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Advances of glucose metabolic reprogramming in tumor drug resistance
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[Abstract] Tumor drug resistance is the main cause of clinical treatment failure. According to conventional wisdom, resistance is
mostly caused by greater drug efflux, accelerated DNA repair, and decreased apoptosis. In recent years, more and more studies have
shown that glucose metabolic reprogramming, as a key mechanism for tumor cells to adapt to the unique tumor microenvironment and
obtain the advantages of survival and proliferation, also plays a very important role in regulating the process of tumor drug resistance. In
addition to providing sustained material and energy supplies for their own rapid growth and proliferation, the abnormally active aerobic
glycolysis and pentose phosphate pathway in tumor cells can also affect drug tolerance through pathways like regulating redox
homeostasis, enhancing cellular stemness, and reshaping the tumor microenvironment. Additionally, the combination treatments that
target glycose metabolic reprogramming combined with anticancer medications have shown progressively greater therapeutic benefits.
This article reviews the research progress of glucose metabolic reprogramming in the resistance to various anti-tumor drugs, in order to
provide a new breakthrough for the increasingly prominent status quo of tumor cell drug resistance.
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H1 22 DRI 3% 3R 3 1) 52 0 s e A, 448 ML 247 AL 1) e i
T AN HERG N  DNA 18 52 1 9 | 50 S B B IR R
AR Bl R IR A TR R R T X T
5 01 25 T PR Y A ATL A A 5 9 400 i P A 4 2 )
FERA S 245 R A I B BT o i SR 1Y) b o8
I ¥R 5% (tumor microenvironment, TME) , i 983 4 il <=
FFEE H SRR LU & A= A7 A PRI G 51 1
R, Forh DU TR BRI A AR, R Warburg R
JS2 R ML RRFAES o T Rk ok R 22 (I ST B iR
2 i 3o oA A IR 34 11 3 B M AR AR R T H B 1
FE A 2 AN 5 22 A7t Job e 24 P R T 247 338 7 25 D) AH
9%, Hel Blondy S5 A I, 7E45 B v, AR RR Mt &
i B4 4 (pyruvate dehydrogenase kinase 4, PDK4) []
FIEE 5-5REENE (5-fluorouracil , 5-FUD i 244 & 1E
FHIE, IX— R BN 4 5-FU 1T 245 T3 T I8 7E
1RITHE R PI3K/ Ak 55380 8% 70 T 20t e <5
25 R AU EE G A, LI — 3l % T AR
5 AkEJe i 251 B UEAE N . B, IR AR ST
AR B 2 15 5 R T 245 2 ] 1 S BB, AN B T
SRANOT T 25 AL AL Gl R SR R, B fe ok H AT
i 96 245 O 245 £ R T e AR A T Y 2

1 FEAREH RS ERIE

HHEE I 4., Jis 4 2 I R AR AN R A
WPIRAS , ARSI WERE ff S R I BH 1 12 (pentose
phosphate pathway, PPP) 3 5% | S5 AL i iR 1t Coxidative
phosphorylation, OXPHOS) 5z #I i . FLER 7™ & 3 Jin LA
FARGH A =) i B A P BISEAE A A EE T, i
e A 2 U0 2P B0 O e o OB I A R AR SR B S
17 A R FH A% 4t i 2010 OXPHOS 3848 77 g £ 40
BB IA DA, Jih T8 4 3K Ao A 6 B g A A R A
KIS AR 5 I B 7 SO T B e sh 45 2R,
SR X — 1 AR J5 SR SERAE SR S B T 1
(hypoxia-inducible factor-1o, HIF-1a) /3 T I8 41
PR D A2 PR T A B 5 5K RN AR TME X H 5 AR
PR 1 IE SR R R, e HOR R R R
LR AR PR A RE 2 A, iR 4 A A
A% 3 1Y B 500 75 S B BT AL IR K R IR
VB R T A B BERE . BE AL B I A S PPP
A R A R LR R T R A T e SR R e A
1 1 2 (nicotinamide adenine dinucleotide phosphate,
NADPHD P [F] 4/ v 1 4t i 78 AL N e 0, g T
G BEANHE TVE, WA 20 B0 72 e 24907 A=
i 2457

