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[fZE] 1 & & (oral lichen planus , OLP) Je I i % i 1) — Rl 18 S R P00 , A9 AL g AS B A, T 40
it % A DG 240 i PR A5 1) B2 5 E OLP (9 A i B e % B OC T BRI o T4 SR e i A Qi AH DG % 58
R EE LA R, WA A B 2 25 1 (glucose transporter 1, Glutl) | H MBS 3-H 2 i S E (glyceraldehyde-3-
phosphate dehydrogenase , GAPDH ) | F iR il &0 i A (lactate dehydrogenase A, LDHA ) | Iifi L zh 4 & 1A 25 2= #0 46 F
(mammalian target of rapamycin , mTOR ) Fl #4275 5 [A -1 (hypoxia inducible factor-1a, HIF-1a) , 3 1 4% T 2
JHO A8 1S 58 Al B S E PR 14 0 A TE OLP Hi A A JH 52 31 Bk i 22 14 DG T, E A BIF ST IE I 2- 5t 40 -D- ) 4 M (2-
deoxy-D-glucose , 2-DG ) 5 F 1A %5 2 (rapamycin, RAPA ) 4101l T 2 A ez i A s, 2R A 0 i OLP B A A o AR Sk
T AF O 5 THE I Ak A I AR DG B 15 2 11 L 8 S 452 R 778 OLP TP O BIF SR 0 R R AT 250 .
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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-1a (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 Ji& Ji °F %5 %% (oral lichen planus, OLP) J&—Ff
18 Pk RAEVESG , KGR L 2% , UL T 50 ~ 60 %
(2 VSR R 2 N 0.44% ~ 2.28% '), F B L
SO FR A 1S, B (1 BRRRAE 2 RIS 41 vk
SV A 2 b AR AR, OLP 5 Z A A &R
AR AR R B S O T A A
T SE SR TE OLP & VR R i 4 22 G
BER . BEFER BRI G T 40 M 7e b s iUs
Sz AL A Z T A, 540 Th1 [ Th2 |
Th17 . 154 T 40 il (regulatory T cell , Treg) 55 , IF:
S P AH S L PR - 2 OLP 1 A& A, T 40 b 14 4 A
LR RAELE OLP FUBIFSE b H 45 52 356

o P fife 2 i 0 4 W R A AN R A i B
283k — ZR G il 5 07 A S P T R ) ok R R T i
S0 T 20 LAY 1S B AN oA, # EDIRES TR T 48 i A9 fiE
i ORI T R AL BERR AL A2 /9 ATP, T 41 i 9T
AR A L 2 B A AR JC B s 1 ik 4
1% 5 A ¥ -1a (hypoxia inducible factor-1a, HIF-1a) ,
L 4 R T 42 ] 4 W T3 i R OC 2 1 B i A R 08,
B s 5 CH I 3-W R I U (glyceralde-
hyde-3-phosphate dehydrogenase , GAPDH ) LA } ¥ g
i & i A (lactate dehydrogenase A, LDHA) , di T 21
IO A T e A 0L A O 3 53X T2 2 B I 5L 3h )
T £ E 1 (mammalian target of rapamycin,
mTOR) (45, SR A X A3 B 7 2R 1Y ATP [ 1
B AL A5 22, {H 20 e A 4 B 2 BE DR st e Ak
SRR , SR 7 LR R, A b DR IR A R M s
5 25040 it 3 5 T 7 19 ATP B AH O S R s /D
SFECAML I T BRI Ak T 4 e b A A

T cell Glycolytic

R F B S BB 1 — Fh SRS, 78 R GE Pk
ZLBEARSE 28 XU 5T 5 A 22 J M R ARAE 25 22 b
PRI B B A HIIE W I A AR OLP Y 52 0 s
H £ 52 B I, AR SCHE X I 4F A O T T 4 O H 19
i AU e iz 1 1 i SO AR Y T 5 OLP B AH S
FENE—LEIR , R OLP W B KR YT I 4 4t
R

