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[ Abstract] Oral squamous cell carcinoma (0OSCC) is the most common malignant tumor in the oral and
maxillofacial region with high incidence and poor prognosis. Cancer cells change their metabolism through glycolytic
metabolic reprogramming to support their increased demand for ATP. Glycolytic reprogramming mediates the
development of multisystem tumors, including oral squamous cell carcinoma, involving multiple signaling pathways
and key factors. In this paper, the changes of glycolytic metabolism, key factors and potential clinical diagnostic
and theraputic approches of OSCC are summarized, and the role of OSCC in oral squamous cell carcinoma is
reviewed in order to provide new research directions and ideas.
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1 i PR 201 9 988 (oral squamous cell carcinoma,
OSCC) J2 1M1 5 A i vl e o DL ) e e, 245 3k
A A TR 19 90%,  HL I AR R R R AR L b
FH, osce EEIRIT B TR . RS
MUY, A5 a R AFRIRIFIE 50% Kitie A
Tt 0SCC BEIZIRECR, FHEA
B2 W Kb 7 RE AT A B9 A

IS i 0 K A 2 — N 2Rl e, %
PR TR 20 i ) B R RRAE B 4G TR S I BE ),
RIHTAERGYS, A2UREMEBSED, BT
T 4 A R 2 R 3 R i S 1 R = AL
BE, b B B R AR AT R AR AR
W RN T IE A 22 A0 R, W T A R ) 2
AR 2 i 200 L i e I 3 AR AR D I
fit Warburg RO S, IR A i BB e 1 e 9 PR
W T i At J LA AP R oR T ok S 3 ) o G 7
W R BN R HLE A 2 S0 TR P, T
W T e A 10 8 s i A A JR o 8 rp B ML Dy i —
A SR O R R YR T T AR A T — T Y L
5B H 5 THEREf#7E OSCC %A & 8 v i/ v
RYEHE, ARSCELE T 0SCC & A R s A A
UG -, LUK R T T 0SCC a2 W Al
e ARG T B 5, BTG T 250 T & SR Atk
B

1 FEEEFRFN Warburg 28

IR R A U Y R R Y, FEIER
LT, 2 i A P A O O A R, Y
AN RIS, A0 A PR e A BE R SRR
240 L %) A AR AR 8] T IE W 400, Warburg 1
Xof i 2 B i) AR % AR K T Warburg 8000 B,
Warburg R4 N S2 9 9 18 15 400 35 1 — > S B A 2
FEU RN AEAT S A, by 40 e o o A
fig i IR A & B XA Xy Fe 2
R AR A e A, SR PR B
T—AERIAERIHE . R IX 7225 R &
FLRRBRYEGAIA GG , o 1 98 40 L 1) 4= 28 1 NG5 7%
@ (5] R

LA, ROk B 22 A TR A 2 W A SRR IR A 12
# OSCC 1Y I B2 8] 58 Jir % 1k, (epithelium—mesenchy—
mal transition, EMT), 7E OSCC [ &4 . KB
PG ok AR o R B0 2R p L A
ZME S T R, A T R A R i s A
(GLUTs)., WHEEf# C WSS 2(HK2), BRI IRMEIL

fii (PFK). FLA& % U8 A (LDHA ) A1 i 2 i 0 B
B4 1(PDK1) %5, 2041 0SCC BT RAE il T
— P2 W AT OSCC S A %7 =,

2 PEEEMECHS OSCCHIZAE

PR D ESE fER N R —, CmEsil
SRR A A 228 Anthony 4518 ¥4 OSCC i AE
T 40 g ( cancer stem cell, CSC) Z:8g T, &
PR 2T FE WG T OSCC H Y AIE i ied 42 28 1 1% 1k
T 20 2 19 #% A 7 (nuclear factor of activated T cell,
NFAT) 5530 %, AT H0E 1 i 240 L 1) A SR 19
fift, HEINT CSCRHATHERHE, A4h 3 IR e
Ji. TAMPRICY R FITFERE Ty o X R W9
i VAR B g B A TE S TR, CSC AR
I G PR AR T 19 L O 7 HLR T R VR
25 0SCC W EH K, FEBEEE(high cholesterol ,
HC) F14EA= 2% D = 9% (vitamin d deficiency, VDD)
TE 171 i ¢ AR i vb B B [ 4 32 2002 i i ik s
957 A0 P W T e o S, U BHIAS B 11 I 1 f B
PRI 2% AT L0 ok ] 4 98 200 L 000 AR T e a4 AR 3 10 i
I 1 K

