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[Abstract] Oral lichen planus (OLP) is a chronic inflammatory disease of the oral mucosa. The pathogenesis of OLP

is still unclear. Immune abnormalities mediated by T cells and related cytokines play a crucial role in the pathogenesis
of OLP. In recent years, glycolytic metabolism-related transporters, enzymes and regulators, such as glucose transporter-
1 (Glutl), glyceraldehyde 3-phosphate dehydrogenase (GAPDH), lactate dehydrogenase A (LDHA), mammalian target of
rapamycin (mTOR) and hypoxia inducible factor-1o (HIF-1a), have attracted an increasing amount of attention in OLP
by regulating the proliferation and differentiation of T cells and the secretion of inflammatory factors. It has been shown
that 2-deoxy-D-glucose (2-DG) or rapamycin (RAPA) inhibits the glycolytic metabolism of T cells and then inhibits
OLP. This article reviews the research progress of glycolytic metabolism-related transporters, enzymes and regulatory
factors in OLP in recent years.
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1 & i °F- &5 % (oral lichen planus, OLP) f&—Ff
18 PR SRR VRS , A 20 2% , W LT 50 ~ 60 %
(LM AR L Ry 0.44% ~ 2.28% ), F B R B
BN BR AY 2L, ML ) o 33U I 2 i TS 400 1V Ak
PSP [ A 2 00 L A0 i RIR T, OLP 5 2R AT R
A BAE S SE  JR TR S R S b T 4 A
Y R S AE OLP I & A (R Rl 2 K
LERT . BFFE RN G T 20 M 7E BT s
Iz IEAR, S Ak R 2 T AU A, ) 40 Th  Th2
Th17 . &5 4 T 40 Bl (regulatory T cell , Treg) 55 , If:
A3 U AN M R 5 B OLP 1 & 2E T 400 it 344 5 F
A IIEYEAE OLP W58 v H #5232 BT

W T3 i 2 1 0 A M A 20 LS O A0
223 — ZR 9 Wl A2 B 7 A= ISP T R ) ek A T
S T 20 A 3 S A A, DRSS TR T 4N A9 fE
i ORI T A ALBERR 1™ 4 19 ATP, T 4 MU Bl Hit
A BEOE A 2 R AR S B s IR 1 ik 4R
i%‘?r‘?—loc(hypoxia inducible factor-la, HIF-1a0) ,
L4 V) 4 O 4R W P A A G B 1l Y R0k,
I Z PR 2 B A H IR 3-BE AR I S8 (glyceralde-
hyde-3-phosphate dehydrogenase , GAPDH ) DA f2 | iR
T & 16 A (lactate dehydrogenase A, LDHA ), di T 41
IO A T St AU IO 1 9, 3 T2 32 3 il 3L 3h )
T = M [ (mammalian target of rapamycin,
mTOR) 9 5, S48 X A>3 & 77 AR 19 ATP LU %4k
BRI AL B D15 2 (520 T 2 B 2> B PR e Ak
SR BR , PR 7R A R, A R R TR O s
3 254N 3 B T 1 ATP B AH 6 S R b
SRR T B AL T 40 A A AT

T cell Glycolytic

glutiose

WHRIB YT A B S PR I — Fh SR 7E R Gt
CLBEAR I 28 XU DG 19 28 TN 22 I M A 0 45 22
P TP 1) A R W TR S AR OLP (19 52 e
H 5 32 B G AR SO I AF Sk OC T T 20 B b 19
i A e 15 25 11l SO 45 IR TS OLP i AR G B
FNE—L5R , MR OLP [ K K367 5 ik 43t
R
1 THREEEFERGERIZERRXERS OLP

W T3 ik o R < T W S e A s R
1A 20, 20K T 28 e LA W0 e fe G B 8 - K
fifi (hexokinase 2, HK2) . 6-fif Fied S 4 i il - 1 (6-phos-
phofructokinasel , PFK-1) . TN Filil i 3% B ( pyruvate ki-
nase , PK) DL S H Vi 3-8 1R i &0 (GAPDH) 194
FH, AR NIRRT TN T R
ANLRLAK , 23k =2 BRI ¥4 1 %84k CO, Al HL0,
I AL BERR AL 7 £ ATP 5 i S 200 i 1) 8L AL i R A
S BEL , TR T 7 7 448 5 v L R I S0 A (LDHA)
W JFCRFLER , B warburg 00 , H: H /7 B 280 B84
LR A Iz G

