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Abstract

Metabolic reprogramming is one of the characteristics of tumors. In this paper, four metabolic
types of glucose metabolism, lipid metabolism, amino acid metabolism and nucleotide metabolism
in tumor cells were reviewed. At the same time, we discussed the changes of special metabolites in
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tumor and their regulatory mechanisms in order to further understand the characteristics of tu-
mor metabolism and the research progress in tumor therapy.
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1. 5|

IR R A R R e R A RSV AR AR, S SRR IS BE T RPTMR A SE T B
ALURISE, R MERE. NS 5 g R SR B e e e AR i R vy B R,
XX LA B 7 AT ARIEHLRGEAT RN T8, SRR T A& 0 BRI X[1].

2. PhELRREREA I

IRZWFFE RN, Jrbeg 40 B 1) i A I8 DA SEURE I i (Warburg RU2) R F2[2] . B4 B 2 A0
PRI AR, Horp 3AN AN A fs o7, B U R (hexokinase , HK) i R 5 B i (phospho fructo kinase, PFK)-.
PR B2 4 M1/2 (pyruvate Kinase, PKM1/2) 1A 5 i [3]. HK A2 4 F A7 110 28 — S PRIl . 6 2 B 1o 8 45
WE#% 12 55 [ (glucose transporter protein type, GLUT)#E A4, HK K HBEER LI ol 6-BF R & 08 . ¥ [m 4
IR e A AR R T B OGS g, T DASRDBE R A, AT U )R 40 P P A

2.1. BRGEEM(Warburg BK) R HENEES S

Warburg %87 /& i 72 [ £4E 4K, 2% 5 Otto Heinrich Warburg 78 1924 4E42 1, BV 40 i 5 15 % 40 i
R B SR SN [ 3 s 200 PR A AT I R L g R . [RIEE, el T A R SR I i TR AR, R, B
T g A B 1) R AR R R A — B ISR o BETREAR P O AP AE W PP RO B : HK R PFK.

HK 2 WE R 10 55— AN PR, o R AR+ 2. A5 %35 R RO 4R &R AS-30D #ETHEE,
ZEREIR HKI 2R EHI SRS S T EWAAR[4]. Bhah, B pR s Bk R i 22 BB T 0
R HKI SER I 3E HBUEHE, 15t 3 Jk DR F 38 N 7 B v 70 SRR R R e b 4 1 fE R 2
ik 5 HE R I H ARG BB AZIE — B0 R, AU LR R, HKI RIA K [5]

PFK JEWERA A i N EE RN . TAp73 W LARE i 42 N AT 1l R S W8 334 (Recombinant Phos-
phofructokinase Liver, PFKL)ZIA, 2 Mg 41 sl e 0 vg 1, IR FLER 1A 40 W6, 2 T #E3) Warburg
RURNI[6]. PFK FISIE 230 ATP G ak, R R &R bt adbae 1, MUk N TAp73 ShJeit, PFK 7E
PR RGBT AR AT S BB RE J1[6]. J34h, PRK AT LAY PIBK/AKT {5 S i@ eg, HE M2l memid 1%
O- 2. T 52 ik 75 % W 16 #2 il (O-linked N-acetylglucosamine transferase, OGT) 2 4 il PN — Fi 25 1 o &0 1% ) A& 1
ity , HEHLAY PRK B 5 529 N7 22 508, PRl 20w AR ) PPP AR (1 % 46k, (i3 FiRg 40 M (1 e B PR AR

