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Research progress of mitochondrial metabolism in tumor drug resistance
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[Abstract] Tumor drug resistance is the primary cause of treatment failure in cancer therapy , with its underlying mechanisms closely
related to cancer cells’ adaptive responses to environmental stress during treatment. As the central hub of cellular energy metabolism
and stress responses, mitochondria drive drug resistance by enhancing the metabolic plasticity and survival of cancer cells. This is
mediated through mechanisms such as activation of oxidative phosphorylation, regulation of reactive oxygen species homeostasis,
aberrant metabolite accumulation, and alterations in mitochondrial dynamics, positioning mitochondria as pivotal contributors to
therapeutic resistance. Targeting mitochondrial metabolism has demonstrated significant potential to reverse drug resistance in
contemporary oncology. This article reviews the adaptive mitochondrial changes in tumor cells under therapeutic stress, explores the
multifaceted mechanisms by which mitochondrial metabolism induces resistance across various treatment modalities , and summarizes
ongoing research on mitochondria - targeted metabolic therapies. Therefore, future mitochondria - targeted interventions are poised to
transition from foundational mechanistic studies to clinical applications, offering novel perspectives for advancing personalized cancer
treatment.
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1% R A Coxidative phosphorylation, OXPHOS) ¥ X
R 400 P U B 28 G AE AT TS 0 S AR XA AR
JoE TR i 5 SRR Tl e I 2 3 DA R,
SR AR AR T 2R AR v e A0 R B A A BE ) kS
HEVEH . A i fg A O, 2ok
I % = R BR 5 34 (tricarboxylic acid eycle, TCA)
OXPHOS F1 5 i 2 %8 AL (fatty acid oxidation, FAQ) 5§
AR AR, g I 6 4T BRS 165 5 $2 Ak ATP A AE )
HRHTAA . SR AAIE A2 20 L A 14 28 (reactive oxy-
gen species, ROS) ] T2 KIE, ROS IR B AU A2 i3k
R HE R R AR R I8 REBOE FE L B U (S Tl g,
B4 S T . 5 G R, 2k i I Sk
SR Pt i Jig V2 W8 — 1% P B2 (nicotinamide adenine dinu-
cleotide phosphate, NADPH). %+ it H Ik (glutathione,
GSHD &3 T YERF AL L SR AR AS , SCRR IR £ B A Bl
B IR Z W2 A T RS s FARS o ] 4 (n & W
HTE A o T X ) AT AR N 2O B AL B M K R
TE R K AR R eI AR T R IR . S AMEARE R
IR, 2R 5] g 27 AR A Dy Bobn e i 3 8 0t A
1 — 3050t 5 R i 25 VE 25 DIAHOG . X e R IR 7R
T BRI R A AE R R R 245 v i) 22 4 SR
W HEAEH o Warburg 50 2% B i 83 411 i i 171 4% 7%
ff AR B BE , (HL SFERBI 70 A B, 75 5E L8 b 6 40 B
WA T, OXPHOS 78 20 i 48 58 A A A7 v o 3 3 3
Ao PR 20 L DB 1% A% 1) OXPHOS 2% 7 4% 4, il
LRI ATP A2 R 1 5 24 W) A1 Ik SR Dh RS 1T -5 2md
%, I E WA R, 28 KL 4& DNA (mitochondrial
DNA, mtDNA) 4% v] 3 izt 2038 H 5~ 4% 8 B Celectron
transport chain, ETCO & & & T g, o #% - (nucle-
ar factor, NF)-kB S5 {2 AEAFIBEE " BEAb, ok s
PR i 2 S U IR G R R R 2R XK
AR, B e SR AR T B8 M i 24 1 37 SR
Z

S U SRR A FE b 88 R A R T B
Wt R, B RS A LA bR iR 24 P A T O 0 2
JUA i Jeg T 24 248 i v o B 0 2o AR AT AR AIE - 5%
JE BB ILA L R 2R AR B 25, IR R A5 T
BRARACEE [F) Y T o6 11 SRS
1 SR IG 72 FREE T 25 B9 1 R #L I