T 2 P A A 5 5 ) A A A s R

(glucose transporter 1, Glutl) J 2 Ffr ilf & 15 3 5% 47
5, i GAPDH H1 LDHA , B AT 1Y R 3K B AN {5 i)
T 40 3% 58 . 434k, 5 B Th1/Th2 J Th17/Treg Lt
3G 10, [) B AR 3 i 983 PR FE A 7 — o (tumor necrosis
factor-o, TNF-a) . T4 Z -y (interferon-vy , IFN-vy ) %
RAE R T FRIRIG I, Bl T A0 R S ECR IR A
B A T, 5 OLP i & AR B DA G (181 1) .

Glutl: glucose transporter-1. HK2: hexo-
kinase 2. PFK1: 6-phosphofructokinasel.

oLp GAPDH: glyceraldehyde-3-phosphate de-

gl
uclose RAPA T .:-f. e - hydrogenase. PKM2: pyruvate kinase
mG-(E-P \P\‘T .. -- ’. .. _- M2. LDHA: lactate dehydrogenase A.
F-1,6-P 2\.3\& Basal keratinocytes apoptosis mTOR: mammalian target of rapamycin.
G;‘P e ':':E-u , HIF-1a: hypoxia inducible factor-la. G-

27T -Y

711 / Thi/Th2 6-P: glucose-6-phosphate. F-6-P: fructose
A, Lzbpe 1z ks UGS -6-phosphate. F-1, 6-P: gructose-1, 6-

>

T cell
proliferaction
differentiation

)

bisphosphate. GAP: glyceraldehyde - 3 -
phosphate. 1, 3BPG: 1, 3 - bisphospho-
PEP:

—> activation

|— suppress glycerate. phosphoenolpyruvate.

OLP: oral lichen planus. TNF - a: tumor

necrosis factor-ot. IFN-vy: interferon-y. AKT: protein kinase B. PI3K: phosphoinositide 3-kinase

Figure 1  Effect of glycolytic metabolism on T cell differentiation and cytokine secretion and its mechanism in OLP
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1.1 Glutl 5 0OLP

] 7 Bl 5 32 25 11 1 (glucose transporter 1, Glutl)
J& SLC2AT JE PR 4 fith 11, =2 AR FH 5 6 4 W s 2
AT, 52 HIF-1 BT, HIF-1 3 A 40 #% 5 Ge
5175 5 SLC2AT # St R BHPF , e 2 1R Clutl 19 3%
IR, A A A B A 20 B oA T A AR R X
TR A0 A A TG B T T G T R L A
TEWA Glutl WIEM T, HAe4eRe A Ry 3858 , 1%
A0 1 T 200 WA I A A QO 8, Gluel B3R 38 T+, T
£ 1 184 5 0 o3 At R I 2GRSO Y e
A0 Glutl 3 ik, LA 2 FHOX 4 45 5% 10 75 oK
EL R H B G B MR I — B IR Y7 A

Wang 25" (i 58 87w, Glutl 78 1E % H i 26
FRE IR BE £ 8 OLP | B8 % 781 OLP J% 171 i bR 41 B g
W IR IZ W T, BERE Glutl 35 B98N, HIF-1a
FE OLP 1 I Ji 5 bR A48 98 B A v 1) 8 35t A3 i 34
X e gk AR Glul FIHIF-la (T HES 5 T
OLP [i] 1 Ji 5 K 20 o 962 A9 JE ) . Brands 538 o
1 il 48 306 462 & B, 80% 149 171 I e UK 441 it s o 2
Glut1 20 BH M, 50% 19 11 1 11 BE R Glut] (4 FH
P, 7€ OLP (% BHAE: L 7118 60% , {0 A —F: 1) OLP
BF AU AL, o7 REXE AL Glutl Yo ({1 B 4
5, B Glutl Z 8% OLP 1932 Wi o] BEAE7E — & 1)
Jay B AL AT DLV SRy A 0 s R O Ak 1)
FE.
12 GAPDH 5 OLP