AR B2 U (pyruvate kinase, PK)REWE i 4, i e 0 B2 1 75 1 i I s e X 7R TR 4 A SIS /K ST g R A, 7
A IR IA 1 1F = R (Adenosine triphosphate, ATP)FI 7 AR, [ 0 0 B Ak R by, k3 ) s Tl il 10 2 o
IBRIEAEF[7]. PK A M BUFD L R Fh E) TR, Jorp PKM2 BEE BRI 408 i s M, S B R 07 i a QA
il % (phosphoenolpyruvate, PEP) A At H R = P 02 K i o AE S R B R AR, ik N HARAR & 12 fe
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P2 A LE W) K 5 7 NADPH SR 4ERF 20 i PR 4 5 [ 8] . th4b, FLER B & B (lactate dehydrogenase A, LDHA)
FEMR AR b Rk, Re i N IR BR L A N FLIR, AT DL I b4 ot fob e 4 L 1 B4 GEL AN S AL e R [9], oo
TR AN HIAR 22 7]. M SEIR Kruppel4 £EIKF-(Kruppel-like factor 4, KLF4)r] N if] LDHA 3[R &1k
AKF[8], i Xk & 1 M1 (forkhead box protein M1, FOXM1)%} LDHA (R IAE IEFEREERT, ERE40
AR BRI TE AN L R AT 3R [10]. AR R AEKIEF 2 (human epidermal growth factor receptor 2,
HER2)fefH FLARE AN R AET T R HAES[11], ZRUUE F I T g 56 R % 2 BRI (Src) . LDHA
(28 AR IR A BB G, B ) T IE, R RNER AT, KM . BT, XOREEINT RO
ZARRN T, A MR (RS R A T s 8, T H T 200, B R 55 e it R A= 1
BEACUH (AR A, o

2.2. By PPP {Xiki1E5R

T % 1A i 4% (Pentose Phosphate Path, PPP) 2% & il AT M G &0k 42 . A& W i 1k 5-B A%
W, 25 ZIFERARA DNA G R, BTA IR = 2 BERR R, A2 r= 2 P4 LA AN [F) i 5 3K

H A PR 2% 5 6F PPP AR 4 4% i I J 1 A 9 32 2 & DA B 7 9% B2 i % 8% (glucose-6-phosphate
1-dehydrogenase, G6P D)7 il 1 71 B 82 i S B (6PGD) NI 5. GBPD 3 i 1 35 4% 4 -5- ik ik (R-5-P) Allik
JE AL 11 (nicotinamide adenine dinucleotide phosphate, NADPH) 2 i, 2 5% EFBR AN IG5t A9 4= W04 B~
YeRF AL SR BT . GEPD N4l E (it NADPH LA4ERFAN i P S 08 5P AR 26 & ik, IF
NIZHE TR AR R-5-P, ERRRIIGTE . Zrdb. bR 7 EEAEH . £ 2R (transketolase,
TKT) (IAE T, #% il B -5- % B2 (Ribulose 5-phosphate, R5P) %% 1t & H il % -3- i 2 (Glyceraldehyde
3-phosphate, G3P)Ail 54 -6-1 % (fructose-6-phosphate, F6P), F6P i i 4 774 %444 % G6PD [10]. G6PD
b B R E AWK 552 A0 0, X —1F I 32 ZEE T 48 NADPH, 1fii NADPH [#7KF 1] LLid#
i $2 5 GO6PD BEE MER M LAFE T, [FII o] 2L Hil; ROS M hfR A . HEE LW I LBt G6PD
A RCBT SR AR AR R, TIPS GOPD itk Mk, 2% ZMEALHE Sirt2 7T LAXS G6PD 2 ZBEAL N L5
S, HEGE, AT PPP ACIHIHEEIE, 2R NADPH [12]. Sirt5 /215 K71k G6PD & —Btik
DAS LB, bR B PRI Sirts ik, I G6PD S tE, 53 NADPH I GSH /K-FE1K,
I3 24 3 I A T SR A SR BBURR P . p53 & —Fhi AL A, 5 G6PD A EAEA, B G6PD R4k
(I kA p53 BigE 14, M| PPP Qi@ S .

