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R J28 R o " 1 R TR 7 E T TS 240 M B P Tk G
SR A Z M AE D i e 440 e = (R A R 0 Z T
ATEEAA, i e 20 Bl K B R A U I i, 3 N A I
LR (1 UL X 2R AR R A k), 4ERF T TCAJRIA
ke sEia ¥, T A A B N A i S i 2. RE
B, YEHR A0 AR SRR S AR 0T IR & RS AR AR
hORAE T EE R,

L1 AR BEAR A D A Bt T A= K 1B
B DR

AR B 43 2472 A AR 40 i A B 5 41 P P a8t A%
YO (B BRI AR 1 16 A, WIDNA. RNA. &
15 R g . R R O A T A 1 A TV 2 v TR AR
WA S 4 A= i 355 B ) 2 B JORE, a0, WE R A AR
F1%) 6] 2] 1 -6- Tl TR 2 A% 1 R W v 28 1Y) 5 L i Ak, MR me
A R BT R R 3 DY A R L T MW I A
SRR IR H ) = 3R EX . 6 0 BRI A st A AR K T
Wk, 150 T, b T AR 7 A R R TN R H e -3
T (R RITAAR, T 38 DR 200 P 1 5 40 R Jor AR B o oy B2 41 17
B0 Gy — B L A~ (0] 7 A B IR H e A 4 i Y
ARG AT, BREE N R M EE Ay, B S5
Flg A K. . BT RREANE L.

5 4 A H R O A T AR K I A, X R
TR IR I G A T IR K75 K. 8 20 A S8 W e
4 R T 7= 42t T DAAE SR 4 P Sl 0 TR R R R 1 B TR, 491
un, Hh R -3-WE IR S R . H R R AN 2 R it
TR, PR R TR R B B A R 1K e S L R TE L Y
PR T mEMAEER.

VF 22 0E 98 35 3% W W 2 A A0 A2 0K 43 1 B B RO
DR 2%, Jilied 4 B 2 it DA 2 5 w2 7K S PR T A AN A A
TR RE I T B, T BN NI o B £ B
W R <R e,

1.2 7 SABEREAE G PR b B FIATP 7 Az i #vh
HEZEEH

BE WA L & ERAFE AR, ©
TE Ji 968 241 JeL 1) B 1 A it e AN R IR R HE S A T B A
YEH. A M i i ik 20 P e 1) % 38 AR g N 21 41 B P
TER 2 LB N AN B R, B 2 R AT LAAE
JoR Vs I B e R AR R R A A . A S I I R A ) 2 T
e LN 45 (1) $#24LE R /7. DeBerardinisZF APIE

N2 e 5 R 40 R o T A Tk il o AL A A
1, 73 LR B S B8 4k R 7= ZENADPH, 41 i Jig i
B B & e it TR IR g5 (1) et A e &, B 1
%) R DL 20 il 77 A ATP, 48 2 Ik it g 186 4 40 i
fit 5 ATP, Reitzer2s N9V B, 76 HeLaZl fifg 135 5% Fk v 1)
o A7 7E T I FEE PR T B, R 12 (I ATP 23 R B e
FEA S (i) SR A R RE. B R L BE A%
R R R 1) A AR (I R, A8 i T R A A e (ki
TR BR T A RE, AR AR AR TR A R R 2T
4 A F) B B2 3R Y5 DeBerardinisZ5 A BV BChRiC A
I e ST A BT 25 A Ao 42 5 98 400 A P A A R A 2
PR HE N 2R B T R T R () A A, 38 R 2R 1 v R
LRI R, T bR 75 2B e i 205 3 N TCATE
IR, B AL RO L 2018, R 1T 4 FF TC A A 1) i Rls 1,
I HL A S e 75 3 3ok vt R i s R R AR T 35
IYRUR. X — &5 R4 181 B T TR 4 B L AR A
T i 19 P9 7E R IR Mullen 28 A U0 & BILAE #1426
i B P R PR R 40 B R 2 I i A M R il o AR
B R 9 e R A R A T R —— 2 BR AR R A, i3
T A2 3 73 288 i 8 &40 %) g 0 R ) 45 B 5 Hh Meetallo
Z NBIOR IR A BT N, B 2 R Bk 0 Ji 4y
i A 15 K T ¢ 5 B 4T B T TR 1 A R & O
(iv) SR AL 9 B e H BE. 1B NS B K& T ik, &
S 4 FF ) SR SR RS B R