1 THREBRERHEIZEARXERS OLP

R T3 i o R < T A e W A 4 B e 12 2R
LIRS, 20 10 25 5 LS W I8 At OC B il - R
fitf (hexokinase 2, HK2) | 6- iR 5 B i B - 1 (6-phos-
phofructokinasel , PFK-1) | A i 2 4 i ( pyruvate ki-
nase , PK) DA S H VS 3-8 i =0 (GAPDH) A
I B AR NIRRT TN TR R
ANLRLAA , 280 =R WA #1944k o CO. T HL0,
I AR AL ™ A ATP ; ol S 200 i ) S8 T W R A
SR, PR R R A 40 i o b g LR I U A (LDHA )
R FLR L B warburg RO , H: H 1T 287 H S
LR AL iz o

T 248 A 1 A A0 o 5 A A B e as
(glucose transporter 1, Glutl) Sz 2 F fif§ 35 15 3 51 A
&, 4 GAPDH #1 LDHA , ‘B AT T ZR 3R 38 AN A5 1
T AR R3S 5E 1k, F B Th1/Th2 & Th17/Treg L
38, [ B 42 32F i 988 IR K A - — o (tumor necrosis
factor-o, TNF-av) . ?ﬁt%—y(inter‘femnﬂy , IFN—V)%
RNE A TR IBIE I AL T 40 R AR S EULIT A
BRI T, 15 OLP i) & A B DA (18 1)

Glutl: glucose transporter-1. HK2: hexo-

i kinase 2. PFK1: 6-phosphofructokinasel.

i oLp GAPDH: glyceraldehyde-3-phosphate de-

CHKD | REPR 3 .:-3 I hydrogenase. PKM2: pyruvate kinase
-li [\P\‘G .. .- - -4 .. -‘ M2. LDHA: lactate dehydrogenase A.
F—1,?—P 2\3‘& Basal keratinocytes apoptosis mTOR: mammalian target of rapamycin.

GAP % ng T?,:_-: , HIF-1a: hypoxia inducible factor-1a. G-

(GARDID l 6-P: glucose-6-phosphate. F-6-P: fructose
/A'k* 1,3BPG -~ PE—'p vate —_——* . lactate Th17/Treg -6-phosphate. F-1, 6-P: gructose-1, 6-

T cell
proliferaction
differentiation

bisphosphate. GAP: glyceraldehyde - 3 -
SEE—— phosphate. 1, 3BPG: 1. 3 - bisphospho-
|— suppress glycerate. PEP: phosphoenolpyruvate.
OLP: oral lichen planus. TNF- a: tumor

necrosis factor-a.. [FN-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 55 OLP

] % BliFE 32 25 11 1 (glucose transporter 1, Glut1)
J& SLC2A1 B K g ity 1), 3= BEAE 24 4 A Wi i is
ML, 52 HIF-1 BT, HIF-1 2 A 40 #% )5 RE
i35 5 SLC2A1 e s A B, e 2 1 Glutl 1%
K, A A W A 20 L oA T A A R R X
SR A0 i A A RN B T T T b L A
TEA Glutl IS T, HBE4E R B A 34 4, 1%
A6 14 T 248 R T A A GRS I, Gluel iR E T, T
21 6 4 398 B A3 At AR S 38 i ST R
YA b Glutl 3 23k, DLl e H 4 4 B 0 75 2K,
BN A B S B PR 1 — N B A T L

Wang % " A9 FF 55 {2 7R, Glut] 78 1E % 1 15 %6
JE AR BE 2 R OLP | JBE A2 78 OLP K 11 s 5 IR 41 it Jea
T FEIRBW T E , B Glutl FE3A R8N, HIF-1a
75 OLP T il bR 240 1 g8 A A v 1) 3R 3K A T 1
hn, X s gk B ] Glutl M HIF-1la Al fES 5 T
OLP [1] I Ji i 4R 240 L 98 1) 1 i€ o Brands 5538 i
1 il 350375 K6 & PR, 80% 1 11 Jias M8 IR 400 it g £ 5
Glutl 4 2 FH A , 509% ) 17 18 3 28 3 Glut] e (2 BH
P, 7 OLP H1 (% BH P e 5 R 60% , (A —2F: 1) OLP
BEARMEEAL, AT AB 1S AL Glutl Yo ({8 PH P R A
5, B Glutl B 8% OLP 112 W1 ] e £ 7E — 22 1)
Jay BR P AL AT AR A R0 s 2k A R T 5 Ak
FEB.
12 GAPDH 5 OLP