HT T L, A 2 R A DU SCHE e 4 i
NER AL R R W) S LA, SR L AR 2 PR
R BRBN 12—, ik, SCEE AR Gt WA E g e
FEST T 22 24T 24 R IR BT AYIHEST R Sk
WAL GEE24 15 F [ R AR 5 1 PO Y e A2

2 PRI ESRIE SN2 80 5 FHLH

21 REHWMH IR

TR SIS R 5 PP a5 2 R 4 L ot
A A SE L PR B B S, B AR Y
— BRI T (adenosine triphosphate, ATP) AMY4ERF T
M e ARAS , 1B ABC ¥ 12 B A KRR AR LL(E ik
250 1k 1T PPP UL I AR A 0 -5 - R A% R
B RARAEIERE . B, 5N S R AR 25 v, 6- TR IR
BE-2- UG R - 2, 6- 1 2 1 3 (6-phosphofructo-2-
kinase/fructose-2, 6-biphosphatase 3, PFKFB3) & ik
ANASCIX ) 3 P A, 3 4 e I I TR Il S5 I I 5 R
PR, AR = R AE AT AN SR AL A AL e R S
JRAE S R
22 AN HREEFEMITRESR

VR 22 470 MR 245 0 SR 4 3% 403 20002 A ARt T v
A (reactive oxygen species, ROS) il N B 5 51 2 (1 41
NS R T PPP & 423 1 F 37 £ i) NADPH fF
NI SR AT DA BB FR 25155 7 A I ROS,
N8I 2 4o A S AR A SR A A0 B 2™
SR 22 L, il P AR Y R S 0, )
FUIR M A — B EH I 7 TME, BR AL I A 58 AU
e L HE 40 1) 2508 T 480 i . F 28 2% %3 (natural killer,
INKO 2 0 5 92 4 PR A4 375 3 o P b 4 L feb e
FH 2% LW 41 Y (tumor-associated macrophage, TAM)
23 590 ) G 25 A 2 R N2 M2 A Ak, 3 BE A i3E Treg 41
JiE0 5 G 5 AU A 400 N F) T A 5 AT 945 Bl 9 4 326
G WA AR — PR, T 245 40 ik T &
ZINGH A/ 7 44 i QU T L T M R A IR 4 T X
T3 2451 , T B PT 47 BRI i 24 3 2, 6 T 245 12 )
YEFFrp ks 7 EEAER.

2.3 DNA #4514 8 A% ) 34 3%

PPP AL 55 — P WL W -5-BE IR —AZ T IR &
6 75 BEORL, 5T T DNA g B 0 B 2. It
A1, S i TR RE T T DAF 28 S I e AR U A I,
$i& e LR A P R R S5 AR K -F, B e 2
DNA #5if5 fi2 Z il #2 . 4541, POU2F1/ALDOA %l %
PTBP1 4 5 1 4 Bl B2 ¥ B M2 & (pyruvate kinase
M2, PKM2) B 32 2548 1] 2 G A 26 98 i 70 440 i 404t
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ARAS, 11 2 Fiobl B @ A0 PPP AH DG B (18 M, AT 417
il DNA #5145 175 5 B4 B0 T I 38 s e o7 g 52 10
2.4 M T b A

8 -4 i Ccancer stem cell, CSC) (K H 55 K 1)
H B HTHE ) A K m R IA AN, oA N2 iR
7 RO R R I R Al DA SO % A Dy 2 1
U ALy CSC R AL 1 78 2 14 o A g & it
JRE, B3 S A K B e (A ) 3K B 2 W A B
A1 Wnt/B-catenin %5 VE4EF75 50 ERHOE , B T
Nanog &5 4% 0> T PEbR E VA AL, e 28 38 5im 40 i 1)
BT HTRE T 2 1 2 A R ST TR

