) 2 P e R 5%
HH SR FE pS53 T BB A — ol 398 5 0 JRT 2 ) G A R
W& . SR, 75 90% ¥ 28 2 38, & DU AR B g g 5K
TEAE o JlJR AR 55 b p53 38 % A 26 0SS 3 ICD.,
B A ThEEME p53 A ELA F1 B16 S (0 305, 418 FH p53 34
5 7 nutin-3a 697 5 5 3 ICD. %30S 7 RE 6 45 4 )
0] pS3 1 A7 T R /N RO 2 [ R YD (mouse
double minute 2, MDM2). J& P J& 3 3 3% nutlin-3a tH
Al 5 HMGB1 F1 ATP B8 75, FF B0 A 581K 41 g Al
e 4 ™ (B 3) o 470 il 8 G T2 AR 98 Y 18 X 4 2
£ EL4 8 (1385 b A 2% 28T, 7EAE S L B 16 it
B RIVEA 45 5. K p53 B BELE1E p19ALE
(/N p19ATf, N\ pl4ARF) 51 N\ B16 2 &8 41 i, 7644
HMFIAR AR p53 3 %, (R E A AL T2 AR A2,
p19Arf 5 IFNS &5 & 75 5 4 i A6 1 9 (1 10E 3& 37 M 4
P RS B R 2R 41 L R pS3/p 19ATE FI IFN Ji % 1)
R FEE T T, 51 % AR A (NK 40 5)
PRI i . CD4 A1 CDS8™ T itk B 41 i A 5 (1 0 R 4
925 J2 1T

IFNp #& — Ff 2 0P 4l i ] -7, & TRN 53R 1) Bk
To ZANMIR 7k 2 A G AT P, AT R B TS
¥ P 5 B M. TLR3 /& XUEE RNA [ ¢ 8 K
PRR, O AITEPUIN TF o 8 B2 b ik i IENUOY - REER K
25 e 4 5] % TLR3 (@ BR, S 301 20 Wh/55 4%
WIARLIFN A 515 5, B )5 20 Wi 4 R 1 Fe Ak (C-X-C
motif chemokine ligand, CXCL) 10, iX4bid 5% 8, &
IRV T 1 G 58 I AL T03 3505 S A4 15 5 1
$E N . IFN &5 & H A R 2 8 + 0 & o/p 32 1K
(interferon alpha/beta receptor, IFNAR) 1 I 2 {5 & —
Bk, ik R A5 5 8 T M8 Z S & A (signal
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Figure 3 The connection between the tumor suppressor pS3 and
ICD
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I3 4T TR IFN (51 5%F TLR3 RiBR) 5 CXCL10 (4%
IFNAR fi ) o G ix — 3L 4. [R Bk, X Fh 4 it Or
/N B iR PR R S B R T . TFN ARG 2 T
W VLR IR 2 259 9 A R A 7 W6 R e 2 1) R 2 i i A
F, X P T 78 L B rhoE o SO A
2 FEZICD WIT YIRS

BT IT 259015 5 1CD (1 8 2 AR F AR 204N [
ICD 5 35 73 9 TR 3550 A T8 5 7). T35 5711
= A 40 A% ) DNA B DNA & $ M % & [, 38
i il R RS PSR S B N T B U T O R IR
DAMPs, W& o [ B W2 G I K25 |
SR ZG YA B g R R S, CAE 2 M RR T
J7z Y TS 5 S ) 0 S S 1 5 R, o
FUB P R R ROS K AL ), 175 5 B i K P (1)
DAMPs BT, 1950 G OB . H WAL 3563 197
VR BEIT IR RN R RS OR AR PR A, FLI R R TS TE
RRM B . P13 12 R S % ia 9T o oA B 2 T
¢, BRA A Rk — 20 s B R RO
2.1 I1EESH
2.1.1 BEIREAY EIRAWY (2 FEILEFKIE
HE) 755 ICD BIMLH & — M E RIS R, W A2 A
S PN 5 5 3 B N G 8 R G 4 HOR LA YT,