2L R AR A i 40 R T 24 1 78 rp R A 0
fE R, 2@ I 1 3 OXPHOS 42 ROS 7K~ L {2 ik

i g AR R B R AR 5 kL A B 7 2 S HL
R EL AT 5 5 00 A0 R AR B )R T A0 S iR

I RIS, A2 T 245 M T 1 1 DG B R R
1.1 OXPHOS i & b it 8 &t 25

OXPHOS i 12 il i it T4 38 5 L ATP & AE 2 fit
VIR BN S 5 K716 B 15 SR IR 4H i 1 5E
A0 18 i 98 5 34 5% Ctumor microenvironment, TME)
Ji R REEVE R o« R Warburg 2505 55 1 i X 141
i 1) 47 T At AEL 30 ST RIE 9 3% W e 400 e 5 Y £
S B0 15 5 T8 % Ok 1 98 OXPHOS R 15 £ A7 R %4
4, E 3 L T 4 R R KRAS 938 4 i
w7, S SR A A T A 1 B A O 2 ARy SRR T 1o
(peroxisome proliferator-activated receptor-+y coactiva-
tor-1at, PGC-1a) BLZR Fir {4 3% 5% [Kl F~ A (mitochondrial
transcription factor A, TFAM) [ b1 T B A i%
6] OXPHOS, i 2 g 24 o T iR 26 B 48 JfL /8 Che-
patocellular carcinoma, HCCOZHH, #ifi] TFAM A ii#
I WO AMP 3 A 2R B0 ( AMP-activated protein
kinase, AMPK) P OXPHOS & 14, M Tk 52 5 % i
B RANRHIAE B BURIE™ . XA TR I, Zokifk
OXPHOS 7E i 241 T B e H 2 E H

FEALTT i 25 7, OXPHOS [0S A Jir 83 441 it
i T Y MG I 2 A I I <5 B AR 2 R e 2 AR
A, R I8 A 3 R B B AL B A, BRI AL ST 25 5]
(AL 1407« £ v-Raf 5 PR3 9 25 i 5= 8] 5] U5
B (v-Raf murine sarcoma viral oncogene homolog B,
BRAF) A1 4 22 £} 41 8 RAS 93 75 788 & [K] [7] I 47)
(neauoblastoma RAS viral oncogene homolog, NRAS)
JEAR (1 HB A 2R o, MITE/PGC 1ol 5 SIRT1 B3I L
¥ OXPHOS ¥ M, /- FALIT I 245 . Aroua 55"l I
R P A 201 B & E 1P (acute myeloid leukemia,
AML) 41 fitd 25 A0 B8 A AR A9 78 &K L, CD39/P2RY 13/
cAMP/OXPHOS {5 5 il il 1o 41 g 41 ATP 4K 2 4 12
B 2 ] i L EF R 25 . mtDNA 58748 38 1 25048 ETC 1)
fE, ELIES SR 257

TE S it 24 77 T, OXPHOS #1714 T 41
(regulatory T cell, Treg) A58 2 #1141 ig (myeloid-de-
rived suppressor cell, MDSC) 7E TME #1438, i i 4,
T8 VR 4 00 41 2880 T 4 PR A 2050 A S B [
I 15 OXPHOS F JMJ8 20 i i 8 J=) 3 SR LE 3R 1)
it — e e A . PURE IR AET E 1
(programmed cell death protein 1, PD-1)/F2 J7 4 4H
M AET: 5 FBC AR 1 (programmed cell death ligand 1,
PD-L1) K 47041 i 25 P T 9k B 40 g A 5C 85 1 4 Ceyto-
toxic T-lymphocyte-associated antigen 4, CTLA-4) 5T
AT 245 Fr) B 8 2980 AN AE /)N 48 B i 58 (non-small cell
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lung cancer, NSCLCOHY, B34 il OXPHOS JiF 4 2. 2
T, 4E 55 e 2L N, 35 I i R A0 i 3 e A % R
£ Treg TEARAE =1 7L ER A B Hh il i Foxp3 /- F4X
R A LR, I HE OXPHOS, 4k Fa sl . M2 &Y
W 4 M3 1o v OXPHOS 3 14 {12 32 S 28 i 2, I 5%
& Treg $0 I 470 fih 88 G200 i 980 AR O r MR 4 i
I e-Kitf5 5 LIR&RAR S &9 1/IVERE, 15
OXPHOS JF 1, ] Fofr g 4 bk L 2 M P Dy

