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The carcinogenic roles and mechanisms of energy metabolism reprogramming in
breast cancer
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S (hexokinase, HKO A2 b R A it £ 174 PR 33
i, N4 HK A5 HK R HK2 99 [ T . 32 98 30
P 7R, HK2 7£ BC il B B S 55 22 Bl ik v s
Fak, I ALk MR A Ve R RS IS JETY . HK2 T
ot AE B AE A B b R - 18] 5T % 4K Cepithelial-
mesenchymal transition, EMT) A ¢ #% 3% [ ¥~ SNAIL
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o HK2 % 5% , {12 330 Wl % At b 928 4 e 39 B> . 7
BC A 8 i, I8 T (PD) 5 2- it 48 -D- 4 ) bl
(2-DG) KA Y697 1T PR HK2 22520 - $0 3 B 1 i 52
B, JRORTETE DU SO, ik Ah , HK2 41 55 BNBZ
0 T 00 o) R P AR R AL M R AP I PR R R . E3 0%
F2 i HectHO 8 i K63 3E 4112 2 A0 I UE HK2, )

il HectH9/HK2 1 % 7 93 2> 5 % % (reactive oxygen
species, ROS) /™3 ¥ iE T4 B FE 4N 4517,
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TERE B i 7% 7, PHGDH #EAK, 3-B i H ol e A=
Y 3- R ¥ R I A B2 . PHGDH 5 BC 40 i i 4= K
B 15 S5 A 552, PHGDH /& 22 &2 iR & g 12
H ) R Sk g T 22 IR A T A R O AR R R R T
()06 75 BB VR o FE IR T 40 M R AR A S L AL,
PHGDH 1A 5 14 K F (41 Oct4) [ mRNA 7K~ £
IEAH G, #01] PHGDH 7] 5 5 57 115 & (p-mTOR) 3
WA E B W SR 3E 2 1) 4 A0 B i P TR 2
(WA) 5 PHGDH 45 & J& 7] ff H 23 , 3 B2y Dk H ik
(glutathione, GSH) & 8% /> 41 N ROS Tt 17 , S
I bR 1 5 . PHGDH I Zh RS M T 8 1638 SR
[AF (NAD" , Ifii BC 4 i - NAD" =5 ELR I8 T 1 ik &
N ROREP . NADFER 5 , PHGDH 1Kt 1) 22 Z IR &
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2% I, PHGDH 1) 77 & — Fh Bl A 95 77 110 Ji 98 18 G 410
T2, &1t PHGDH 3 A 5 1 22 2 R 45 B3I 2% (1)
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PRNUBARES . bR 4 i b, — SR AR 311 PKM2 2 1
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FLERAT T 1 Jm 0 R 1 Tl A 555 B T e 8 4 B P i
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U R A4 A T R LR A B 4K i 3 TNBC 355
i { LDHA 5% LDHB nJ ik /> 7L B2 AE 1 , #1 BC 41
TR, H BN S, LDHC i 45 541 i
AL #k BC & J& , UL Bk LDHC A i 5 40 ffg 97 121,
LDHA )15 515 1t 52 3 A B A i K-l 95
A AV A 1) 700 CAID T 24 19 22 i e g b, K R 4 R
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4 B 7] DIO30S 5 Al VA 97 v] 3 58 X7 ER'BC [ 97
R, K CW AL 8% 45 2 (microrchidia family CW-