Je, XS 25 iE it 5 DNA 454 36 T4 b 57 M i 111
T, 2 DNA XUFEAZ Ik, AT FHAS DNA [ 1E & fif fig
FE i) ok RO,

DNA 453473 F1 20 i S04 2 5 509 53 9 8238k, 328 T
PG UPRIEES, S E(CRT (%88 . CRT A& —Ff Py J5ii
HEEA, EEHBL I FABRMA. EREIRELGY)
F RPN BN, CRT 4 #% 18 BI4H R R TH , 1F N0z
G 5 9 DCs F I 1) 52 4% (W LRP1 8 CD91) 1 51,
T AR 32E DCs i A8 T 20 ffd 11 7 Wit /B A ™

Bk 7 CRT, BIAK A5 S I IE T I8 2 5L
HAR T A (heat shock protein, HSP) 70 1 HSP9O ]
e, 1K HE 1 [A) A 1T DA SR G 0 R V15 5 B e 0% 40
PN, TE 2 M A T R 4 MR S R TBOK
ATP #1HMGBI .

KGR 55 B R AW vl i 5 1 S0 A L Ay W
ATPPY, ATP 1E iy — Fh # 2 ) DAMPs, 1] DL G 9%
40 M b ¥ P2RXT 5244, i 2 5 92 40 A 1Y) A R 0,
5T A& DCs )RR AT
2.1.2 BOFEZE 500K (cardiac glycosides, CGs)
TR 7 S B B A 2 AR TN ATP B (Na/
K*-ATPase, NKA) [ o 3V 3, $01 1) 2L v P, 5 40 P oy
Na' il Ca™ ¥R FE T =7, KR FE PG . =ik B 1 Na i)
Na'/Ca” 22 H AR fiE M, 530 Ca> 7E 41 Py 2 P4 i
PR F RN S A I =Y A A D R R R LN IVA G
HETT S UPR %18 CRT %55
2.1.3  REEHDHIF AR A (R AL EE R OKAL
el A1 2 Bk A1) 5 5 ICD (ML 2 — AN R A A 2
O T S IR K G =R N U 7 AN A il DR
UPR [1)3#i% \DAMPs [ 5 % .DAMPs I8 i LA K2 G 258
Y IEE E 2 AT .

TS I 70, AL R L £ P A SRR K B A, @
i AR T B R B S 1, T A B P B Y T TR .
TR (40 R 2 24 I B P S R A0 it P Js i 2 L R
WA OCERE o IO R P 2 5 oA e
BEH, FE R TEA 22 24 B, (R e etk & A 2 4
PRALI AN X Tl 22 A5 R A B80S 9 0 X 28, 3
I fish /2 UPR G %, 5: 3 CRT [ 5 5%

TR K AL B A0 85 Ao 2- 2 5 -4 e 5 R 25 A0 470 38 1o i
5 HSP70.HSP90 Al HMGBI [{JF& iU 5 ICD; 4R 1M, X
CRT (R IEEA 52, X 24 it m] S DAMPs
#HSICD I RAE.

I PR BT W 7 3 BH, B0 H0 1 50 (B AZ B AN £ 7
il $€) FE 05 1 A G % A B 0 TS M, I 7 22 B e g A5 Y
W R BT OR8N G i s
Hh [R] B 45 24 K 5 i v R T R 8% 35 0 448 i 2 14 T 40
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il (cytotoxic T lymphocytes, CTLs) 17K F, F£ /b i
M T 20 ) AR X R I A A ) 7R 7 e A
G B IR T A R SR T E R A

214 KEZR  CRFL R ME OB VRS,
A0 1) e 0T D B T A T R, 3 04N N B T BE
RS2 BH, Bl R AIBBAET . [RIE, LT fish % 26 hr 44 7 3,
7 A R A0 TR