T )36 7 R 245 7, OXPHOS FA 18 5558 1 ¥
TEAENEAS 5, 40 BRAF #7701 5 19 PGC-1a /5
L RL A L) B R B AR KR 32 A (epidermal
growth factor receptor, EGFR)I Zj#H 5% '] AXL(anexe-
lekto) 15 5% 7 251, {2 A 200 i 0 0o 4 1o B 1)
B, YEFE IR T4 Ccancer stem cell, CSCOFFPE

% 21} 245 P (multidrug resistance, MDR) 72 24
BIWF R — KPS . Del Vecchio 28138 1o M 3% 95
LR 41 i (breast cancer cell, BCC) A1 A5 il 41 Jig
(adipose-derived stem cell, ASC) & HIL, ASC Ji# izt £ Fi
A 3 7% 9 ik e A PR AR, FE SR SRR T TR R
%5 F [ ¥ (hypoxia-inducible factor, HIF)-1aJf 14
5% OXPHOS B 1) ATP & B, {2 32t ABC #e iz & H
I MDR. R, A BF 70 3l M @ g oK
5 LKL R T R B G B AR ATP ZK-F, #0761 P-HE 2
(P-glycoprotein, P-GP) [ 255D i, M T35 5% fi
BRI,

OXPHOS $i it 3o =5 4 1 i J8 4 A1 4 475 i
FALN, I8 S SR TR BT A BB TME A AR
S A T ST 52 58 1 R TR 24 1 T B A 4%
CHEVE . R, B OXPHOS 45 2 Ji Ay i % it 24
PRI 2 SRS
1.2 ROS 57 &t 25

ROS = 2 iy 27 {4 W W B AT NADPH AU AL Bl
£, Z5HMES KRS HE. f£TME H,
ROS {42 5 1 bR 2k 2 S SR B 517K DNA
7 B AR T A5 5 308 % PRI AT 3R 3 b 98 1) K
A VRS RN 2 . ROS MIAE F 2 8L “XT) 817 %
o7 AR J5E ROS 38 3 0 e 3% (] 7 (AT NF- B Nief2
S5, B SRPUE AT 1, 5 By A e 2 RE AU I
MBI TIRE 1. A LB ROS W 275 3 AL i
15, b R JH T BRER AR T

T} 245 e 4 i 388 3 38 5 ROS 5 B 2 403 1 LA F%
IR L N ROS 7K1, AT A Fe BE 8 A2 AT I R v A7
o HORARARHHZ ROS [ B 2RI, 5 OXPHOS i
PRI N 24 96 20 i HH () ROS 7K ~F, ROS 3@ it 11 #2238

1% AMPK, {2 3t 2o R AR AL A B, 1X — 3 FE 2 = A4k
ST 25 SR B R R 22— 1 245 40 A 3 A 1 72 4
FEFBUAM R G EH B, 1 ROS KPR 3R 43 1id 2
P o 4, EGFR - % 2 IR ¥ #1001 71 Ctyrosine ki-
nase inhibitor, TKD fiif 24 2l i v] 38 ik PINK 1 £~ 5284
A W, MRERZ AR5 15] OXPHOS, fE £ ki A= 4 T %
ATP A1 ROS, [F] B S 5% Nrf2 38 2% 76 14 AT GSH AR 1
DABRAR LIRS . 840U, Ji o RESH 3 41 i
(glioblastoma stem cell, GSC) 1@ i PHB-PRDX3 441
28R4 ROS 477 2E , 4k Frde 4l i 4795 (Rl
LR AR R ROS P-4l ] B 1k 108 7 1t 24 1 2R
Wz —,