P 3- BRI U (GAPDH ) 1 FH 245 H il
T - R H O R Ak oM 1, 3- B H R , 92k
BTN T 2, 28 3 R A W R Ak b I A A3, D
NADH 1 ATP (47 2077 fig it , 70| GAPDH 2352
M 241 i R 2t AR B 2 PR -1 b e

H i A9 B 55 2 B OLP B9 % 95 5 T 40 i 431k %
AH G 4 B PR %) 43 A3 I A G, 40 TFN -y Fl TNF -ac
SN IXATRE S T 40 MRk Ak JS  GAPDH 5 4H i A
T mRNA (43 B A 55 . Wen S5 HF5T 3B T 410 i
o GAPDH 7] L3 i3 55 IFN-y mRNA #9 3-E % X
g BH AR LR IR0 TFN-y 194300, 224 200 it %
15 1LJ5 , GAPDH 5 mRNA %54 68 J1 8055 , IFN-y 1
AN . AN, GAPDH & 4 T W 4 i
TNF-o mRNA 19 85, Y5 W B2 i 4 30 38 0 i,
GAPDH 5 TNF-a mRNA f25 50855 , fff TNF-o %34
Hhn, WFFEIERH GAPDH B9 ), dn e iz
T AT DA el P2 3%, AT 2R AR 0 722 200 L 1 0 Tt

A, B4 T 2 & P ALAE 97697 , GAPDH fE
Sk EE W T AR IR DA S B B SRR TR T I
A AT R UCRR YT OLP B A5
1.3 LDHA 5 OLP

LR i SR (LDHA ) #4728 73 A 2 77 1k
o FUIR , 5832 HIF- 1o SO R BE LI = F2 L%
lit ( phosphatidylinositol 3 kinase , PI3K )/2% 2 R 71 2
iR ¥ B (protein kinase B, Akt)/mTOR il #% ) 74
21200 DLER HIF-1o 0] DAFPHH] T 40 i o LDHA /9 3%
ik, BELT mTOR 38 % AT 41 T 28 v LDHA ) 9 1R
b, BEATR T 200 B A W I A A . T A M e s,
PR A3 3, LDHA (936 PE3S I, LDHA F1 TNF-«
mRNA 9 G P R AIG, f2 F TNF-o mRNA 1) 811,
i TNF-o = A= 3800, AL TS % B2 il 1 0 il mTOR-
HIF- 1 38 #% AT LA RS AROBE 1% g 7K 7, 30 ) T 48 i o
TNF-o A IFN-vy [ 7= 42 b4k, LDHA -5 19 4
P fiff A2 A S2E Th 2N & 35 T R BEAE T, 16 Ak
Th1 40, LDHA ()3 P35 - S BOIFN-y (1977 4=,
FEV A LDHA (5 &0 R, 77 A= 1 TFN-y U %5 /0 BH
W OLP > U5 T 200 it vpr (%) B 1% £ F1 mTOR 38 {2 #f n]
DIAG 50 870 TEN -y 177225 DT H1 5 £ 51 B 20
R/

M2, Glut] .GAPDH H1 LDHA 521 T 41 it b 1%
fi A UE 1T B2 0 OLP 1) & A=, 59 A1 B I A 1 3T 3
2 H) OB 2 (HK2) B W2 S0 -1 (PFK-1) |
N i) PR 384 B M2 (pyruvate kinase M2, PKM2) =™l
HE RS, TR S5 2 [ B e MR
KA o AN HK2 76 28 KB M T R i R a5 1
T, 3% 3 PI3K/Akt X HIF-1o B9 $E , 5 T 40 0 it 14
BE IFEN-y Fl TNF-o 55 98 5E PR 19 0 1 LA B2 995 1
KU P3G A 5612 PFK-1 B9 2 % 6- T 1R
RWERAL N 1, 6- ZBERRSELNE , P06 PFK-1 GBS .
i WACOWHE T A A o, L Lk 98 40 B ) 38 0, X i
FE3Z B HIF-1o B9 95152 PKM2 42 Th1 1 Th17 53
Ak Bl A5 10, L2 3K 32 mTOR K HIF-1o AT FE , UT
AR PKM2 7] L6 T17 48 6 %) 38 58 F0 34k, DA e
A G R E R AR, DL R SR
AP AR e A 1 O3 IR 8 T 18 405 94 T 400 B W e i A0
T T 0] T 240 B 14 5 A1 B S PR 18 43, 3L
TE OLP H (AR FH i AR 5T (EAR IR AR T