5 T 20 A0 T 1Y e 200 P 36 S W R 3 G R

P2 JEUIE O T, 5 5 4 RURE 70 HSP70 . HSP9O | i %) B
A 35 2 H 78 (glucose-regulated protein 78, GRP78)/%%
% Bk & 1 45 & 28 [ (binding immunoglobulin protein,
BiP) fl HMGBI1 % DAMPs"", iX £& DAMPs A J# i%
DCs, 358 Th1/Th17 RN 44 fd (1) )5 2l 68 73, A3k b e s
S G RN
2.1.5 XEZEF (wogonin) P E R ZH LA
() — Folr FE A SR AL SR B AN R SR WAL & . DOR S RiE
filh &2 ER N b, 580 CRT AL R 1 A1 5 T 40
Jif 5 E B3 PERK/AKT 15 538 B, 18 568 928 49 i 11
G JEME . NS R IE 1 S HMGB1 i ATP [R i
MR HEA e e B .
2.1.6 IFEEMEGAR: —FERBV BT PR oE
ik 7E DNA 52 il it #2 7 71 B W) 5lE 9 22 BX, 1 DNA
ARasE, B SR MMIET: . X MBET: 7 AT E #E CRT
k5% F HMGBI1 % 780, AT 42 3k 4o 2% 5 1 i 9 4 i
T,

5 IR B, PN i 5 18T 3R B P AR,
{233 DCs 4 5, 14 5 B s e OB . 78 1T R AR Y
/N BRI S5 9 ASE Y ) B 5 i T {2 1E ICD, A Al NK
UM 31, R Treg, B8 38 S 16 97 RURE,

22 NMEFESH
22,1 MR- NITE SLHPEE (hypericin)
755 ICD L 32 2295 e )6 80 7197 1% (photodynamic
therapy, PDT) H* [ ROS 7= 4= « P J5it I 38 1R 33000 DA 2
DAMPs [ BT -

TESCBN 1T, & 2 Bk AE A —FhGEGR, Reig
B E UK RS, TP~ 4: ROS. X6 ROS £
1 20 B P B AR A R, T SO PN 5 RN R Y
5T I S 380 TCD [ R BERFAIE 2 —, "B Il R 0 UPR
K5 A M T

MR, &2k RFESHAPILT IE S F L F
DAMPs RS T8, 60,45 41 g % 1H CRT 1) 2 5%  ATP [1) 73
WK HMGBI PR 3X 26 DAMPs fg % W 5| 4o 75 4
Jf0 3] o8GR, IO 0% R G, Kol 2 DCs, AT 5
I NV G N o I T 4 9 N B % 0 CD4” A
CD8" T 4 Jitd 1) ve. [ 47 18, 33k 17y 3 B0 13 3R, JF H

TE B R PR AR ST B 4% 97 11 i g i 2R KT BRI, 42 22 Bk
FIE IS 15T ROS MK 1) N 5T I R 38 F1 DAMPs 1) B
T, WO 9% R B, 51 K ICD, A TFF R HT R RE e g%
TRYT RIS SR T B B R
222 BERE WURH WG R B3 AR IR
I3 T B IR 098 e I R A i, P AR R R R
BT S A AT 7 B3 NIV IR e B ) AE
Al /N 4 A it 9 A0 R 40 5 5 CRT ISR HISRIA, Bl
J&i B ATP A HMGB 1'%, 37 38058 9 35 1 15 F GL261
FBZ 5 968 40 B R AR R BB PR TS, IR HE A CRT (0 % 1
%%[64]0

W OR W BRSSO 40 M R i ATP. HMGBI1 %%
DAMPs, #i% %% R Gt. [FIEF, 5200 DCs ) Bl 24 R 3
RE, 18 55 G 2 41 PR (4D IR T AT RS, R 3 B PR A 9
Mo GnAel i T EE B3 WIS S R A 2 NK 4l B
W6 210 PR oz 400 PR Rl 24 DCs BRIV 9
3 WITFIESICD Bllm R St
31 BISIREAREEFLSHENICD FSS %
& S BT (immune checkpoint blockade, ICB) 773%
B & IATT