FEALTT IR 240, IR 25 40 i m a2 i 2o
RIS Nrf2/GSH JLA Mk R 58, (it GSHL ALY
AL 45 R IE PR AR ROS 7K F, T HEAEHI 269155 5 11
DNA #5453, 3 E VP T8 B (A Bel-2), #iht4i e 5
P2 B AR ZR I 24 40 B Ry OXPHOS V& 1 4 ¢
ROSF&AS, 0 PI3K/Akt/mTOR JE B34 172,

TE B2 24 H , TME H 28 b fk ROS 18 1t i &
PD-L1 33k s A6 T 40 PR, 1) 55 G0 2 16 25 410
HFR 7 3. A UEE R B, ROS AT BEH 1 mtDNA,
JH 53 1 F) mtDNA T8 i FOR GMP-AMP & -4 2=
R R T--F & L PD-L1 %A S 8% ik
W SN, TR , OXPHOS & M 5246, 1
B ROS 12 3F HIF-1a/CCAAT #4381 45 & E H B
AT ABCBI/ABCC1 Z9WAMIER IR IE , 13 i
FEAFAITHRBL, [F HH] ABCA1 g 81 A, il 4
PERTEFIIIRETL 1155 T 40RR ) S R E R

B[ 257 TH, 76 Fms FERS 2 RIS 3 (Fms-like
tyrosine kinase 3, FLT3) 4 il 7 25 1 AML A7, ROS
Al BB B FLT3 BN 5 8L 948, (B 3E FLT3 MK
() 55 B8 A5 5 WS A4 2 it 25 K B, ROS W % RAS/
MAPK. PI3K/Akt/mTOR 518 % et FLT3 )11\ 4ERF
AU KT E B BE A B R B A T, @ &
Y FE ML 1R 5 B0 2450, 541, AML A GSH i 41
Y1 4 (glutathione peroxidase 4, GPX4) 1 il 75 5
BRBET, AR AR ETC AR A A4 B Q 754 R Guidid
H R 5 ek SR A 4 REGT M A7 5

ROS 7 it 83 i 24 b 9y 38 PR P X AL 1) £ £, i
24 24 o e 3 B R A 2R G v T 1 i R AR 6 gm AR B
AT ROS KT, f# ROS N 2 5 E ML IE R R .
U T R sz i S R I S 5 0 1 AU,
ROS R K il 1 2 Fivifih 243 BIL o) 1 3 [ Al 2 7m HE
VERNGEATRITHE s 2 T
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1.3 &AARA g Xiftdh 5 Mg ot 25

LKL L TCA TG AZ 0037 P, Ferb [a) 7= 43
B TANE A A RS B4 . TCA 7634 b g 1Y)
WAL A, s R /K & B (fumarate hydratase,
FH) . 3% 1R it S (succinate dehydrogenase, SDH)
AT TR I Z U Gisocitrate dehydrogenase, IDH) [
SRR MR A R R, e ATiE i 4
FREP AL L WAL AS i AL SR AR AS Dy i g8
SR BEAE RIS (L HERR R RN 25 . BEE T
FORTRN » iR AQ U L Brboa it 24 75 10 A FH 328
&IPSt

ST 24577 18, BRIH R A€ HIF-1a, 35 5 TME
[ 3 P AR R M e A, A5 TR S 1) S B AL I 245 4)
Kl BBAL, EBEIHMR A S RES IS Nef2 8, 1
W GSH 5 Rl 55 170 AL I B 245 ) SR g, AT £ 47
iR 240 M G S AR TT 5 S OB . 2- R R K
R (2-hydroxyglutarate, 2-HG) 7& IDH 22 4% i Jiit &
I F T R T NANOG I T 0f 21288 11 25 2k
A T A 81 700 FRT TS 245 8, I 389 0 DNA 453405 2% & 4t
(DNA damage response, DDR) R34, /13 55 S e iz
s