H- i 3-mi R 10 SR (GAPDH ) 1 F 20 H il
W 3-WE R H M R Ak o 1, 3- TRk RR H R , Ik
B VS A PR, 28 3 A Ak B R Ah olObE I A AR, LA
NADH F1 ATP 1 JE 2 E g i , # fil GAPDH 23 5¢
M) 241 e R kA A 2 E PR -1 0 b

H i B A 52 22 W1 OLP 19 %95 5 T 40 i 43 4k &
AH G 4B PR 1) 43 A3 I G, 40 TFN-y Fl TNF-oc
X ATRE S T 4B fb 5 . GAPDH 15 41 fifg A
T mRNA [543 B4 o Wen 55 5T 2 0 T 41 i
ti GAPDH 1 )38 52 5 IFN-y mRNA £ 379 B 5 X
gh Ay B R FE BRI, R0 TFN-y A9 43-00 , 24 490 it 4%
% 1L)5 , GAPDH 5 mRNA %5 & 68 J1 08055 , IFN-y 19
b BN, e Ah, GAPDH iR Hl ] T W 48 it
TNF- o mRNA [ B 3, 5 8 B A 10305 3 5 B
GAPDH 5 TNF-a mRNA fIZ55 U855 , [ TNF-o 3k
W, WFFEUE GAPDH AU, 4 & SR
i ] LA L e fil L 36, AT AR AR e 28 200 L 1) A

AR, B4 T 2 LR ALAE AR YT , GAPDH {F
Sy EE RO A R LA B 1) B G B R T N A
B A R IR YT OLP B E 55
1.3 LDHA 5 OLP

LR i U (LDHA ) 9 78 FH 2K 79 R R % 1k
KALIR , FLF 5557 HIF-1 o0 S Wi BE I UL L = 3% 308
fif ( phosphatidylinositol 3 kinase , PI3K )/%Z Z ik 73 &,
iR 1 ik (protein kinase B, Akt)/mTOR i % 11 I8
120, UUER HIF-1o 0] LAAD ] T 20 M2 b LDHA 119 36
ik, BB mTOR 38 % AT #1  T 44 i o LDHA (%) 85 12
b, BEAR T 20 B i BE I A AT . T M I e i )5, b
Tz i A 1S 0%, LDHA B9 3% P3G 0, LDHA F TNF-«
mRNA [ R PR, £ 2E TNF-a mRNA () 155,
fdi TNF-o 7= A 3G 0, JEEAE 75 % B2 38 2 #1111l mTOR-
HIF-1 38 #% AT LA RS AT % i 7K SF , 40360 T 40 Mg rh
TNF-o I IFN-y [ 7742 o4k, LDHA A5 1 b
P2 fige 76 A2 F Th SRy v & 48 T SQBEAE L 1G4k 1Y
Th1 40, LDHA (435 PE34 I S BOIFN-y (17242
TEV A LDHA B O0 T, 72 A2 1 IFN -y D 48 /0 | BHL
W OLP > Y5 T 24t i v 0 45 9% £ A1 mTOR 38 [ K 7]
DA RIS 2 TEN-y 19 7= A=, DT 1) 55 A 50 B 40
Mg T2

B2, Glutl .GAPDH 1 LDHA 51 T 41 it) b i
i AR E 1T 52 M OLP B & A=, o3 1Bl % A 1 3t 8
2 3 OB 2 (HK2) B R S ME -1 (PFK-1) |
TR T % 33 1 M2 (pyruvate kinase M2, PKM2) =™ 2
HEFRE I, AR S 5 20 A B R EsRm
KA AN HK2 78 26 KR M 55 R v il ek 1
i, 52 3 PI3K/Akt S HIF-1o (3145, 5 T 40 fi4 14
B TFN-vy I TNF-o 55 2 AE K514 43006 LA B2 5955 1)
IR PRSI A 512> PRK-1 B4R 2 6 6- Wi iR
RBELAC T 1, 6- ZWERR A BE , T PFK-1 242 i
WA P2 A i, L Lk JHF988 40 B ) 34 B, 3 i
P22 5 HIF-1o fJE 452", PKM2 f& Th1 F1 Th17 43
b T s 1Y, Hi 23552 mTOR M HIF-1o B9 $5 , 31T
2R PKM2 1] U] T17 200 6 149 33 4 A4k, DA T 4
3 [ B RV A BE R RREIR T DAL B R
P A T AR PR o T B8 019 T 40 A e AR08
TS M0 T 200 0 1 18 58 34k B 5RE PR 14 43, L
7 OLP 1 B VR FH i R T  (HAR IR AR F-o