ICBYTVELE“ B IR (& & HUMh IR T 48 i F1 4 2
Z50NE 24 L DT £ bR ) v S8 R A, ARV IR (B
AU 20 B AR B ) R AR AN . ICD 5 5 AT e 4
i 7 A e TR B, T R N AT 4 R, T A
YA TR B A SN B AT R T TCB T i R AR B A
7. I 5 T 4 K AR ICD, BT DAMPs, W 5]
APCs, WiE & L b 2, 38 5 i e 0 D5 1 A A 2 e
HICBYT W RIVEH, $2 mify7 8UR
3.2 TNBCHJETT

TNBC HA & 5 0 A2 22 1, Bies 12 i ok 2 4
i (tumor-infiltrating lymphocytes, TILs) Il fig & &b T &
FOIRAS, BUE ICIs Va9 BUR A . 5% TNBC 4Hi il &
A2 1CD ]2 13 DCs 30 LA & TILs B 3% AL A1 I, 1 5
MU XS I R8I 4 9% B2, 3 7+ TNBC % 72 7 4 A6 T2 D
R B B 50 % BT AR 1 (anti-programmed death-ligand 1,
aPD-L1) Y& 97 I B 2, J2 203 TNBC ¥R 97 2R 1 H
ARG . SR, K2 BICD i S48 KA AE I, 28
Q| O v S =T Gl A T A VR N
(programmed death-ligand 1, PD-L1), iX £ ¥ ¥E i 4
aPD-L1 Hi #&, | 59 aPD-L1 97 2% . HF A AR
(celastrol) J& M E 2 i o £ B SCHEGE 14 B 7, W15 3
it 953 2 Jfa < 2B ICD, [ B B A i 98 4 B 5 % T 1
PD-L17KF. BN G T HEEABRLENIAS
L Rg3 I§ 4K (Cel-Rg3-Lp), & BE Il /D 8 AL &
(P EE I, BRIV AR . A, Re3 15 TNBC #iifii =
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T 75 3% 925 ) 7 %6 4 %% 02 85 (1 1 (glucose transporter 1,
GluTl) 25 &, WS W) 7E R S AL I AR B . SRR 3R
], Cel-Rg3-Lp fig & % 47 il TNBC M4 4= K, Bk &
aPD-L1 697 U R A,

33 28 R B % (acute myeloid leukemia,
AML) BUETF

B 553 % 2% (aclarubicin, ACM) JEt4 NK 28 3@ it
75 5 ICD, {2 fff AML 41 fid B /5 ICD #5543 F, Wl CRT.
ATP fTHMGBI1 % . X 485> T REHUK DC 1 FMEAE H
A 55 DC 4 B 02 13 L 5 s 40 B i 45 &, AT TS
PR G 9% I B, 389 5 AL A4 6 AMIL 200 1) 5 28 ¥ Pk
e,

34 RREZEIFEFICDATTITRE

ik W FF < B 4b 3 4 B 58 (hepatocellular
carcinoma, HCC) 4l Jifd (%1 Hep-55.1C 4iiJiY) K, 5% &
P /E FH 6 h nl fd elF2q Bl IR A4 2 35 3 5, LB B[R] &
K, 8 h ik B . X — RS 7 UPR, 2 NiE
538 % P ) S B B 1 ATF4 A CHOP £ik 8 fn. [\ i,
YESN P T Y 23 IR E 1o 38 #4307 4% &, XBP1 mRNA
HIBT B 1E 5% L BEALTE 4 h 5 B 3N, XL ELR M 2
B e 15 5 0 5 R, HE W 5] R UPR, & 4 5% 5
ICD™*,

3.5 #ZELEET (1) BEA4 (Rul) S ICD, #HMmiETT
EaRE

Rul #i% cGAS-STING i i J&5, 7] B 42 0% P i
M b1 PERK, 1 elF20 5 FR AL, 155 A 52 9 R 38K, kT
R b 9% 20 i % 42 ICD . ICD KA, 40 2 Bl —
ZHHFRE, N CRT % 7%  ATP B2 i A HMGB1 43 W 2%
X LEAR Y RIS T R G, 51 R PR G S T
3.6 RIS IAETT AT I B EE#1 (iver ischemia-
reperfusion injury, LIRT) B957 B 2%