L5 LRI M i R I A A PPP B AN 41
T NER 250 15 AR A T S R I Re AN B R, 3B
i3 NADPH /13 {1 ROS 175 B 1 3L I HE A5 o W0 2 9
T TME, 5 it [F i, B A e B %2 5
T DNA BB UL CSC TR 4ERE, RT3 Tt
T XS ASFENRST R TR 2 . EAS R,
1T~ TME PRI 25 22 5 S 4 ST A 1) 20 22 5, AR
Tt 2 o R SR A8 I AR 38 B R A 5 AN ) 4 i I T
2 H 2 70 i A I8 B R S AR P i e
P, AN R AC R 2 B FR 40 i A B 1 [R] 5 AR, F RS T
Z T 251 2 4E BT W o 49, A6 i B 40 B
ALDH1A3 /5 1) PKM2 PU AL TE 2 4k TME #h 4 R
JE 5 XRCC1 LA 16 LLE i CSC ) DNA 2 fig 775
AT LE 2 i 5 TME XUEE J2 [ W 5] 4 kg 245 5
HHLPUIH AT F1) 95 (prostate cancer, PCa) 4 il H,
FEIAH AL B 5 51 K 8% fif A1 OXPHOS #7545 7 i L)
T A2 SE NS BRI B AR BA B b Bz - 18] 78 5T e Ak
(epithelial-to-mesenchymaltransition, EMT) #H 5¢ i 2
fRE & /R 1o XM R A 7 B 5 AT 2 A
15 1968 4 L RE 5 2 A IR THT R G 95 25 300
T 5 35 3G i 57 N AN [RIVE 7 He ) R 3 g

3 RERHEREESERMBEYIN S FRIFR
TR

AN [E LR 25 i 2 WL AEE B3 22 R, (]
LT 24 1 2 rh S5 £ B A AU 2 T o B EE AR
DRI, ZR b B A QU = G R LE A [RVR T SR 24 3F
A PER, A B THam AL SR e AL
3.1 miaFEntm

I P B M 25 ) L@ LA S DNA 4% . 77 4R
ROS BT P48 i i B Ak FE U E A . B2t T
XA FHATL I LA, b e 20 R A 0 LG 2R 25 M0 B
TR G T 2 X e B S O K 1 R P A

55 PPP, iy DNA #i i 18 R IZ 78 AL 1) ATP 5% IR
JEORE, [R]85 NADPH ;= 2 34 I X 2 5 45 +F 7 20 4
IR JRESAS , T HRA 254155 S O Tk . Bk b
IR SEAE AR R AR S, B AR H 2 A AN ) JiR AL
ST 25 R 70 A R B e 52 ) e B E A
PR 75 R 2% DL R S ROA B AE B, B 44 3K )
T BRI 25T R
3.1.1 4%k

BAZS TN 24 10 T BROCE AT A1 BE 0 AT 5 Al AR i
BAR IR AR EE & 5 TME BAE . 1F i 12 0 e g
RSB R &, PFKFB3 72 N #19% (ovarian cancer,
OC) = AT 245 41 H Hh 0 e 2 3 AN L 1) 4 7 e Je
B, HFED A 7B A R U FEAEEE 1 R A 2
RA . R PFK158 5 52 1 411 il PFKFB3 T[] i 42
1) W A A I S AR, 78 AR ATP AL R AR A Y ]
I i v 1 W 5] R IR R, DT T A 245 A
FEFR 4-F I8 (4-octyl itaconate, 4-O1) REAE ¥E 1) H y 5
-3- T 2 i 2L 4% (glyceraldehyde-3-phosphate dehydro-
genase, GAPDH) 15 5 4 Jfil 4 6. T, AT 55 30 45 B
795 (colorectal cancer, CRC) By | 411 24 P4 (1)
UL B T BR A TME A1, i 983 AH OC R 2 4 41
(cancer-associated fibroblasts, CAF) ¥ % fig 75 V£ 19
W5 34 0 LI A A 2 CGinterleukin, 1L) -8 [ 31,
18 ik 5% 43 WA B ) O i IR 5 B IR (pancreatic
ductal adenocarcinoma, PDAC) 4 g 4 Y] DNA #4512
S, A FEPDAC KT BRI B R
3.1.2  JRALH