2 R T 2 R AEEE AR ACIG Y X 5B B F 7 OLP R
1ER
OLP 3 & 15 T 240 g Bl 7% 1o J A 1 i £ il 3 5
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H 5, XA i FE A2 #) mTOR A8 45, mTOR ¢ 1%
J& HIF-1octo fifi 2 18, (o005 P Ak A OC 28 11 S i Y
FEIRIG N, A2 E T 20 B 38 A AL
2.1 mTORE4E T 2a R b B A £ OLP P 894 A

Wi 7L 25 4 75 00 2% AR 1 (mTOR) 1R Ay i 1
i AR I 1 G B R T DR, B PR R A B FE Y R
HEGY : WIAMYEMETERLEALZSY Cl
(mammalian target of rapamycin C1, mTORC1) Fl I
A3 EE R E A E A Y C2 (mammalian tar-
get of rapamycin C2, mTORC2) , H: " mTORC1 7£ 4|
LA 38 R0 3 B 5 T e T AR T 3 e R AR
A8 53 DRl A2 ERR AT, 90 mTORC1 37 1wl 9
55 0 1% £ , 1T mTORC2 ) 5 2% AT 398 5 0 165 fie > .
mTOR 237 5] PI3K/Akt (4, 350 o e #E HIF-1a
()32 35, (0 T A A G 1 58, X T 200 L AS ) I 4 1)
Y HE & B R A A O B, T 5 2 P R K
G ERR

FIH T 405 T 540 i 3 85% 3% 1k R AR
OLP JR B e ¥R 45 , & BT 40 i mTOR 18 #% FY) 34076
Wit 5 1 2R A B 1 AR A T AR Ak, ) mTOR 38 fi 7]
B A HIF- Lo 76 T 40 M B9 22 35, 904 LDHA 9 3%
ik o FE OLP 9 A1 J& T 24 B 1 sy 35 T 248 Jfd H PI3K/
Akt/mTOR 18 % 1% P4 3 5% , '~ i 79 p-mTOR F1 HIF-
Lo MY ZRIR TR, T 40 BEWE B A 15 I, 1755 T 20 ff
S Ao A TR = AR — R R AR T, A4S
IFN-y . TNF-a F [ 41 fifd /1 3 -2 (interleukin-2, IL-2)
8, EUR Y B MR AL AR | TR EHE AR O
BN R R A R -, A S T A SRR, X
A BE 2 OLP % Th1/Th2 5 Th17/Treg A F- 1 F1 2
L DR o 24 ZE LA i R
2.2 HIF-1a A 42 T 20 845 B2 fE 4K /2 OLP P 49
& A

HIF-1a 52 2 HIF il 220 R 2 A0 i A0 98 7, dife St
FEIRBE N, 5w 4R A G 5 AL ST AR
JNE N K R BRI TS LS
HIF- Lo (W IR BN, 4 12 A FH DG B3R5 1, 1
f AR 5, HIF- 1o UTER XS T 40 Glutl 3k
LDHA B 3#0E 7= A fl /R, X R W HIF-10 2 5
T Glutl ™5 135 4 0 B JUFT LDHA /i 3 i 2LIER AE
I, PATIT 9145 T 200 B P e A A Rl

FE OLP 5 722 X 41 2 G 0 A B A, 1 8 266 9
Bt T BB, HIF- 1o B 3R, 28 17 9% 0 1
i T 1 8, S RO PR A A QG L 15 S T AL Y oAk

IR T 20 g HIF-10 1) 6 35 25 30 1o BH 5 4 1 iR 3%
PRAR D ITLAZ A ¢ A 5% SOk /b Th7 19534k, It
BN XSk & P39 3R IR AR I Treg 195316, AT
3K Th17/Treg 4H M i) b (51 B AIG 5 TUER HIF- 1o J5 3823
{8 Th1 20 4346 98 /0, Th2 20 i S0 B 43k 184 i, i
Th1/Th2 2}l (9 L 491 J A, D8 OLP (g 2
ZE LTIk HIF- 1o 0815 W5 12 i A S5 184 5 17 T 40 g
I 96 R0 ) 55 PT R F B, £E OLP (1) % & P2 3
i VE A, ] HIF-1o 93238 0] LR ZE OLP 1Y & JE .