K H CIBERSORT 572 43 #1 LIRL AT IE 5 #E A 1)
PEAN BIR I L, &P LIRTEEA o g Ak 1 NK 41 L 5
A% 20 L MO 5 40 P 3% 44 1) DCs A5 A4 1 IR K 40 i
Eb 5 45 5, 10 CDS8' T 41 B « i 11 1) NK 41 il . M2 B
21 P A0 LE A IR K 4 B EE 5 A . R IS AIF 4T ICDs-
DEGs i 5 5 40 M Lb 51 111 58 &R, R B 35 52 25 A
¥, IX 7B ICD 7E V8 15 LIRT ) 5 9% O 55 vh R ¥ 1
F, 38 I 5 e G 2 20 i ) SRR AN TS 4K, 2 5 LIRTI K

T I 23 BT ICD AH O £ R 7E LIRLFE A A0 IE 5 FE A
W R IA 2 S, I oG ER AL R A SIS WA AL . R
BEHLAR AR (RF) 1S HF [a) 8 HL (SVM) 53 4 1 i A5
Y, FE I SR AN G0 UE B AR F B o RO v A 1, B
KX 4y LIRT A IE & FEAS o 51 28 B 0 4 s 3t — 25 36 AF

R ASALE T LIRT XS 77 T8 PR I PR 3 FH A, A ofe ot 2
Ak 52 ith 2 23 WY W] 58 B BB B s R A,
A BT I R 22 AR B R I LIRT, A SR BT T4 it
WL 7R T ICD 7E ¥ 5 LIRT % 5% S0 854 v 1) 1
H, AR LIRTPANIE R (cluster 1 1 cluster 2) 1E %2 Th
REIAH O 25 A ‘& 3 % 07 11 1) 22 5, 9 VR YT LIRT#24H
TUETERE A R DI O B R DR S B A hub R, 4
“turquoise” B “blue” L He v 1 A G BE I, WI g A

S5, A B ICD 2, 9 LIRI, 208 B3 s -
HIF 50348 J I NFKB2 45 25 [K 7 LIRT 20 g f5 8 vh 3R 58 |
W, X LR 2 5 ({5 5 38 B 5 LIRS B &) AH 5%,
PR X I e B R B A5 5 36 B 1) T e T R N YA
J7 LIRT (1357 77 1) 7Y

3.7 R TANERIETIATT MR [

VBT (BN #AE TD) 2 — Pl B (0 4 B AR T
BT R, WFFEE M, ANFE T AR v 4 P 208 T R K
75 R4 M 357345 7] e fisk A& ICD B, 55 5% SN . T
T T S8 A 499 K SO E i T8 200 L P R TSR B 8 1, T
TR TR R A ICD, M T 3 5 1 8 4 2% RORTH.
Ab, wE ER IR G B A L (M ThRE A R, R Ak BT
8 i 5 S G 2 AT B P 9 P, T R 0 ) Atk G v 40
ML ThEE . Rk, 8450 T 5 1CD Z [ R 44, ¥ K
2T B P A 2 T T R 4 L A RS A3 15 T R T R
GBS S 2 A T

KR AT (disulfidptosis) A2 — Fl 1 28 Mg P9 — %
R SR g0 28 T2 3R, R A TR A A RE DL
WA T . HAFME A HE NADPH B35 . 5 Bt 5 5 R
B LA R . URRAE T 5 1CD A7 7F K B,
NE e % 7% T DAMPs 1 FE i, W CRT. HMGBI.
HSP70 F1 ATP 55, iX & 73 7 7] DLIIE S )% R 4, (e it
DCs (1 BEARNEAb, M 51 K58 NV G e b o R
RUBRFE T (P A AT b T 0 2% B, {30375 5 () DAMPs
TR TBURN 4 925 240 352 ) 1Y) 265 DR R TR R AIE R B, "B T R i
ik ICD AL 38 5 Bt e 98 e 928 ) L, A IR 4 38 Y6 T 42
Bt 7RI 7T A
4 REERZE