type zinc finger 2, MORC2) %2 ¢-MYC [ i ¥ , 3 5%
LDHA [ 8 siE M, (R E BC B, 4, 42 5 I -
752 R 28 T A 01 PIML N 5 81X, LDHA-S319 7 &1,
Al 4 5 LDHA [ A2 e PEFNE PR 1 401 55 (K] PS3
2 B 1R 5 5 IR T e 5 LDHA (1 )8 35 1 45 &, 100 )
LDHA [ 5", I 4h, E-45 %k 5 1 (E-cadherin) {2
H#E LDHB ) % 3™, miRNA-375 i %150 K i BC
4 LDHB %% 55 /K, 38 9 A FO0E IR A A0 7L IR
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A EEMO, TES 545G RMBE RN
BC 4 Jifl it 2 i R AL i 07 R #% 12 4 1, 41 CD36 Al
FABP SRR B3 5 AT H 95 H B AT 57 FA fRE T 3k
B B 5T, LAY A2 B B PR 48 A A A K RE
iRk MLk, KEEEF ACC F1 FASN /£ AMPK (] 5E &
SN 4% R BE % A B T BC 4H i A ) FA & GE
A2, DT F5 B 40 B AU R A T L 48 Ff A0 3L i P4
HETE AR MRS AE . R 4 i IE S AR 4R 1 B P Ak
R A 5 AR A TR 1 T 7 TR SR A v A A T A T 2
[ VA LN 0k /P31 £ S e s IR T= DA
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fif S B E e . BC IR FA B4 M Sk & il BA S A
VEMESEEU P 451812 . CD36 Ml FA 454 & [ (fatty acid
binding proteins, FABP) %5 #% iz & [ /& BC it HU /M i
PEFA I EEEH 5 7% CD36 W s 24 % 71
NRIE L, (R ANIEE FA SRR 25, 38 A S5
5 5 ¥ 5 AU U0 R 1 3 (signal transducer and
activator of transcription 3, STAT3) %5 #H K5 5 18 % ,
fEREER R 225, TNBC 40 MI7E TKIVR Y7 it fE s b
i FABP4, 1§ i 1& B P JF IR PT R AL T2 % 24K
Nur77 A LA CD36 F1 FABP4 /)% 5% , BHLIT A5 53 £
BT ) e A=A o AR, T S A A il G B ) O
52 f& vy (peroxisome proliferator-activated receptor 7,
PPAR-y) HE W% [ fif Nur77 , M i L W L 40058 18 FH e,
EAFE S B2, 90 i A 3 R 45 & & 1 2 (cellular
retinoic acid binding protein 2, CRABP2) t1 /& J- FABP
K%, 7€ ERBC A 3% Hippo I8 # , 11 1] 12 28 il 4%
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22 ACC2 (xR EWARER ZIREE L H T AL
# BC w ey £ K Ao 55 7%

FA & 1508 BC 4 2 ik e & , A B T 20 B s 45 4
FIMESE 5 S, £ KRAS BIE A , ANE M
JHT R 175 3 B9k I PR 5 J » B0 mTORC2/AKT/ATP-F7 15
FRZL [ I  ATP-citrate lyase, ACLY )5 5 JH %, (& F7
IR0 RS A (AcCoA) FIHEG: 2,1 , N FA
AL B A R L SR . 76 BC 4, FA & Rl 52
BN e ERAS I . BRI A R 10 2
(acetyl-CoA carboxylase 2, ACC2) 5 fig Jlii FR & ik Ity
(fatty acid synthase, FASN) 45 J& FA & B G B 1 .
) %) B B Z B, B R IR T 0SB 2R B B0 (CAMP-
activated protein kinase, AMPK) ¥ 7% B8 % 1 1] ACC2
s P, Dk 2> ATP Y #E , 35 By I eg 40 g A= A7 28 ALk
Hit, Snail 18I BT H] ACC2 BRI, PR A 1)
JIgs 107 2 5 R 48 53 i s 1R AU AK (fatty acid oxidation,

FAO) , A BT BC 2 i 3 B R 5 18 37 kS PR 450
76 ER" BC 9, g 5 B A, R 16 2% i 0 AMPK
PRI AE BT A s 0 R R = M BOIRES T, ERo IS I %
I AMPK &M, (233 R 5T & SORH IR '™ e 4-fIH S
§75-3- B A& — Fol MEL ] e S A AT 2R, Be % T I ER” BC
4 B ACC1. FASN A1 JIi 15k 46 g A i 76 0 il 1
(stearoyl-CoA desaturase 1, SCD1) 5§ I§ Jii 1% i} #H
K .
2.3 FASN % ik R A2 & 1 38 5% 2 3t BC 48 I8 649 38 78
B F5 w25 VAR AT R T