L3 i 40 R oAb ik 45 B B RE

e 441w DA Job 5 AR 2 N R B T .
BrTME. BB, EIERRIX el i b i E BRI AL REYI R,
i 98 41 At R DA E o R LA RS s . 9 G,
JFF- 36 41 Fi 04 2898 75 ACSS2A 5 F R FH 2, 18 35 Bk
T4 RE B, LE T M55 R A b ) 5 e i mT AR i
JE) TR 44 P A s 1 TR LR, - L3 N 41 i 91 im B
U, Huang %5 AU ok A LT 400 i 76 135 DLk
BF BT DA FH JFF AU 72 A ) B A e R B B A7 X —
FE A2 38 I 75 10 AKT-SP 115 5 SR 075 R 4 1) F 4H 5% ilg
OXCTI1 1) 1E, T S 30 i 200 o 5o /R 4k ¥ R . B
A N A= A T B 2 B AR, (R R B B AR
FIFH R A4, T OXCT1HT A S 1 B A 7 6 B T e 48
MO7E S TR Z 454 T 3R R &, HKPTYLIR BT 51 A2t 4n
F W, 75 B e R 2 A7
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S b & P E SaE BN T AR ) AR K A
Wi RN TAHECEZE, WIEMBEAK ST
15 5 18 I A T 240 G R g 4 o R ST 1, (R A
[F) - 1 4 PR ) 2 e 2 i R DAAS 2 4 RIS 5
FRY SRR, 45 80 A 0 G L ) 15 5 0 k. 2 9 AR
PR 32 B RS S R 1, S A R S S
T S P A A o AR i A g A, AT S8 e e
g1 SE R B A 22 B S AR e AREHE S, IR
PI3K-AKT 8 6 7% A0 A2 F 1 4 i J5 55 i 1) 76 %6 B e 12
RGLUT {3, 3 17 41 14 17 i 83 44 i ) R 1 e 12,
Elstrom% A[31, GottlobZ N A1 Deprez2s A\ %
BLAK T 1 35 AL PFK2 1 55 ¥ % fi# . DeBerardinis =5
DI B 2 i = A0 S A KA 5 I, i 448 i phy 22 A
RASVEW I PI3KAS 5 38 BK A Wl I i 11 = B OR B 2

2.1 AR R 0 B A B SR B N

(1) MYC. MYC & £ it ¥ e B2 X, & AF v 1R e
- R - R ST R R b RE A Y ) B R T, W AR
MAX(MYCAHH 2% 8 F)JE il I = 584K, 456 2 DNA
4 5 B A7 4 (B-boxes) 3 11 ¥7% £k B 1) 3 K] f) 5 %
AT VR R e R, MY CEA 1 77 T & 4% 1 B
{EIEAE H, & i microRNAN S T B k& E &
Ji&, tnMYCl i # il ler-7 {2 3 T IGFR, INSR, IRS2 M\
T 12 7 6 2 0 1R R WA Gao % AUV B, MY C il
A mir23a/b £ T GLSE B3k, M HE T
IR 20 B S R BE G R . MYCIE )iz 2 5 0 i s
T A A BB 1 U 2, MY CHT LSS & 3R 4% L
BT AT ) T fft 5k R 0 5 2 s Ak 2 )6 A A G 25 TR
FIRLPON SunE NP2 78 A 30, 4 267 4 B2 S I e ok
RIGZAE T, c-MYCH 5 5 i 40 T LA 55 fih I8 41 i 1)
2 WG RIE e XU E AR E EDE L e-MYCfie
#PHGDH, PSPH, PSAT 1/ /i ) 4% S /KPS B aX—
T 72 3 B c-MY CIE A 1 22 S B AR U d I 75 8 77 1K 0 %%
IS St R PR AT A7 ) LR . Cao®E NP
RIAMY CTE 2 RET 40 (1) 4% 4 21 4 2 1o A2 o B R 75
EEEEMH.