6PGD TEZ: e B B bR MR FOIRIRMRE . Bk S5 fiogs 4E i b Rk, 2 PPP AR
B EAGIEJERE, 1L 6PG iR TE R RSP, HZJE & NADPH. EREREE 1 (malic enzyme 1, MEL)
LA 6PGD HH EAEHE R E %k, 6PGD [FYE Rk R A B G, T 6PGD MIThRgk RIEME
FI[13]. —ABi¥BEE S- 2 Bt # B (dihydrolipoamidetransferase, DLAT)F1 Z Bt4di il A 2 PE % 7% g
(Recombinant Acetyl Coenzyme A Acetyltransferase 2, ACAT2) W] LIAF A—Fl 2. Bt #4 7 B K A1k 6PGD 12,
MEAt, 3400 6PGD ¥k, Joidk I 35 U8 55 I 2 18 Ji e 4 o 1) 2B B0 » 21 8] 1 2 LB AL I (histone deacetylase,
HDAC) ™ A4t 6PGD I 1L, F&AIK 6PGD (1G4 [14]
3. FEApRE ERRA K

DA AR T RIS T EEREN, ErEHZAMBE ARt R 2 E TR, S 5MER
B A4, BERICHAENIEIRDIGE. R, 4ERFNRREETIRe, B, B IR AU E R
BT IR RV TEMIR I R RS, IR A R 3, KBS IR TR 4R AR K,
7 B 7 S R SR T 1 T G R Iy, R P A H i 40 A2 R P L 1 B R AR i 5k
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SERLIN . IR I SR A R AR IR 2 M S R R IR IR . TR SO R IR E VRS RORIR, T S B R
T 1) AR AR SEL R X i ) A R 0k 2 52 ) 2008 2 A% R g 2L SRR 1 s [ 15]

ERPRAR T, YRR, UL IE0 FHEIEMR B FE NN . EEER T DUE I i — &R
FIE S 0% mTOR, AR41F 2 (A 5 A% R A0 I8 57 £ 2 B o I PR L 8 B 1) 2 20 S I IR 219 7T LA mTOR;
Ib4h, FEEEREIEEANSS T mTOR F544%, (AR S mTOR XA ¢ R 5 IN& J&[16].

WL, FIEBMAAEXT mTOR (LM e A& — & FIREMI[17]. (E4NI R AR E B IR I
UL, mTOR JZ oA FAIM s . 4R, (EARINEIEEL G, mTOR ] LU & 7 T /B vk R 1H, JF
5/ G Z 1 Rheb £54. X1, Rheb #if% /N mTOR AT REAT {4 B L BR U ME, IX R WIFR T Rheb 2
b, RIEBRA AT AE LAl D57 S R mTOR {5 5. it A (b At AL 07 ik ik % W], /N GTP & 14 Rag
TERN—FhEBEWEANR, HAEHETRMEER MG mTOR, 7E Rag Bk MEHL N, mTOR AREfE
TE T AR 18]

3.1. ME4RRRY A | EE A (Glutamine Addiction)

BRE S MR ER KAV FRER, S50 2EWRN, BIEREE4 . Ko FE G
GG BRMNE T LR A B E IR IR AR, R T LU ool BRI A 4,
A B RE, HETO A RO A i, dERF LRI sE R, (R I B 40 M A7 G [19] . VR 24
T BLAMIE AN 70 S I Jc R 4 H 10 M 2 B I e kA7 TR 386 7

Lobo C %[20]H/x X DNA T-7il GA #1475 it fig (Gangliosides, GA)&iX, 15 GA JEX ) mRNA
BHATEE S, RATGM—MRAS S, PHASHATASIHRBIRE, R, o mr LUK g 4 i Y 7 2t i A
(R AE N CARE T, ZERF 789 3% 4% Ehrlich /K R 4 AE Rt G, A4 F 4 Sk Ui S S (028 kb)) pe
DNA3 #Hfkft gy, S5RER, MR KRR SReRE TR, Stiegs REoR, ik UG G2
FRT DU R SR AR R A, T B R A it R O E AR A, X o S RR T R T — S
&R