3 OSCC HREEMEHREFHIXEER

Ok 2 R R W], A AR AR 0SCC
MR RIS AR A EEAER] . SR A
JIAC I A 2 38 3K I 4% 43 T (single—sample gene—set
enrichment analysis, ssGSEA) it FRAEAC I [ 45 & 42
43 BT (weighted gene co—expression network analysis,
WGCNA) F s R e i 0 RE 2 b AT 54k, JF#f
SR AR OGP AR R A S BREBLBR . B OSCC
2 R R Rk 5 AR A A OC Y AL
JFIE L Mye %5 FEVARA S 1 1(HIF-1),
PI3K/Akt/mTOR 38 F& A1 fEg il A ps3to-1 &
T S o SO T AL, e A AR R O T A Y
KPS T e 24n A AR

R S TR A o ) R B, xS 1
T8 A0 B B S TR Rk o i A0 AT DA E OSCC 4 i
PKD1 2 [ (9 3036 M ik o DLER PKD1 & A 2 {2
2t OSCC 4 & AL P 120 PKD1 JE PR A% 25 B A1
AN B A F IR T 1o (HIF-1 o) F1 TR il 2 3%
fiig M2(PKM2) FY 3k, i/ 1 Ji 894 737 20 e v i e
figf 115 P D0 T Ao A B P S B, A B ) 2
TR, FLRR ARG 2, R AR R (GLUT-1 A0
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LDHA) F A, XZ5RERW, ERESML T
# PKD1 Y355, OSCC 41 it it A= 1 AR i 52
N RAE . AN ST I PKD1 ASGHE 12 97
5 HIF-1 o VW ik 16 119 2 32 DI IR0 1 98 40 it 1) ke
AR, B2 5 IRYER R R s

PER1 # PER2 JERJ& —Fh AW 5L, BiF
F R I 5 g ) ke A A RN IR AR 0SCe
B R, PERI A PER2 A AR 8 B S A ik
T OSCC 21 Jf v Ao Rl I i oD R L A0 28 BHARE I . 4
Ji9 354 5 A1 PIBK/AKT i B, £ 8 B i AR K .
PER2 A1 1k i Z ] OSCC 403 7 Ak,
TEBEARMO TS, FEFEAR PISK, 25 (M8 B, HK2.,
LDHA (1) 335 Fil PKM2 [ 8% iR 1L 1'%, A It PER1
A1 PER2 A fiE S OSCC WA M ELAYIA TR A5 .

STAT3 J&—FME Mg 2 1, S5 4 i b
PRk B2 o Zhen 5519 SIEBH STAT3 76 11 85985 1)
KA EAEEEN, STAT3 mifit)s 2 i
FoxO1 K # ] OSCC A M=% . =28, Wl
EMT bRy 0235, Wb 1 i 35 40 B A 4 2 1
FE RS 55 40 R ) A S T

4 PEEEMRICIHRIEEES OSCC

FE OSCC 4 g W52 B AT S0 I A 1 5 34
e 5 H o R A DG Y PR i FE OSCC 4l il
FRKE LA, BRI R R O R A AT A AR
ZAT N, BRI R B, BEEE AR AH OC B H (PKM,
LDHA . PDK-1. HK2., FBP, MCT. GLUT-1. PGK1 .
MEIL, ALDO)ZE7E OSCC EUE i FE b A8 20

PRI 2 e — 2 A M I A . T LA
it FLER AU (LDHA) 3% 2 RS A Ak 2L,
e 441 i 471 118 L T M FH5 T ygg 1 3 A A B R 28
A kP TR RIS (pyruvate kinase, PK){#{L i
B ff B e e — 2, EEA WAL PKM1 I
PKM2, PKM1 W] L o 34 i i Jg 4 e i) e 245 1
B[ W R RN R AT AR S 40 B 4R 28
PKM2 7E Ji 98 4 i vh ) SR I8 =5, PKM2 4 211
SR A O 2 A R R RS DA R s A
L8 T AE OSCC Y Je A Rt i v 2% 1 B AR A
B B 23R 5 e 14 = 28 P R A 22 1 LS A
o BT HE T 22 9 AN M U 2% B A0 i 4K 5 A
PKM1 %] PKM2 () #% 45, OSCC 41 g H () PKM2/
PKM1 H 2% 1 J8 Bl OE i 2, s R i %
AR TR AN M AR R A AR L (REE T O RS Y
AR AR ZE . LDHA 3 = A Ak 73 i R 1) 7L AR 1Y) 5%

e AL FERE B ML 72, 7E OSCC ZHZUF AN i & vh
yysd ek, il fe dEARIEME AT EMT {2 2E 0SCC %
PR E, LDHA R REZIETERIPURIRY Tl > 20,