A 4 B gt A2 5 2 P PR T 9 X S At 4, 72
DL B % (temozolomide , TMZ) AR O ke 77)28
i 25 R R E S A 3 . FEIR
R4 98 (glioblastoma, GBM) ', Warburg %0 M. fE %
{8t AP UAA cire_0072083 FAIREI, 1) LI %0 T
PEBR HE W) —Nanog 3R 1X , 5 Gt 1 1 5 41 i 1) i
ZPERY S Ak, TMZ AR B 51 1) 20 B ST LR
1% DNA 145 75 5 4% 5 K1~ 4 (DNA damage-inducible
transcript 4, DDIT4)/4] %) i 4% iz &5 F 3 (glucose
transporter 3, GLUT3) {5 5 4ill, %l 35 52 Fh- Kl B fifg 7K~
FRE— DAL HF GBM 4L - PRARFAE , BRIkt i s 4
Xof TMZ BEURR ) S BRI
3.1.3 R HH

5-FU. 7 P fli (gemcitabine, GEM) 2544 1 25
VAR 9% R AN, T 245471 b1 A S 28 b AR
A R = ) S e PR RS L. Blan, b A SO
% filt e PPP 142 e A K B GEM 3% 4+ 47 it 800
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— IR (deoxycytidine triphosphate, dCTP) , 35 G+ PE 471
il GEM FOHT R 5 14 o [RIAST, Mg 4 B 7 HA R i
9 RE 0 T B 2 AR T 28 : CRC 4
PRI 3E T YRR AR O AR P 98 OXPHOS LAZERF
AEAERY . Ak, DL JE % #2 [ 3 (methyltransferase
like 3, METTL3) A1 70 ER A5 /2 1 35 (A 7 7 Csirtuin7,
SIRT7) AR ) 2R 308 A% A2 1 A -1 1,388 A 74 1
5 FL IR It 2L B8 A (lactate dehydrogenase A, LDHA) .
GLUT3 S5 HE AU SC 8 £ A R 1k, 35 52 Wi 41 Ji o)
ORI 259 (R UL
3.1.4 A

BT H0 24 S 1B DNA 46 4145 0 (1 1097 2
Y, BEACH 27 W) 3L IR S AR S i RNA R 2% (R 42 7
i 25 LA 5 B A oA o 7E 22 PR AL ST 24 PCa 24
i v 5 25 8 2R 0K 1 cire ARHGAP29 — J5 THE 1 5
IGF2BP2 5 5 L 45 Fr , 45 288 € LDHA mRNA; 75—
J7 T e FL#E 5 o-Mye mRNA K& H & (=4 B
R A 38 5 0 i) G % A ok 4 5 METTL3 c-Myc 72
SE T, 3 1T 4 5 L 6T LDHA (56 S E . 1XFp
WUE AR 53 B0 LDHA Rk 7KF  3 7t =, B
i S N, D 25 A e it T R AR
MR, 7E FLRRJE (breast cancer, BC) 4 ffd 7 , il i
miR - 124 H #2 #8 7] 3L & % 12 1& (monocarboxylate
transporter 1, MCT1) /b FLER HERR v 45 24 &2 BC 4H

*1 BERPERENTS

J X B2 B BRI . AEARFE VAR YT it
(lung cancer, LC) 40 g N R ALBRVE NG 5 0 1
LW TGF-B1/Snail F1 TAZ/AP-1 31, il %2
i} 24 #H < 25 [ 1 (multidrug resistance-associated pro-
tein 1, MRPD) J¢ ATP 4 & G438 8 C WA RIK A
1 CATP-binding cassette sub-family C, ABCC1) %4 it
LyMANHER NZRITE , SEon BRI P M0t 25 W) S HE S
22 i 2L A A7 7 RS 1 T