3.2. MERRZ SR R EBEE RN HIER

RAGEIRE KAWL TR, FEMMBRRE Bz, T AOm T N I A& i 21]. R
KRR & R B AR, S 5 A AR &R A o-FH I RIS AR P P A R, AR
ATl £ R (Asparagine synthetase, ASN), [Flitk, HLAAK PR A28 FHR A i 75 B0 Bh i & i L 5 &
BRARIH SR A . BRI, KA ZRAT ) BR 25 PR JRg s B8 3% [F] (Kirsten rat sarcoma viral oncogene, KRAS)AJ LA
ST L i 1 (Glutamate Oxaloacetate Transaminase 1, GOT1) A4 —E I, LMEHER LA REL N
BRI, AMSRA AR KAENE R [22]. X TR 4IMm 5, KRB aMm T, Fit, RAB
i R 55 e 1) A R R AT REAZAE A B VIR AR [23] 0 7R SVERE R I 38, I A AN e & R
AWk, (RIEEMMAT LIRS SR B, L-RABIZEEVE N2 YENE IR 2R Gt b B fd R A& Ik iz LR Bt
.

B IAETT A GBI T 2 21 AR VAT BT R T B, 3 PRI PR S B Y i e £ 3 [ Y6 7 AN S ¥
J7 TSRS BONTE R R . RAR L f- F2 AL (aspartate S-hydroxylase, ASPH) 5 &3k I 5 bR ik
JEAHSG ASPH HIHIFIAEIEST e . R/E e . B 0t 78 CHUS T R, A nT Re BN IR IR T 1)
B . (HENANSCT ASPH TR KPR A FE 3, MRk SR NER T . h4h, ASPH TERTIR
KA R BARE RIS AT e ik — 2D I ], DO LR T huoRia gy, S 2 R IR A .
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4. BhiEYRREAE B & R

R ER A RE At A7 AR A R AN 5 70 77 AR SR e 5 O o SR v 0 i i R A
AR B 23 ARTHT AT, AW 7F FC LA 2 Wk e 20 i o A R B HE R S 32, T KINLAW [24] 56 KL,
AN TR A DSk RS P e A O AL R 1 T A Al T e 2 0 R A 7 A — € OB T« Y| 2 [ 25]
WETERBL T R B 0 5 — L U A V) 2 5 e T 4 P B0 7 A AL PR A 4 555

4.1. PhERERAER S AR I8

LTGR4I A SRR G ) E AU A4, WHIRE AT 1 1) A B IR 1 N = FR R 34 (tricarboxylic acid
cycle, TCA cycle), AT IR 5 i oA g NG TT,  TEATIFBR AL RF(ATP citrate lyase, ACLY)H
AL N W R R I OB LSS A, ZBEHEE A 7E ACC ML 2 JE &K A — Gl A, B4
N B EE A 7> TR — A BHA LB ABE A 70 T, 20 IR R & g2 [F] (Fatty acid synthase, FASN)f# 1L,
REREMIRARIR, 2 G ELnl 5K R Bk, A7 2 Rk B K Fn AN 5] 1) e I R 20 1

ATP Fr A5 ER LA B2 i 07 18 A Sk B ) — /N PR . 7E 2 AR g, ACLY RiA¥ 2 B, #
MFLRRE . e, Hoad Rk S an i A=K [26]. Y LWiHEE A PR ALEF(Acetyl CoA car-
boxylase, ACC) EEAH M, 4r%1y ACCL Al ACC2. ACCL & AEHITR M k4 B BRI B, 7716 T 40 i S5
B BT IR AEE A, TDAERR DT RR 10 G R AEME R, il | ACCL F=AE ] LAYk i e
SHMIIEGE27]. dhAh, S FESES FASN ZKFIE S 8RR G S in, Xl 5 s A R %)
A [28]0 —TEFXT ALAME A 7O R B, 5 AR I0H] FASN RiEMIBR 4T LL, $0 FASN FRIE K s
N T A 52 2R AN HI[29] AW FC R BLLE 218 51 FL AR 61 - FASN B 41 A0 FASN FR 42 (¥ 5
Jides B 5 L2 il 70.4%F0 84.2%, HEM FASN BH PR 5 iE 2 R 4% 12 A0 5C[30]. 4 FASN #40
AT, ANTLURT AR IR LA R M AR 7 R (1 /K F FRAR,  ELANMUIT RS w4, SR80 FASN R ik o 545 2 s i
FR 7K T2 5 IR 0 i A R FE [29] o 224 i 78 201 it MK BE IR 25 640 R 3 A IR 2 e i 7 T ) PO A e 5 g v el
S8 JE 107 TR P 326 438 1 B TBORT R B T T0 Uk 2 o e AR 28 1015 5 7 1[31] . FHULPT W, FASN m ik n]
AR 32 e 8 200t PR A 28