(2) HIF 458 AL R HI 55 1, 255 5 40 i (R AU
SR THIFRIEAKFETF &, BLEMYCEHR L K 1k 55
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HIF 5 5 TARE S AF N VR 22 56 D] 1) 3 0k v s 40 P 3
RAICAEC) R 7. BEANHIF 43 12 o A8 U Y a7 B A
R RIR BV FE L BR. 758 AU E LN, HIF Ul 57
Jif P 2H R R ) S 4 0 il R R AL B PHDAS 1, idF
T4 VHL & FH U T A 5 1 HIF W 24 (1) 25 1 B4
B L2 (R TEAR AR, 2 T S 1 B AR A B
5 B &R 72 AL B PHD I P sk 55, HLAR 40T 2ok A
I BE W W 7= A= (I ROS £ 13 — 25 41 il PHD X} HIF o, V. %2
¥4k, T 4ERE TR T HIFER (KPR pE 3L
FasE MHIF — R AR 455 282 DNAJE 3+ b, )
W RYSPHEEE . HIE IS FER A L S A
IR % 1 35 TR B 3% X S R Bk 1 40 PR A SR
52 77 1) 3 o 124261,

E5MYCZRAU &, HIF W 3806 b B i i 72 JL-F Bir
AW 1) 5 5K AE R AN R T MYC 2, HIFH i) 28
LA PR I W ok R 212728 S i B 355 v il 98 40 i i
TEACHIF-1, $0i0 18 197 8 110 S0P T T8 1 2 e g 240 e A i
YRR — N EERRE, SR 100 R W R A AL B R AL A
S i 20 P 2 AR ) I R D IR AN T 4E . Huang %5 APV,
HIF- 1301 1 i 5 B A sk F2 A A A BRGE: MCAD
FILCAD, iX —#il /E FH A 250 3% Bk 1 3 P9 i 10 R A
A= A R T AR, RO HE TR R 1 AR 1%
W 7830 B, LCAD 2 S 20000 A1 A0 R 7 R 1) 2R
FURE U5 RN I PTEN R 2, M (2 #F 1R A HOA 5
rh R R AR R R

55 Warburg RN %5 VI AR I, SR T — & N FEAL
H S R A M ANE 2. I K YangE A\ BOR I, lincRNA-
P2 LE Ny — R AN 25 2L 1 K B AR Jm IO RNA, 5 B T
IS0 $8 50 1 A SEONE % A i A2 . IR SE/HIF-1005 F 10
lincRNA-p2 1 BE 7 51l 45 A5 HIF- 1o FIVHL, A TTREIR T
VHLATHIF-1a /A BAEH . X AN [ 2 (8 AH BAE
I fiA 55 2% 1 7 VHLAY 5 f0 XF HIF-1a ) 25 A B & 15
(0 B fife, T e 1 HIF (1 2R KT, IX JRUAFF 72 36 B,
HIF-1a.51lincRNA-p21 2 [A] LA IE & 45t 07 A2 3 1 s
IR I A SE BB AR, 2RI R T — L2 dE g D RNA U
lincRNA-p2 1 11 75 ¥ % fift b 72 b & 4% 55 22 VE A, i L

(3) M 4N H HIFFIMYCZ [ I K . AT
FLR BHHIF- 1o HIMY CH e e d PER S, SR AEMY C
T ZFRIE /N B (Mus musculus) I 831574 o i R 1A HIF-1
HGEHE T R (1) & A2 R &, Gao% NP2 TEP493 Bk
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TR RS R BB hIE S0 R B, MY CiFs 5 77 AR R 3 1 4R
I H PHDIE M R4 € 7 HIFE A, HHTEALFINACAH
YR RO B, MAPR I BUAFIE R E T
PHDHPE A T HIE- 128 A P B ff A0 ek I8 40 994 Uik
TE SEFE A 5T I8 00 & 9050 3 3R S R SN UK (1)
HIF1 AR, H 5 A fMEIMYCA ST 10 88 2 i, S i
fR k7 iR () A A, X 2% B 7 98 4 A HIF- 1 FIMY C
A ) T e I 2 2 PR ) R AR R