FASN fE % fi ft ACC2 [ 72 ¥ 4 — Tt CoA 5
AcCoA £ EA IR . 1E BC 41 g, B 415 14 FA
78 /2, FASN /13 (1) FA & B 5 0 H9 5, S g ot
A5 T SHE A K. FASN RefS (e gk s 41
) L6 B 2, R I P 2 4 i P R FASN, 23 R B0A —
Fik CoA X 2, T 4114 mTOR 3% 14 , B 1L P B2 41 A F
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W5 5% , b AR U R . 7E HER2' /)N
fR BC 1) i % B B A Hh , ACC2 15 FASN 25 i 1) 3R 18
¥y O, 527 IR BT G R AE I IR e 7% b by v B A
@, gkak, FASN & FA i #£ K 2 NADPH, 5 B
T 45 P PR 440 L ) SR A 3 SR T 18T s FASN 01 AT 5 5
NADPH F1 £ , 175 & S8 A I J5 2 1, 385005 4 08 12 3y
JNK #1 P38MAPK, A it Ja v s7 #e it 7 — M LE 4
R fEER(+)BC 2 M A, fE — i LA ER o A 61 1) 77
T FASN 23 -2 13F FA & 1, 5 B Ath 58 25 1if
24507, Ak, #0198 BT PTEN 5 Nedd8 454 T B &
GRS FASN & A 45 & et oAz e v, i (i ik
Jier R 4
2.4 SREBPi#iT 8 FA Kt ik 12 X 42 B4 3 BC 40
fe by £ KFa 578

B Y ot M 45 & & B (sterol regulatory
element-binding protein, SREBP) ¥ 7% fig % I i
ACC2.FASN.ACLY.SCD1 % £ F i 5 4K 5 #H 5% g
[FI2IK , 75 BC 18 AR U 28 2 A F vp K 4 21 LA
FH . SREBP i ¥#3% & 1 (SREBP cleavage activator
protein, SCAP) & SREBP iz i ffuE % L H , A
A 1E SCAP I1E FH R , SREBP Rif 44 A BELE P4 52 I N
Jin T A E . Fatostatin /F 4y SREBP 1 1] 57 , i i
4 & SCAP FH W F 30vE 7B F, f 300 a8 00 g 1) 8%
71", SREBP HJ#RIA S iE 52 2 2 4% . iR
07 ZEL 2R 43 W 1) 9 2R AIR Bk 25 /E SREBP ik 14 ik
EM RE R . 78 ERBC 40 i b, 98 25 B8 % 0%
AMPK Fl mTOR 15 5@ #% | 1] SREBP-1 [ %A I3
o FL UG M, AT (I 32E FA A i 2k DAL 1) % 3% AR 4 i A=
K, 522 AR, BRI R BE 8 BRI ROS /KF, A1 HE4)
il SREBP [ Ik 5 ¥ , CR 4P 41 B 5 52 T Jo AR 2R 1 45
O Ak, 1 HBXIP A5 380% NRLXR % 52 14
1 SREBP-1c [} 33k , {2 3 FA & 5 BC 41 i 4=
K0, iR T PIBK/AKT/mTOR 15 5 38 B% 1 5 %
7% AT LA SREBP1 [1)3R14 , @it SCD1 {2 i 1 Al FA
] AN R FA B 4L, 35 Bh BC 4H ig i b g i Ak
51 R HIBRIET7, 22, SREBP ££ BC JIg AR i if A
A E IR, ALH 070G SR qE R A
BT -
2.5 FA AAL3E3%42 8t BC ta i35 74 | 4545 B AT 25 1