2 EET R PEEEAE KSR S B FE OLP Ay
R
OLP £ & 15 T 240 Jifd i % 1 )= i 1 A A 300 3 o
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A, XA it #2452 B mTOR 845, mTOR ¥ 4 16
J&i HIF- Lo LBl 22 b 8, (o043 1 fife A OC 2R 11 S 1Y
FEIRHGNN , A2 T 40 M i B 5 AN 1k
2.1 mTOR AL T 2 FoLHE B% AR AX 4 /2 OLP P 89 4F )

W 7L 2 9 B A 5 R 0 AR 11 (mTOR) 1 S i 15
St ARG 1 S R S PR, B R RO B Y B
HEGY WA HENERLEAEZGY CI
(mammalian target of rapamycin C1, mTORC1) F1 i
AL e R E A E A% C2 (mammalian tar-
get of rapamycin C2, mTORC2) , H:H mTORCI1 7£ 4fi
LA 35 R B T R 4 AR A R A
FHOCHG S DR (2 B A3, 310 1 mTORC L % M AT 9
5555 HE T i, T mTORC2 A S 5% W] 34 ik Ak % i >
mTOR F= 252 5| PI3K/Akt (I, 306 5 fE ik HIF-1a
()& 3K, (oM e A A QI 1 55, T T 200 S [ I 8 1Y)
Y kB Ao AL G B, T 5| e 22 P R E K
G RETEBIR

FIH T 40 M 55 A 5 B A0 M e s 5 1R R A4
OLP Jay B A 855 , % BT 240 9 mTOR 3 5% 14 385 %
Wi 5 4 2 AR A ) ARk T AR A, A ) mTOR 38 fi n]
FEAR HIF- 1o 76 T 40 B rf (9 3R 55, 9] LDHA 9 3%
ik o fE OLP (¥ &} Ji] T 40 i A1 )=y &6 T 40 i v PI3K/
Akt/mTOR 3 B 3% P 34 58 , 7 Ui 19 p-mTOR Fl HIF -
Lo 2R IR TR, T 40 MEWH 2 A 14 I, 75 5 T 40 i 14
I B A e SR T 1 U S R R D
IFN-y  TNF-o Fl [ 4fi {2 /1 2 -2 (interleukin-2 , 1L-2)
S5, EUA Y B0 A A TR B A 2 AR B
B MRS R A R, A S T A MR S 0 X
A RE 2 OLP i % Th1/Th2 5 Th17/Treg A~ - Fi 4
it PR = 19X 24 2 L A S IR
22 HIF-1a A4 T 40 fe¥E B% #8 4K 8 £ OLP P 49
%R

HIF- 1o 52 21| HIF 208 £ AL Bl 0 985, B4t
FEIRHEIN, 5w A0 R BB A S R T A g
RRAE R H R PR AR TN LS
HIF- 1o (YRI5 00 , 43 P2 A FH DG g 2R 38 18, A 1
fif AU BG 98 , HIF- 1o DTN T 240 M v Glutl R3K5 A0
LDHA W) 30& =AM EH , X R U HIF-1a 2 5
T Glutl A3 /7 5 B4 U LDHA A S (19 FLER AR
S, DT85 T 200 e A A G

FE OLP 55 48 [X 2 2008 A0 I 4, 1 ¥ 6l A
1l T B AR HIR- 1o A K38 i1, 28 117 9 s A 1
fiff P 2R S RO AL 1 = TR Y 431k

TR T 48 At HIF-1 o 19 28 35 23 38 3k BHLAS 4 H iR 52
PRAE G I LAZ A ¢ 976 Sk /b Th7 1434k, OF
Hn Sk & P3 2R 35 R AR i Treg 9434k, AT 5
U Th17/Treg 4 A1) LU A AR ; DLER HIF-1a J5 I8 25
{85 Th1 40 4316 08 20 , Th2 20 it S 7% 431k 14 i,
Th1/Th2 4 ffd () Lb 5] B A, Bl 5% OLP A 72
Z5 L TR, HIF- Lo I8 95 05 197 ff A Q8 14 55 1 T 4 A
AR R T HI 55 P09 2 A, 78 OLP 1 & g rh e 2L
S VEH, ] HIF-1 0 (23R8 7] LLZE OLP 1Y & % .