4.2. PhIER 4R A EY BB BB it

JUE ] P S ) B Ry, TE4EFENEXUZ ishPE. TEEE . S 5E5 K SE T RE BEEEH.
R ¥2 412 ((Mevalonate pathway, MP) 2 JIH [ B & sl i) B 27 20, R0 R [ B e 5 20 i R i i AR R
K[32]. BEAL, ZIRALTE B AR I W]y e IR AR AT R 1 B e AL, YRR S E A ST,
U1 Ras. Rho. cdcd2 %, #RAKHIT 57 EEAL .

FRR IR AR Je b AT 4 IO AR B 3-32 Jk-3- L TR — LA I A
(DL-3-HYDROXY-3-METHYLGLUTARYL), Y& LMihilg A F1 LM LMeamiE A. 55 DR8N
P EERIREP I, HMG-COA KRR, P15 F 2 IR[33]. HMG-CoA I& Ji il i3 14 52 21|
FEAS IR AR, AMP K5 1) 25 3B (Adenosine 5’-monophosphate (AMP)-activated protein kinase, AMPK) ] LA
ff HMG-CoA it JE RS & AEBE R L, MMk 3% . JE & B3R 5 7 14 45 & 2 1 (Sterol-regulatory element
binding proteins, SREBP)fE MP i 4% HH k45 B EAE AT, = BERIAE 7T DUSGE K 2 803 B0 [34] . HUiF i)
Ji g 4 X7 pRb % MP 42 ) R4 78 FUIR B R 58 HEER], FRi#2.2 pRb 7E SREBP #%3%/K
ERAERIEAE P R SEIUN MP 3812 2 R 2 G B IR B AP (4% . IkAh, fER R IRIRIER
o, SRR IE R (1 )5 3 1 AT 5 AR 1) pb3 Al SREBP & AN 454, Al RIA[35].
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It 4 P S L] P )3 A8 R A7 A 2 TR AE B AR PR e, L RITI PR X L 5 R 5% 2 1
I LHEAT TS, e, AT SR 2T DA o) 40 B ) 8 B AT R SR AR BURR AR T AT
2552 T s DL — b B JIEL [ 2457, [ 5 ek e I JF i L e s RS A 7 Ak Y e )™ 32 D LT
AU RE [ 2540 o

5. FhE Y RRAZ EER A

A IR 0 3E W E B AR BB M . BEIRAE[36]. 71 B nA A1 U A% TP BRI, 0 4 B3 1 B R T
WEE, ARG RIWERR A, TR AR M A R A M A M — TV

RAGIR A 2B AN G IR 3h A2 Hh 2 TR R IR G I 7 A R e BE, 76 XU FL I PR ISR Mt LB PR b
T 5 5 R # 4 (5-phosphorlbosyl a-pyrophosphate, 5-PRPP) & 24 s b, P AEFLIEIR - AR, ME R
R A R (AR F 2 R P A PR R [37]

s AW, WERARIEEGER PRPP R EEG N, S ZMIEM)E, W NIRRT R
(hypoxanthine nucleotide, IMP) [38]. IX—T.ZURMH T &bl BN Bl Ea . HERSE, & IMP
AL N IRVE S A% R (Vitamin B8, AMP). LIRS F7 R (quanylate, GMP), R 5 B 20 1 A% R U i % A0 A i
WA 1% — R (Adenosine triphosphate, ATP). — & &+ (Guanosine triphosphate, GTP). It T2 7 £
NADPH K343 KI5+ PPP (¥4 465 3[39].