3 THRMBEREREEABTEAEOLLFY
R
3.1 2-BLEA-d-F & ¥ (2-Deoxy-D-glucose , 2-DG )

VE Ry 1 % B8 09 29, 2-DG 3l 3 5 Glutl 38
G, 0 A 2 0 E A 4B, AE 41 L 2-DG B HK2
BERR AL}y 2-DG-P, 3 J& — Fl A BE7E 20 it 9 A8 A
TR 02K i 00 o, ol T A Ao A5 32 BHL, ATP A= 108
A FEANMEIA T, T U A B G RE P A AE
PEBIR IR

DG 356 51 b T P A % A7 1) T 48 MY, Wang
LIESE KB, 2-DG BES Il mTOR B H T g
1 [ 4E-BP1 13k, {f OLP S I 4 T 40 Jifg 33 5 A
Sy AR, [ IR R 08 D TRN-y 1 72 4 k2D
JEFE WA A PR T, BHLLE OLP A HEJE .
3.2 &85 & (rapamycin, RAPA)

Vi hy — b 6 1 1 mTOR #1171 , RAPA F= %8
B %F mTORCT A2 /E H , A 52 il mTORC2 1Y 1% M,
RAPA X 22 F 20 il LA AR B B0l 7 A48 T 240
FURE 0 A, 38 5 30 ) mTORC /b HIF-1o 1 32
KT A Y Glael RV ik i 2k vk 2, R ARHE
2 i i M, 00741 T 200 B B4 5 U955 Thi17 40 i ) 43
A, A IR 175 5 T Treg 4 M 14 A2 1%, D52 OLP 1 K&
I, BLAN , RAPA 34 0] )55 JHC At 4 322 400 41 7] B3 ]
FH L BEARERE

B, — S 25 ) O 76 LAt W 17 i AH DG 52 055
P ENEAIE , & IR — W R 7E £ & P Rl AL E Hh gt e
W 38 1 30 1 GAPDH Fl A5 4208 1% it 7= 2k BT & AE
FH™ JRAE T 2% B2 3] mTOR JE 1M 41 41 1 e A X
5, 98 3 A T 40 i TNF-o Bl TEN-y (777 A2 20
ZHOBUIRAE SRy BTz N R R 24, R
HIF-1o Y R 3K, 328 100400 s A 1% i R OC 3 1 S i 1Y
ik, RAEBUR RG2S ROBE A AR
XL 1A SR L[] T 20 HOBE B2 A 76T OLP 3241 T 7 [l .
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4 HEERE

ZE L RT b, AR SC A E X T A0 M b A8 e
OLP H A E AT T H850T, OLP 19 & A S5 e i AR
W AH OC#% 32 85 1 (Glutl) i (GAPDH 1 LDAH) }
KA E T P T (mTOR FHIF-1o0) 47 56 , 8 5o 15 fie
RIUFRENEE T T 40 B934 58 531k DL S 5 P 20 i 1A
T3 Wb, S B OLP (1 & A= 5 BH Wb e g 4Gt , vl LA
IR RAE g N, DRI OLP & A4 . [ T
2 T A O S — il 5 A Sz LUR T H
By e RGO B T B, B8 1z 5%, 91N 2-DG
FTRAPA 1R 4] T 4 MbE % i 19 25 %) , © 78 OLP
AHIE SIS TRk uE

Ak, HK-2  PFK-1 1 PKM2 %5 i 75 A b %
ff AR C R B Th A RE AP E
iR — WG B AR TS & B2 . B U4 E 52 7 H A A
e it 5 o vh R FEAE T A X SE g K 25 9 7F OLP
[V 8 A BIE 5T, A SRAT) 5 2 51 %0 M 1 fie A S A
XK it Ko H# [i) 24 R 5 OLP (R HIL ) T J2 K 110 I AR
FA N AR 5E
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