Ge TR 24577 T, BEIARR T SUCNR 32 1A 3%
il 987 A 5 1 41 9 Ctumor - associated macrophage
TAMD [ M2 B AR Ak, 73 90 1 20 B A 3R Cinterleukin,
IL) - 10, #% 46 2= &K K 7 (transforming growth factor,
TGF)-B&& Ha 2 4 K -1, ¥ T4 D Re™. 2-HG
I8 1k 1 #1] TET (ten-eleven translocation) ff 5 25 i J#
PUIS I RIDTER, n i e e 1k e

B T iR 25 75 161, 45 VR P AML ', TDH2 #)
Q316E/1319M 7R A8 o A% BV i~ 25 5 o7 s, 5 U
JEF 20 et B M S (R T E™ . IDHI/IDH2 RARE
HAT, AERE A IDH 6T B S0, B — IDH #1571
il 2 S EUCR AZ M) TDH B g A K AR 34507, LI
5 {5 PP 400 o) 71 ST M 75 44 M 24 P A LA Y
PR, AT 2R B 22 4 B8 A 1] SRS
L4 BAARF /) 5 5 A2

LRI TE BN A A0 a8 , LORAR SN 1 57 0 i kL
R G 5. SMEEE MFN1/2,
P JBLEE 1 OPAL 1 3 2R fil 75, 2 7 JIE e 57 AT
W EE S5 W AR E » AT $2 T OXPHOS 24 % 5 /)
FH2R I Drpl MZAR 8 H FIST W) 7] 3X 5 2ok 4 52
AR, SR ALK BUHEON F RS AT, DR UE 2R i
iR, 4ERF ROS AR A, MM BE G 120 ZRkr
PR3 ) 2 2L B Rl B AR I S i ), T I

IR 2R AR Ty R R S e A [ AR R AR
IR EE N A9, Rl 2 R ) T 1) e 40 P
1 Drpl (Ser616) B & {4 FEICFT OPA 1 #5315 11
e [F) 2 7 2 0 1 X 445 52 8, £ i OXPHOS RCR A2 it
Jibgg gk J 2 T R, HGF/Met $143 FIST B R AL 5%
48 Drp R 3 R p R 288, 14 am AR T RS M, I i
AR ZRS . b, LR ZARAE R L kLA B
(V18 Bl 28 B8, S5 7 A [ 2 R AR 8 T 5 o
FH G IR IF I B, X — B i AR g
Bk 52 1 28 b7 1 | 22 Mt S8 A0 B BEUE 77 K982 ROS i
B AR . BT 5 LR, kLA SN T
OXPHOS. ROS B 28 KA [ Mg A7 70 R 25 (1 T REAR
G o S RIAE) R i 24 R AR Bl TR, S8 ) 2R
PRBN 12 AH SRR 7 ] e BONHRIE YR T IV TE 7 1] o

TEARTT TR 24 77 THT, 35073 it 245 20 i o R 30 v il A
Inag, LRk AR RIS 2 . 14, 7F 5 g (gastric car-
cinoma, GC) 7, Ity 41 o 25 %8 TME, 00 7] 78 5 T
2 Y (mesenchymal stem cell, MSC) 1) RhoA/ROCK1
15 5 10 i, I 0 20k P 5 R e o 4 R AL B L iR
LR LA A B AR AT B 1 W, A T 5 5 B R
2400, AL, R R AR 2 5 S T 10 B RS R
HUAH, 620 40 i (5,25 COROS 254 B T2 20 1746, i
e 24520 AR AT

FESEMY 2 h, —J7 T, BRAZRAE N MHC- |
PR FIE , V5055 9ot 200 H 1) G2 D P, AT 5 350 T 440
(Y200 BTG PR BT o 5 — 5 T AR g 2% 1k DA
J LGRS S/ OXPHOS F1 FAO k59, S8UE A
A AR AR L, I T A0 AR . St Ah,
1l £26 ¥ A0 4F 7 1 5 5% R 7 ELK3 7T g Ji i 2R 4 1
AN T 0 A B AL A 2R 3 (natural
killer, NKO 4H 1 % = [93 14 FL JIit J& Ctriple - negative
breast cancer, TNBC) 4 il ] % 43 RS, 108 55 350 43 4
T 2450