PN ] 7% b S Tt 9L B 1 ( pyruvate dehydrogenase
kinase, PDK-1)¥E 457 [ i s g Wi I Tp e 5 1
TR . BF5E & B PDK-1 7E OSCC ik Eif,
5ME A RS A K, T PDK-1 J5 /] LA
R T 9 PDK 1/CDA7/Ake A5 (14 B A £
S, AT IR A Y 1 SR A e g Y
S N, PDK-1 0l ) B A BE— 22 9 F 52
{FIXIER®

O B B4 1 2 (hexokinase 2, HK2) C B I8 it /2
AL T PERRIR L RO, SR IR AR A2 —
WA T IR A 0 R T, IR WA Ry 2 A i
SiE IR ITHE A0 SR 2 (EGCG) 2 R 2
REGRAEM SR 7, F5%E kM HK2 2
EGCG 755 1Y T 958 20 JWH 9% fige 410 o] vy SC B 80 1
W, IFH Ak fF 5l S 5 H P, X —82R%
B, ACIA TG HK2 7] ek 2 g 1 — BB i)
TR FAY TR Y

BE-1, 6-_WilaNE (Fructose—1, 6—bisphos—
phatase, FBP) AU S A4 i B , 30 4 A R
ST — R TE ZMEAE R B R A o A
ST WP, FBP £ OSCC 4L ZURI4N M i % 34 B
F T8, FBP AT LU T I c-Mye 1] OSCC 41
MEE g e . SRS FERERE Y . FBP—c-Myc {555l
T OSCC WEREME, JFATAES OSCCIRYT #ft—
TR L A8 T IR

M T A AR SC Y AR 0 SR IR e i R
F (monocarboxylate transporter, MCT) 7E ¥ 4 jfd H
R FIEH 400, 5500 MCT1, MCT2
I MCT4 = Fp I ALAE OSCC 4l b B S ke, 78
g A bR A EEAEHT, 5 MR o R S
AR WRFR IS MCT, F¢ /2 MCT4 AT LA
R e 200 Y PR PR A L o ot L TR A DA T 1S
P96 48 X TP 7 )RR

A s A ( glucose transporter, GLUT)
Se MR A T B R AL A R IR A A A
i B A A A BRI S A, BRI J2 GLUTI
1) RNA FIEE H K5 1E 5 A0 AH H kA2 T B
BB GLUTL [ e A0 T R g i =8
IR AR, AR bR R A R R R A A
. GLUTA AT S AR A, GLUT4
TE OSCC 4 ML bk b i) dek A 4 v 17 200 i 1 34 7
LA RE TP,
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WF ¢ % IR H M B2 I3 1(phosphoglycerate
kinasel, PGKI1) . 3£ 5 R i 1( malic enzymel,
ME1). P43 (aldolase, ALDO)ZE OSCC HH)Kk
m R . EHE 0SCC Y Ak fF 5 R AR
HE OSCC AIEAR . HE5R T AR RF PR EMTR
5 0SCC Ry kAU A 5

5 $txf OSCC #EEE AR iafr THFE ik

A AEOWE T A 2 o 2 L R R AR AR L T
A9 40 i ok 2] 5 2 iR 2208 L, REE AN
UL ) 3% v AR A T 4 A M R T 0 O A
A RS BUR AP EIS In. E AR 2R
UE ST OBE B A 14 A2 TR 12 W FNIR T 0 RE TR A
{Em—m R

%A (DDP) JE36 7 0SCC 1 — Fh A 5 i) — £k
T2, $i i IR 4 i DDP Y 25 ) St mT
ARARHE OSCC MALITF AR o Lin 55 R MK &%
Ik % % RNA Y IncRNA-MIR600HG F 4 7] 42
{5 miR-125a-5p R IK, FEARFRTEE T 44 9%
ik, MITHE] OSCC 20 i i E 2 A, 45 =5 DDP %
M. AR KL AR Rl FBXW7/mTOR {5
5 SO0 AR T A O 18 o s 8 DR 4 g v ) IR A
SRR