25 b, M PR G 24 3R £ T 29 ) 414 . DNA 453
PifE = A R 3R, WA 2 25 A Je 1 3= 2l B S
Je A 1L PR 0 i e B B AR SR A T — e R A
PRI 285 1B e 0. bR 4 s AR S 0 2 3 ik
LA SRR AE A RE 22 A1 Id e T I 4 KR AR JRARAS
VARG DA K 5 B TR 2 ik 1 5 A e i s B
T B — A 56 B PRV 245 DX 2%, S B0 i By e O AR A Atk
HAP, A, ML e RN S G A TE TME,
B SR I AR SR 25 B A I 2, — A4
HRRSE, IR T e S O 24 RE R Do
32 fewmiasi

HAEEAR G M 35 1k 2590, 4T 1) iR 7l ol i e 4k
] e X S i PR B OB 5 S B, FE R IR TR
EVE B[R] I S 35 B A1 0 0 IR LA B . R,
SRAF PRI 24 47 7 R 1) A7 R R B R 2 B
(ERUPIVEPSER Wt V& WSS Ry SrE a2

R T

Table 1 Mechanisms of drug resistance in different tumors mediated by glucose metabolic reprogramming

Cancer  Chemotherapeutic Regulatory factors

type agent and signaling axis

Metabolic pathway

involved

Mechanisms of drug i
) ) Reference
resistance regulation

CRC  Oxaliplatin, 5-FU, POU2FI1/ALDOA  axis, Glycolysis,
DEHP, LINC01764, MET- OXPHOS

Epirubicin
TL3

PDAC Gemcitabine
circABCC4

GBM  Temozolomide

BC Paclitaxel, Doxoru- PIM2, miR - 124, FGFR4/ Glycolysis

FRS2/MAPK/ERK  axis,
ZMIZ1

HCC  Doxorubicin, Gem- KHDRBS3,IDH2

citabine

bicin, Tamoxifen

PCa Docetaxel, circARHGAP29

Etoposide

SIRT7, hENT1, METTL3, Glycolysis

circ_0072083, ALDH1A3 Glycolysis

Glycolysis, PPP

Glycolysis,
OXPHOS

PPP, Energy and material supply, ROS re- [12,24,30]
sistance, apoptosis inhibition, cancer

stemness enhancement

Energy and material supply, drug [20,31,25]
transport modulation, DNA damage
repair

Energy and material supply, en- [15,21]
hanced DNA damage repair, cancer

stemness enhancement

Energy and material supply, apopto-  [32,33]
sis inhibition, cancer stemness en-

hancement
Energy and material supply, apopto-  [23,34]
sis inhibition

Energy and material supply [27]
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TRERGE, B vF, TR, AR S g R R i 2 P A Tk R L .
P T BE RS2 S 4 T ARBLEIRD 4 2026, 46(6) : 935-944 © 939 -

SRS 24 B, 30 AR R B 22 (R AT 7T 3R W B A
2 R A D g 248 L 7 S5 468 1 s g ) R S 0k A B
W, FEIX — R R R R AR T AT 2RI E . i
e 200 10 i K PR AR P 2B A AR N A2 B B P o R
TR 2Z A, FLIR - 5 — TR AEART H 18] = ik T AR
NG T 73 1 B AL % S A 25 IR 24 AH OC ik
PRI IE T, JF I 5 bR oA 85 R AR B A PR Ae:
3.2.1 T EE ECBR BRI H)