U] i 25 77 1, A6 FLT3 30081 750 i 25 1) AML 28
JaH, Drpl A 3R 2, /D FLT3 8 H 1E 2k
PR SRR, [FI I I0E U RAS/MAPK @ %, 4%
FF FLT3 550 88 s s, T2 s 2557 75 A%
B Je i 245 () HCC 1, BNIP3 3@ i/ 5 4R ki 4 | 15 1)
AR, A5 AMPK-ENO, {5 538 1% , K g 8427
OXPHOS % [ WETE i, F5 22 4E 510 26 HCC 4 1) A
AR,

RIS 112 5 OXPHOS. ROS £ 245 4t [F] #4 1%,
I3 J (158 TEL X 4%, Jilv gl 20 A ] 1) 3 ) 2 38 LA ikt
R 265 14 5 A R AT L I 553 S A A0 TR R A
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Y6 2 Fhi 2GS B B . IR T RZ Rk ) )
WFRENS TR H BTIETT AT B a5 R PR
1.5 &AARINF 69 CSC 5 PG a4

CSC 2K BA BRI B0 RE 7740
T, 1 24 40 RLTE CSC H i A7 AE , H R ZE AR
& OXPHOS 34 0. A 9 4 15 48 i R & 3k 5 A 52
R H R HIRZ O, ZRRAARTE CSC AR R 24
e B R EEMEH .

5 HE CSC AH b, CSC 7E & Ffoge i oh B A AR (1)
ARUPIRAS o 1 S 20 it 38 3o A W 2 ot 2 S o LT 1
R M, IR T 24 0 &S R B B . CSC O K
OXPHOS $2 it G &, #H] OXPHOS £ fff CSC ¥ i) i3k
N TR AT R R BUR . E A OXPHOS
KPR HE ROS 7742, 4l B HIF- 1o AR B 4E 7 CSC
e AHRRAE o T CE 4 I SR AF R, ROS 1 A B RT
At S 3 DNA #1455 , X I} CSC i i ¥#i% DNA 12 5 &
12,155 DNA & B A S A7 i 2517

CSC % & TPl 25 )5 & 5, B A = Re &
BATIE RIS 25, /i SR K. A
R ILEE [r) 2P bk E2 4 M 5 19 Cacute lymphoblastic
leukemia, ALL) 1 (1) £ R A& OXPHOS 1] LLAE 57 14 Hh
THFR CSC, H Lzt 2V K13k 13 . PGC-1afE N Ehi
A AR AR R SRR VR 5T DR T, A I B AT 0 i O AR
Jee: () 20 PRRE AR AAE , 5 25040 P e It 7 2 T 24 4
FEHCC H, [R5 & 5 5% Rl - NANOG i ik i i
BOE FAO 5 R B AR i 25 . £ Rk | W 7E
CSCAMFHIM 25t R L EEAE M . 75 D IS iR A
Jit 9% Coral squamous cell carcinoma, OSCC) #, H A
CSC 5 1IE ) CD44*/ABCB17ADAM 174 it 3 i i 15
LRIk A MR R I H i 25 PE . Ak, BNIP3/mix /13
(2R W 75 5 45 L CSCALYT i 24, BNIP3L
DUBR AT BH 1E 28 WL A 5 W5 - 38 e 55 2R 96 97 1) UK
PEo XA AR B, LRRLR 1 AR YIE B A B — R
VR, B0 ) 2R R0 AR AR 1845 L R B)) ) 2 T AR
CSC H T EE, AT REIRTT TN 245V e S (L T S ms

2 BRIRREERREMTTZ PR E RS =

HIRLRARNM 25 17 IR 25 19 i H
T AN SR o8 ) 38R 8 S TME [0 22 57, 2R
PR AC 0 22 A A2 AS [ e e 22 B Y 8 3 1) S IR
3 A A IEAEN LA 2 A PERFAE” (1013, 8
s T AR E BB 1 B AR, N AR HE R 9T SR A
TR . R A URN R 24 3 A% R 2Ok
AU R (0 T2 % 502 5 DR T [ o A i T 7 5