F+Z T 1A (Tan ITA) 38 /5 T Jih I8 41 it 45 25 B
THFERZLRR =4, IS T OSCC 4y T,
HHLHAE THH Akt—c—Myc 15 5 & F I i -
Myc 12 ZACFIREAR , B A 7 5K 7 L AR HK2
FE I8 T I ] HK2 A 0 B e, ol DAAE o
OSCC B EP L A . FH2WR B(Sal-B)
BFS R E M EY SRR KRS Y,
O 9l 38 72 Z Tk 78 A il Ak 25 5 5 00 s g &
H . Sal-B i it PI3K/Akt/HIF-1 o {5 53 %855
SR IR AR, FEAR OSCC 4 i b i AR 2=
L, BEARAHM R AT, RIEDURTE T

A Ry ARk T i 10 A A5 i 5], 2 o AR —d -
i ( 2-deoxy—D—glucose, 2DG) & # P TR
RIT, HFOAEWRIR TP T T 25t . 2DG it
T OSCC 4 rh S B0 32 1R Ax1 Al Met 19 N-JK
WAL, REPUREIERS,

JIBRER & —Fh 2 P AR WIS G, W
VEIRIT A Tl s A F v 24 o HC A 38 s 44t
Ja BB, RMLHEIR L PKA FI#ERR 1L CREB (/K
REAR, AAPEIE AR AR, P PR LR 1 AR

Wz, M OSCC A0S 5E , 7T h —F i 7Em
Il ARIG T 2540

Garcinol J& M Garcinia indica f) 5 B2 Hh HE
B RAR R 7 0 R W, 28 Garcinol 40 3
OSCC 20 i J5 mT LA 4 i %) SR AR SR AL B TR 1L
Tt OSCC 4 MMk e fire , - 185 T 2L B2 5 2 1PN I 7R
PR TE M, (2 UE GLUT DL OWE B i i A2 AH SC Y
JUAEZEER HIF-1a . Akt Fll PTEN (R ik 51,

F) FH N2 B (bitter melon extract, BME) &b
FHLIT s s A0 6L 3R s T A IR I O BB R i 5 TR
SLC2A1. GLUT-1, PFKP, LDHA. PKM #iI
PDK3 ) mRNA M8 H iRk K. BME {6775
V1 9 24 Y P A9 T R R0 2L 2 7K T LA B T fi 3k o
FEAIG, BRIE, BME 504 1 g 40 i A 2 g e
5T LI K B T T RN R LY

HOT BT 1R — R A B, H2H
YOG T 490 1) T3 P B2 1 3P T 0T OSCC R A
e, Alhe i — P ny e

6 NG

Zr b Rrik, WM O R E OSCC i) —
ANEEARE, BT A0 R R A R S AR T
WARREMEFF S m i K . O B AR I A A8 b
BLALFR LR AR BRRG ,  XT R SE TR T AR B 1 3 I A
KB S R MR XTH . NS5 0sce
T 2 B QI YOG [ K 34 PKD1. PKM,
GLUT-1, HK2., FBP, MCTs, LDHA. PGKI,
MEL., ALDO %, XU FHF % RKLFW T
OSCC Ry A% fe o F2 A RE ARG, 0k i 8 42 b g
HERATUS , (H 45 R i O S . g
PR K A 538 4% 22 (] B AL i AS B, AR T 22
E— 2 ST

OSCC J2& — Pl B A 15 A R RIFE T2 3 1 11
s, H R A6 9T 28 E B AE T e AR R
%o BRI IR YT O U — e sk, BT
OSCC RImALHIR HAZ 4%, BAARE S NIEA
WA, e A A SV SR8 & B AR bR R
TR YT T B AU E FEBIR AR S . 2R
127 N 259 a4 (DDP) . $i98 £ B (EGCG)
FFSE A, 2-W A ~d- 405 (2DG) %3 v] 3 1
A 10 s A5 200 P P W I A A, R BT A
OSCC WEEE fift & 42 0 4 J5 OSCC B3R 7 4t mT ¢
WG o TR A R B I A G B A R AR
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