FE /NGy 1 B s R S 410 A 57 A i 24 1L R b,
A B 2 A2 5 (5 5 T RO L 2 WL 18 A% R T A%
B WSS EARER, N2 YL A T 25 3R AP B
SRR R 2 R n] T 4 BUME Sl i L R IK )
R T4 g S 5 64 o, B TV 0 5% RS 1 B 1 24 ) UK
P, 491 401 STRT6 38 1 W HIF- 1o/ CURE G 2 Chexoki-
nase2, HK2) %ili_EifTBE B A /KT, S35 B AR /N0
JitiJg (non-small cell lung cancer, NSCLC) X JEi& & J&
AR YT SORIPES o e Ah JiRE A 555 Hh 1) 26 o 2 i
W5 72 R YRR, B 7E LC 40 b s 4R
it & CTHRC1 1) CA REf% 38 i 7% TGF-B/Smad3
15 5 J00 % 8 R 24 200 i PO T A0 12 5 1 R AR
g EAR N AE T HE LR, FFal 2
H3K18la &1, i — 35 i CAF # CTHRCI1 ) %
iE o XA CAF/CTHRC /K ¥ i /H3K18la 15 S 13t 1]
TR O™ S 1 3R R AR A R S A I R
fiig $00 i 771 Cepidermal growth factor receptor - tyrosine
kinase inhibitor, EGFR-TKD J7 %" &I, Qi 2
AR I e 38 1 RO AL AL 18] B2 BB 24 A 2, TS
e PR AR L ™ A o T R, AT 2R
12 B AL Bl ) S B DAL e b 2H 2 2 R A,
1ML PKM. LDHA S B G R 1) 41K, DEP-
DC1 JU5E 3 1 17 4% PI3K/AKT/mTOR J# 2% , P [F) 52
S T e 18 iR 5 2R A A I ) AT 155 32 e R 4
JRORE T 7™ A2 T 245, 1% 0 TR 24 1) G 39 55 200 e s
BFVRIT TR A5
322 RHT#LEHRK

FE K 53 1 B v B HUAR R 245 (R T 25 L) v,
PO g R R AR R 2 R E A . BEAREPIRS
0 25 AR AT DL B 1 2 AH RS AR A TR R S
My 24 o AH N 3R H2 A2 K PR 52 & (human epidermal
growth factor receptor 2, HER2) ik 2% 1A [ BC 41 i ,
HER?2 1y 2212 (1) 4H i 52 300 H 5 vy P W3 2 A 12, G
AL b LDHA 4% 5% B i B 10k ih 22 Bk 5 91 1
JEME, T PI3K/AkYmTOR {5 538 26 F) 30 v 1 42

HIF- Lo e-Mye I ZIE 3 — 35 ORI — AR R
RNA W& 1 £ I 42 A 5 i 245 2 18] (1) 1 5 Hh 4
RAE T EEER, Fla0, m6A 25 H AL EE ALKBHS
15 £ 5E GLUT4 mRNA 38 56 3] 2 Bl S 0, AT 2 F
oM I AOIR A R BT HER2 VBT I 245 BE4t,
AR ™ ) A R 4 2 s R T TR ) A AN o 2
P, B0 LR A Dy 2 1 AL AL R Y AT A 3k R A
G, AT G 58 CRC 0] H ML A R 24 DUAR B e
(i 52 PEH

25 B FTIR AR B g A AR B 15 VR T T 24
VB FH IR B — AR RE & R 4, T 2 e e A i 1
M T8 A% R 4% S i b 855 B 9 45 22 YEATL ] 1 ) O 4%
ER . X — 1 FERBY 1 4% 58 LA R T A8 Ty A% 0 1Y)
i 24 HEZE , 370 J 98 200 i 1 A P 2 P o X S 4 1)
TR IR JBCH BE RN FEALA , A8 e T [ A
T RN 25 R A 1R AR AR
33 RIRETI B

Y K 2 5 #1157 Gimmune checkpoint inhibi-
tor, ICD PR 32 Jifed 3 FH M | G2 1 i2 R08E DA B mT 4%
AN R e B 1 55 10 B4 A8 22 ol A Tk R B9 97 o B
137 RBPEBERE . SR, i 24 0] R A A7 A2 ™ B BR |
T HIEARIR S HH ML B R IT A
[, S IR YT I R0 FE AR TME Hh 4.5 20 fifd 114 )
REARAS , TR A B g Rt AR 5 4 DA S 9 4
RS U TME 72 H R A8 1 R B E A