1E 55 R IAMY C 198 41 ffd =, MY CATHIF-1 ¥ [F]
Rt T Ji IR 2 Y P Warburg 208 . Kim25 A B3 AR 4
NHIF-135 46 7 PDK 1M H 1] 7 i ik i p il 5%, {2
BT RERE AR IS, 5 — TR A Ma s N BRI, A
MR 4 B E i Lin28-Let 7 i HEPDK 1 634, ik i {2 it
i JR8 240 P A AT OB B AR 3X — B R I Lin28-let7
2 S T A T A R AT HIF-1I8 42 (1, 1% 0 9
48 tHPDK 1% Lin28A/B S5 ¥ i J88 4k P4 4/ 4 5 =2 1+
Sy EE.

(4)p53. pSIMENFEFH TS5 T HEREfEAIA
A B AL I R () R 2350, pS3 AR T H B i R (E 2
i 96 200 O 28 8 R HEpS3 I AR, IX 2 S ECE TR %
WA, AT A2 33k P A

p534#] T GLUT1 FIGLUT4 ) £ ik, FFAL 1 B iR
H R AR A g K S B3037T), ps3 Hh E] 4323 i NF«Bik 42 4101
H1 7 GLUT3 [ 3k R 3k . p53 ] LUE I R 40 i o
FCAMRE2 11 PR I8 34 I S AL B R Ak /K SFB3). Jiang
2 NBSI 5T R B, pS3id it & (A AH ELAE FH 40 #1 G6PD )
B v, AT U 92 T AR 4 B P B R T MR I A S AR
Bt AR, Duds ANPVR I, p53 5 HI 7 — K A TAp73i8
I B GOPDRE K (1) 3L, b i R LR AR 1T UL, 4 5
T A A A PUA A RE F7, T AR RE T R 4 i
I3 TE . pS3 1) e 5 SN B AR AR W UL 99 55 I 11 i 4
ATl TR A [ 184 55 SR 17 T 200 P v v A0 5 A8 R0 T g
1l 2= 5 SO R 3 2, A 2 R T AR ok 0 g 14041,

2.2 iR AR e K B Y AR I

(1) 75 B 2 i B (pyruvate kinase M, PKM). 74 i
T VA ity T A AU B e R T R 4 AR, X R
e T At St i — 20 I P PR T e, R A0 I 0 I X
A TR 5% 2 A 2 R TR T A1 i ATP ™ A= TR 5 B 48 i
HH A B PR B PROMIL DA =g 3t 2 1 DY SR AR T A7 7E, T
PKM2 1] DA B DY 28 A4 R P LI Y — SR 4. FHPKMIT

B AR 80 40 i R PRIM2 I B )i, 4 {6 i 98 400 it 4 7 At
SR BRAR, RS AL IS T 1) A K R I 2%, 1X 3K B PKM2
5 Warburg R 25 P AH 421 434 B 28 2R 1E & 18 5
(20 i FF PROM2 LA s i P DO SR AR sRAFAE, B s
R A AL PEP 1) 7 i R % 1., i Jed 4 i b R L PKM2
T2 A TR AR M 2UA7 A, 33 A T T R
Bt 1 3t T ()R T A v 1) 0 1) K i R, X e ] )
SAENIR . WG AR BRI & R S5 R A B 5
BLECR