FAO /& 41 i B ZL (1) P g i 45 , 7T LUK FA 43
AcCoA FAERUK B ATP. FAO ) PR 33 i 1A 23 Bk Aifl
ft ¥ # W 1A (carnitine palmitoyltransferase 1A,
CPT1A) bz Hf 4% [K ¥ STAT3 £ iX — i f v R ¥ %
HAEH . FAO I PE L8 i) BC 4 i 18] 53 7 41 o8 B &2,
LR 3S CAE (A1) G 184 52 (003 7% D AN 4 A 1) 6 B e
RS, ) FAO AT ek 2% 5 FH 1 o A2 0. maR

A [f) CDCP1 i it {2 32E FAO, Yk /b g ¥ , 184558 TNBC 4]
W f B B 3K B L B9 B R GT A% BE 11, FAO 77 9
AcCoA1E R LA A , R 1 STAT3 Z WAk, , M |
W ACSLC4, 3 5 2 R 44 % M , 35 Bl TNBC 48 4K Ht
BRI SR T, 1 Ovo FEE 1 OVOL2 N AT 38
I 30 TAK % 5% BRI STAT3 B R 1k , 98 /> CPT1A Al
CPTIB () 4% 3% , | TNBC 20 i 11 §E & A R BT A
1717, FAO M35 E H AR R BC 4 h 2
SR, B OE B JAK/STAT3 nl £ i CPT1B £k,
7 457 L e T 4 Bt (breast cancer stem cell, BCSC) 14
B RN A7 357, FAO B BTG B 5 il 228 25 i 24 1)
ERBC i 24 1 AH K™

3 BEERAHIEHEBC HAEREE R AL
HE MY

BC 2 Jf P ol 184 5 A4k it T 2 B R AU R AL 1 K =
T V5 RH Z0URE , G v 2 I Jrg P AR RS A QSR 21
FH 972 7 e v 2 2 1R A XU o o 9T 7 1) O B ot
%o HIEH AL, BC 41 i 2B 5 2 R Bk
ARG o 7 S 4 55 00 25 1) v 8 Tl B 55 o, B T A
FE AR 1) e BT B A2 DA S e 40 M IR 7 oK, 45 s
R AR Re A e UM E B AR B AR i i A2
PEA IR R A , 40 NADPH, 78 4Pk, 2 5
GSH ) F A= 3 2 A0 ROS 75 Bk » S i 88 41 i 40 52 44
A BT A SRR T TR 1S P A A T 24 M R R
g5 WEE . 1A, BC 4H LI I X 2 2 Bt e 1 I SR
A R T ATP S Re S K= A, IE AL E R AN
B O AR T RRE 4R . BC AR M4 4 AR
ML W 3 s o
3.1 B RABREAHB IR REL S 7 44
3 BC ta it & Kk Ao b 45

RER AN AL R IR  H K2 HU%
A M AE R = A3 S G I X LA S5 155 . BC 2 il
ik ) FH A S e SR BB D AN R SRR AT IR A
B fi \FA FNH AR R 00 75 U IR BR (1 & e A 2B %
i it #5327k ASCT2 5t SLC1AS HEN 40 il J5 40 fiFt , %
% mTORC1 & #% , & 4 85 1 LA AT A e AR K. 311
1l 2 U i A % B i B 1 AT . S R BC A e 4
P ST T, 7E KRAS RS b8 o, [ st 411
ACLY FIE S B & AU, 4t i ] BRAC  2% 6L AT R 2 e
BLTT AT 2 2 ot i £ 75 2 I i Bl () 4 FH 1 7K fie
NRAR,JGEZSS T HERZAERNEGHR. BEAR
AR AE 1% a- Bl 1 — R Co-ketoglutarate, o-KG) , A $& 5
TAC i & , {2 3K 8% FA A Bf1 TNBC 48 i i) A= K™
AN, TEEVA ST, BC 41 i b 45 2 Bk e ok U5 1)
AcCoA £ U A B T M8 it & . Cullin-RING %
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