AHEEE BUPURE 7 B T2 5244 1 (programmed cell
death protein 1, PD-1)JA77 1) B16-F10 H& {4 25 R 151 4!
/N, LDHA SR [ 52 /)N B TME 7 NK 48/l . CD8"T 4
Ji 5 1 S5 3 1 22, TR A Treg 40 B 98 /0 , 00 JE A HY
B 5R 1) G2 BB . SR A LDH #1077 R R 6 Tl sk
PR Y] NSCLC ZH 24 AH B e 175 01 B B 470 5 24590 97 4 2
7 H S I 2 U, JE— DR T SR B AR
72 38 Bt PD-1 1697 TN 25 g ZE IR IR PE . Sk
A, AT S e ek & 3 FRa S LIt 2 5
o AR IT T 24 W 4%, a4 i R A B iz R E
SLCAA4 R 3 3o o T 17 Ak K 1 Dk 2> 2L R 7 i, AN
22 fif TME BRAG I VK &2 S ZE A0 B Ve b4, bl
AR P 3 5 U 38 A% S 56 TR B 8 3 B B R VR T
S, ] B AR A PE NSUN2 T 401l cGAS-STING {5
5 JE I, ) R A B O TR RN JR D T CD8T 4
PRI, 2 e e . i PR i 12 B 1 MCT4
F e 2 2 U3 o 4 1 G S A 1 TME 33— 25 BRI
PUPD-1 G VAT HI7 20 [HAF—F2 02, B4R
H I P A0 I RS A R SRR B R T RIS S
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S 25 . 7637 (RF-AlaAGC A5 T, Ml A 184 55
SEFLER AN 20T EHE Treg 400 3 PD-1 %3, 7]
B 40 508 T 4 B Bh g, S 98 (gastric cancer, GC) 4
LRSS ] o TS 7 Wt S 1 P2 G et

K2 T TR 2 PR R B I A M — T T S S
ST RS 7R 56 S, o — 7 TR B FLIR MR B
FEAMH] T 40 B RS 1, S8R PD-L1.PD-1 Rk K
-, Bk Bl M2 8 B R 20 A Ak S Treg 2 i 43 A4, B 28
o M MU E VR, 3E— P B4k T TME G # RS
T B 55 T R 2 B 1 G g% B
3.4 Rkttt

PN WA SR T IR 245 ) R A% B 1) 2% R R Ak
AT AR AR R A AR BAE L 2R 9T BC PCa 5535
FAH SR 1 B BT B, R T R S S MR T A AR
1) SE S , B 4 TG ¥ 3 b B T K T 245 110

TERGLAEAAR A 2 A1, FEAR T 2 g F2 10 R i
R AR AT TR I RS BRI 25T K.
W S PR T ZBTB 1 I8 15 HER2 R 1K Kb
fil KT 2 5 A 5L SR 250 B, SR on pEAR S 5 32 4k
G5 Z RfEE DN R ¢ &5, LDHA 5% MCF-7
S B AR Al 53 23 i 24 1A FH 7 38 i 0TS Beclin- 1
G EAMEZ AL, 540 M E T RIS EMT % 83
WA R, Ah, Fik EEH IneRNA DIO30S fg %
5 PTBP1 A B AR, i i -4 LDHA 3'UTR ) 56 %
PE F 18 LDHA (#3215 AT /i BC X 75 A0 B 40 |
AP AR 250 BEACUIR 25 1 o] 38 M 3 i 1 43
WA 252t 7 SCERRE 1, B FH 355 =4 HIF- 1oy
SRR R A R R R AR AR T RE L T S 5 R 4
JH ] Ath B 25 (R BB, R B Al AR IR A2 e % K
PUXT PN 43 WY 97 W] I (1) T e i T
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