2) 7 ¥ 1 & B & B (isocitrate dehydrogenase,
IDH). 5 F7 15 R i S0 IDH 1 AN IDH2 43 1) 76 i 5 /
Tk A A 4 Tl A R 4 R A L A R A TR A A T R
N o= 3 BRE NTCATE N . A8 537 (1 11 Joid 98 A —
2 ST M 2 S5 JRE R A A TR A T0% PR S A I i I 1
A 3 HAE N S0bE B Bl bk 8 B A7 AR 10%
() S 7 45 TR it S BB 2R A8 . IDHIFE ¥S & R 1327, IDH?2
TEAG R R 140 F1 17207 1) % A AR 40 i 58748 A& — Fh Th g
SR MERAS, X £ S B o-B I B AT A A R AR
WH2-HG AL 2. TH & 92-HG 3% 4 2 1 30 31 o- B 1
R AR B T AR P 9 P X R P A A o R 2,
PR (¥ 15 41 28 11 FIDNA [ H 64 A 110481, P 23
WA R ARERLE A %, BN, IDHTFRAZ i AR g 7=
Y12-HG I B A 4 35 4 M 45 5 2 A0 Mt o ) 13— R 110 fi
AR FALEFPHD b, M| 7 PHD-VHLA S/ 2 H
it A 34 420 o FLTF 1 f) B i, 3 T (2 3k 7 g £ 48 4 14,

(3) 5 & Ik 1% ¥ (glutaminase, GLS). i 8 4H Jitd A8
B IEE AN, BN 2 & B 250 0 IR, 40K
() 2 Tl T A A2 T O TR R ML 0 52 5 o P o 0 A DR
— % 2 T il T A T L A MR 2 W R R ) TR A R 3R A
RN 2R Rtk O Bk A BE AN RE B B2 S B4 R, &
Tk 4 Tl A 5 2 B AN O A R MR AR B R,
SAE KA AR 7 IR A ) Rk

AR SRR 5 o 98 240 e 368 o HIE- 1402 3k A T it
T U5 Il 2k 3 T 490 ) A R ot S P 9 R 3, HITP-1
AN 5 S 7 FLIR I S B LDHA [ 2634 DRt 0 i Uit ()
PR A e 4 R i N TCATE IR, -1 28 b B e
JiL 5 I 7 PR AR L LR AR R A TR X B S 4 2,
AT FTHE R 20 A R SR SOR FE ) 4 U i mT DA
A FIE A HEE IR BT IR & BT % 10 S el B AL — Fh
T2 A S RN 2% R SR TR 11 o- B X — R F i SR IDH L
FE R FB G R R4 AT B R, 57— R AR
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i #ImiR23a/b_E i 7 GLS1HI R K, 42538 T b s
21 it X 2 I A 1 R A
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HIF, p53) A1 Q8 B (20 PKM, IDH, GLS). ¥ WL 8 1€ 14
AP 1 B (L. B AR — R, T E R R R R F R
ARk TN 53 TE fF BT IR 4 A R AR R AL
W HLE 5 T ES T R0 E B AR SR, TR 20 i
YRR 2 2 P2 P I AT TR AR R, i 9 5 R B
68 AL P 3BT PR O TR 2 AL B TN 4, Sk T B e B A
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3 Y

ey 24 e g AU g R R I T 25 0VE T T R R
U921V 22 B A BRI 25 P LA TE IR R A B T 4K
T R PR B ) 1E 4 PR S e A A A AR T
ARV 2 ML Z AL, (B X6 iy 40 P e A 1R AR 8 e
AR TH R L P B 25, T TR IRVE T — B
S R AT 7T 1 H ARARTE SR 540, 259040 HHIF-1
T BE A% 75 22 20T mh 001 T e A DG AU I R
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FEL AR MR Ak i ed 20 P AR e i &
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Dysregulated cellular energetics are an emerging hallmark of cancer cells. The reprogramming of cellular metabolism is
critical to maintain survival and limitless proliferation of cancer cells under severe conditions during development. Thus,
disordered metabolic pathways, aberrant regulatory molecules, and metabolic enzymes may be potential targets for cancer

therapy. This review aims to summarize research progress in cancer metabolism and further describe the relevance of
known and unknown metabolic targets in cancer therapy.
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