3 TYHRtEEEMRKIEIE A BT a7 OLP R Y
T
3.1 2-BLEA-d-% & #E(2-Deoxy-D-glucose , 2-DG)

Vi kg 2 5 4 B9 2 U8, 2-DG 3l 32 5 Glutl 38
G, 0 R A UE A0, 7E A0 PN 2-DG B HK2
W IR A A 2-DG-P, 3% & —Fl AN BE 7F 241 it o9 A 38 A
TSR (W R St 00 oG, ol 00 e A 2o A2 22 BHL, ATP A 10
A REANMEE T, BN B B R B AR AE
PEBR IR IT

DG BE 5 Hb T P AR % A 1 T 41 i Wang
UG I, 2-DG BB I il mTOR A R Ui 1)
T M 4E-BP1 1235, {f OLP & 5 A4 T 41 it 4% 5 A
A3 AU [ R D TRN-y 18 77 4 kD
JEIE A A JE T, BHLLE OLP fl 3t i
32 HMEE (rapamycin ,RAPA)

Y Ky —Fh e P 59 mTOR #1] 5) , RAPA 32 %
£ X mTORCT #2AE H , A 52 I mTORC2 1 1%
RAPA X 22 % 40 i LA AR 1 06 7E A 46 T 40 it
FUEE 20 >, 38 5 4 ) mTORC1 387 HIF-1o f) 36
I8 T A0 AP Glut ] FIDRE % A 28 3Rk /D | AR
T A 3 P, 100361 T 200 R % 34 5, D855 Thi17 40 B4 43
b, IR 75 T T Treg 40 M A2 B, IS OLP 19 &
W, BE Ak, RAPA 38 1T L5 H At 6052 300 i 5] B3 ) fifi
LB

BEAb, — 2 24 ) £ 76 LA W 192 i AH OG0
RN G0E , & SR W R TE £ Kk R A AL E IR
A 38 o 410 GAPDH 1A 4 b5 B i 7= A 9T R AE
FHY R AE T 2 B2 ] mTOR 3 1 190 1 b 1 e £
W, WD 1% AL T 40 P TNF- o FTEN -y 1Y 72 A2 12,
TWOBUIRAE A BRIz A AR 24, AT L
HIF-1o (YR 3K, 32 100400 o 08 T2 i A G 2 1 S i 1Y
Tk, RAEBUR NG 2E BORE S A AR
TCLE A A R[] T 20 SR B 76T OLP 4243 T J5 [l o
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4 HESRE

ZE L FER AR 30 FEXF T i A b I A 1 AE
OLP "F A HEAT T H455°T, OLP 19 & A= 5 4 e i AR,
AR e F% iz 25 A (Glutl) i (GAPDH F1 LDAH) %
KA BT (mTOR 1 HIF-1o) A 56 , 3 St % A
PR RENS 5 T 4 1Y 3451 | 434k LA B 46 14 20 B 1A
T3, 3 OLP 1Y & A 5 BH Wow i fi At , mT A
IR RAE o % RN, HE A ] OLP [ & A . #E [ T
I A P A A S Ry — P ol G B g LAIR YT A
B MR 1 T B, B g1z 5%, 1N 2-DG
FTRAPA A R #10 ] T 240 MOAE % A% 1 25 90, © 7E OLP
FHOC LI g Uk

AN, HK-2  PFK-1 Al PKM2 %5 fiff 75 H: s b
fiff A DG Y S RS B HiGE ; — S e 5
ik — IR 54675 2 B2 F SUNCA5IE 52 70 oAt b
Pz i 5 g v AV T (H X SE il K 25 9 7€ OLP
YV 8 A B 5, A SRAT 5 2 1 % M 1 At A 1 A
5 i % A 1) 24 ) 9 45 OLP (AL S T 8 R 2 40 I AR
FMAR N AP S5 .
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