[ IEDNT AP
2.1 JUMSE

LRI 2 A8 BR A A R R AH SC BB T 3 2R K]
o BIMEIT VN IIRIT VB IRR T A S IR
I7 5 2 MR T SRS R, B8 T LU R PUE
R 24 1) JEATS |2 AP AE o« UTAE R, SRR AR i 7E
Jiie AR S 24 b AR 52 0G0, AN R R AL A A
D] R 1) 2L B8 T RE AR AN [R] 7~ RE kA . TR
7N 5 MR I8 B TR - 52 44 A DG EE ) 1 CTNF receptor-
associated protein 1, TRAP1) %5 K| i ixh 3 58 28 Fif {4
OXPHOS SR A 32t 7L i Jeet 401 A7 » MCF-7 3L i 4
JE GRS BEAMED o, MER 7T 55 COXTRP HE H
A, 150 2R kK OXPHOS 3% M , 7] i A 5k 480 2%
PET 1 ROS AP, 5 ARB AR 1, (22 Jih 8 17 3%
i 2451 T

TNBC /& 7L s o e B AR 28 PR — R 3R,
= ME B K 32 1A (estrogen receptor, ER)  Z2 ¥ 2 244
(progesterone receptor, PR)FI N 3 57 £ K K152 44 2
(human epidermal growth factor receptor 2, HER2) 3%
e AT R H T RIFRES T, SR 1, BT 30% ) TNBC
BEAIRITR3ENE R, IE—FBHEIRIT R AL
B B IR An far o TNBC H 2R0hE R 10 25072, AR
B G R PSR R M A i TR 24 12 7 A Y B
BHLH] . BF TR B, TNBC T 40 B (1 4k 97 i 25 55
OXPHOS 3% £ 3 & DIAH % . MDA-MB-231 Al
SUM159-PT 45 TNBC 4 g 2 % A5 25 M )45 2 it 245
55 FLA KA AR B0 1 52 25 D AE 5%, JH o A i 1R A
& TNBC 7= A1 24 1) B B2k Ao — 7 1T, R AR R AR
W 58 OXPHOS W& 1%, IR BTALIT 25 EE s 5541, T
Pie P 308 3 7L PR 20l A AR RRCFLIR , 189 5 TNBC RIS
P PD-1 ST R SOV o AN, B 25 21 24 1)
TNBC 2] 2 I J5€ 23 B I i A PR el ] 5 -
O- T R Ft LBl , 72 45 NADPH 338 i GSH ) & i, A
BEARALTT 51 L ROS AR AT DNA 54551, X M A
T L 2R 2 B 5 TNBC 40 i 1) H 9% 16 3% R

ST, BE 1) BORL AR AR T B8 DY B0 TNBC T
RARGEHT T 7] o LA P T 18 35 4 4101 1) 71 UK -5099
R I AEAT 2 PR OXPHOS 7K 7 )1 & TNBC 41 i
AT 259 B e A1, B ] OXPHOS B Bk
A2 Bon B ORING T 7). T e i
TACS-010759 (- RhZRL ARIFIE BERL 5 254D 1 B
J7 7%, AT LRG58 6 TNBC 97 2. 11 TACS-010759
5 CDK4/6 41 77 1 75 & sl 41 7 - 18 8 e
WA, T W R R SEAL ST 245 ) TNBC 48 ™"
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22 #AR AR

B8 28 1A I 97 S YR T 3 100 T 490 R AE 40 i T
P S A R . 18 PESE R E I (chronic my-
eloid leukemia, CML) 35 8% 5% 2 T TKI, {H— HL#%
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— 3B 5T, Forte 25 “IE B & 88 18] 78 53 1 40 g
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LSC, i i3k {1 1M 95 FE B A AL 24T 257 . AML 13 3Rk
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AN RSN TTPZTE S C R 57 R N AW I B2 G U (A s {OR B2
BR3P LSC H 32 S84k BB 473, [F) B i a3k P o T
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5 AU A R R R R VR T T, TS S 1 24

NSCLC EX} TKI H L 24 1 2 117, 23 %% 32~y ml 30 i)
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