AR A R R P BT 75 B R ) EORVE TR AR . PPP. 2% - HERIE1E. TCA #EIF LI
ARG AR AR BT, WRAER .. BAME. 2%, HERA Co, [40]. K, fF
VAR AR AR, RS BRI SAE . tln, R R, B s RS
—/NAIEF TR . W RN — A L, AT 22 R 5 R I I R E 2 (Py-
ruvate kinase isozyme typeM2, PKM2)Z8 #4351k . PKM2 {ESE 40 i i 2 i85 s, 1H PKM2 BT 71878
Wi iR i M1 (Pyruvate kinase M1, PKML)MIK, AT A 526 R ) B 14 i B2 (Phosphoenolpyruvic acid, PEP) 4%
R TR, MERE T PPP KPR A2 H R A R RN, 2RI m X2 RHmmsan, 5
PKM2 (135 13458, 201 FRAIK 1 & 2 BRI BB, A PRI BRI G . IbAh, fEIREIGIT
b, TR A A RS 2 R DR R & i (argininosuccinate synthetase, ASSL)iE 1t %, {EMEIE &
FRBE I R R A IRAR 2R, AN e 1 Mg ()6 R, I T e A PR P 3G e 4]

£ MTORCL {5 ‘Sa& e, MR FNmsEng nf DL i 55 SO ok 5 e . lan, 354k mTORCL ]
DU fh k% 1A 25 1 S6 18 1 (ribosomal protein S6 kinase 1, SEK1)RERRAL HIMEIS TR, 1X — i F5 e 244
T ZANWEE )5 s [42] [43] [44]. B S6KL 42 (1) A B it 2 (Cinnamyl-Alcohol Dchydrogenase, CAD)
BERRAIERE, WA RG] mTORCL 15 5 i@ B 93E /1[45]. 2016 4, Manning S5[46]RF 7L R W, Rtk
41 fitg (thymic stromal cell, TSC) )k = 4 233 mTORCL., B4 % AR P AT 7R R B, IR FE s
PR R B U (inosine-5"-monophosphate dehydrogenase, IMPDH)i1I571 G5 St i i 40 g, 7 48 5
MTORCL [iEAAEF o BhAh, mTORCL HIE A T AT 5 8- Pl S 8 (I AR, AT A B BB 1 e
BT, kP IARIERS A e[RRI S R mTORCL B0 (11 A2 344 37 Y 6 DU & R it &
fit (2-Methylene tetrahydrofolate reductase, MTHFD2)[#]Z: 5. mTORC1 Ref 7t PPP i@ % L% NADPH % ft
BORAAERT, AR AR A, BRI AT DA R IR 1 & AR U

6. RE

FI 0o S A Qi B 2 A A L ) 25 A AR E e, LI [B]AF AT ety by, (S 3 A AR 7 de e 32
AR IR AR R VB T T R il 88 BT SR, SR A P 24 B At 245 W K 5 ok P B AT 4 e 6 7 S i e
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PLISZKA ZE[47] BRI T GLUTL FFA T B4l 770 5 e e A L e 9% 3 AKUmTOR RIS 5 1%
UL IS 5 gl i A K ARG S 5@ B, TEFLARE E e R R P E . OZCAN Z5[48] Kk 3L,
I I ) 2y M - 1 (glutaminase-1, GLSL)FHRERR Kbk 2 Wi/ Fht-26- —WEIRNE 3 25, REMs Al ik
IR S IR AN A K

Jifr 98 R P ML £ 82 2 A RS R AR e PR T R (R 2D, Ak, R TR B A A2
R R RS . K 2 B TG LE iR v S s e, (LI AR U i AN R R B = AR A Sy
BIT AR BN, W] SEIL 5 OIG RFE AR — A o BRI [49]. H AT, K AL R iR e T
Qe {55 e 200 B A SR T R A 0 X N SR B TR AE o KT APk o P 98 28 1) A QBT A R S e 2 AR i Y 78 4 T
fife fie 0 5 B o R R G 8 YR T 52, R G YR YT AR [50]. 1R HUG I FL AT 75 B0 iR 40
LA U 0B B AT IR NI 9T, AN [ 8 356 IR 4 % A 2738 1) S o M SR A 9 R AR U 09T 5 6
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