ASCLER T AT 5 S ICD 15> F AL F L AE I
PR SE B b B9 N . ICD 38 1 % S R a0 i R K
DAMPs S G RSt 45 SA V7 Igg 4 48 S “ 347 b
I, Y4 iR AT I R e 28 R B SE K R AR AR . ICD i
TR 5 G B A A 30 RS B S IR 9T T 3 AR T
JT R

TE 5 T ML J5 T, ICD ¥ & 2 /M5 5@ 1% 1) i %
PN J5 9 82 R UPR S ICD [ S AL 22—, J8 i s
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PERK i #, £ 33F CRT (1) % i, 1E N “Nz 38715 5 # DCs
P, AT S B0 G B N o [ I (E ICD Hp A 4% o 3
YER, il I {2 3F ATP HRE I, WOE P2RXT 324K, 36 98 %
P 2 L () A AL ARG BE /7. R Ak, SRAE I E T i R
L HMGB1 %5 DAMPs, #5 TLR4 {5 5 @ %, ik — 21
SR N o TR0 E I 77 AR 2 ICD 1) B BERRALE,
TE I WO TEN A 5 2%, i a2 40 L F) 0 A R G 5

TEIG PRS2 B, 1ICD F By 22 ol fib 8 (476 97 32
BT BT 0 R o TR T B I R R i e S YA iR
w1, ICD 5 3 71 T LK e e A8 SRy TS 88 7, 1 i e g%
2 BT IR BOR . 7 = B M LR R @ i i
5 1CD, BT DA 5 b SRR 200 e 0 3300 0 P g 0 e bk 2
2 i PRV AR, B 0T e g A AR A R B o R 2 .
b, ICD 75 5 FI3dk T DL V98 3 25 68l ST 1555 B
8, ik — 0 G SR BT R G OB . TE B T A AT I,
NBE T RIUBR AT N BT MR B i 78 7 1

ICD ML 14 & B F 3 oA B 22 950 1R IR 97 S it 1
W K o W PR BRI R RE R A T, i 4y BT ICD
AH G KR R R 3R 0K 22 e, W DA @22 A 2, 1Ll LIRT
[ AR, R TT SR AIE AR T R

{B5 I [F B, ICD 43 ML B i 98 9 T 1 5 vF 22
Pk o bR AR 55 AT Re S ICD ML o 72 R R B
1, DAMPs 1) Dy B8 7T fe i #0611, AT 1) 55 G0 I B 5
e 338 il 97 32 27, DAMPs 4 HMGB1 . ATP . CRT %l
i E A 0 £ BB T R TR, O 9 4 I 5 S B e
£ SE o SR, o988 T B 45 ) e 2 A0 o 4 B (2 i
P T 4 i A A ) 4 B M2 B R ) AN g
#0417 (W1 TGF- B+ IL-10) A] LA 40 %1 DAMPs [ 1
BB, B A G 725 200 R 1 50T A S AR e b R 4 28 2 1
SR EE o MRS 4 43 WA ) TGF-B 7] L4 DAMPs % 5
IR DR 4 2, /D T 40 PR PRI o R Ah, e
J6 241 3 Tk 3R 0k CDA7 45 G S A A A4, Sl
P25 20 LR R B o DR U, R AP B Ik 22 Al AL )
| DAMPs 1) 2 &%, M 306 36 G 2% 1 40 I (2 3k o Jge
j&%[”]o

YK R A 1) 302 TCD W5 5 72 R E S Y897 11
— NIRRT IS AR B AR R e R 2
TIRetE, ICD 5 5700 ] DAARORS 36 1% 28 i I 4 21, $ig
ZIAE iy S A IR VAC B, 38 58 G2 SR, (] AN 2 of T
WAL FEET . i S AT R 2 Dh e g oK
A BE % 0% STING i % « i 5 ICD T Bk PD-L1 %
ik, 0 SR PR G I R . AR, HE R AR
BB I I PR Ak DL AR R A 16T SRS, K
S VR T A SRR ) R

e STk: AE MR SOOI E B RS S 0k T
FAR PR AR 0 E B Bh 2 5 SR8 8, 58 RO E A&
B A A%

FUREEE: AT EH P I M 28 h R KR
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