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[Abstract] Oral lichen planus (OLP) is a common chronic disease of the oral mucosa with unclear pathogenesis. Lo-

cal infiltration of T cells plays a key role in the pathological process of OLP. Increased evidence supports the notion that
the imbalance of helper T cells (Th) 1/Th2 and Th17/regulatory T cells (Treg) and their related cytokines is closely relat-
ed to the pathogenesis and progression of OLP. In recent years, studies have shown that 0X40 (CD134) and its ligand
0X40L (CD252) play an important role in the process of the T-cell immune response. They participate in the balance
regulation of Th1/Th2 and Th17/Treg, mediate the imbalance of pro-inflammatory and anti-inflammatory, and affect the
occurrence and development of a variety of autoimmune diseases. However, there is no direct evidence that the 0X40/
OX40L axis mediates the imbalance of T-cell subsets in the pathogenesis of OLP. Therefore, large sample clinical as
well as in vitro and in vivo experimental studies on the mechanism by which the 0X40/0X40L axis regulates the bal-
ance of T-cell subsets in OLP are still needed in the future.
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111 i “F & #% (oral lichen planus, OLP)7E 1 JiE
FREEE 0% R  RAOR T B R BT 3R A 15t 95, £
4 0.49%~1.43% 4 e T ARk, R AR
ZH 21K LA Sk 1 28 0 A S M 95 0 (oral po-
tentially malignant disorders, OPMDs ) , & A% 3 24 g
0.9%~1.9%"' . |- Bz 8147 J2 LU T 40 i Sy 32 0% R 2 bk
U0 400 i 2 4 R 32 3 2 OLP i 75 5 34 4 22 — |
OLP B # T REZEGL 5 T 4 i /K 7 %5 DI AH ¢
AR Bk B 22 (W F 9 SRR B M T 41K (help-
er T cells, Th) Th1/Th2 . Th17/3 35 4 T 40 g (regula-
tory T cells, Treg) M ARG ML K F 1 k2 5 T
OLP (1) Jry &8 G5 AR AE S o

WG T 20 R 0 A T PR OIS S (5 —
SE)MILRMGE S G S5 Wb FEIEH . 3t
il ¥ 4y F 0X40 (CD134) K H: i — il 14 0X40L
(CD252) 1 — %t 2 W S e 5l Bh o3 7, il 2 % 36
LTS, 76 T 40 0 16 Ak 3 58 A oA i 7 v
EOCHAEH , S 5 2R AR N . BT, 0X40/
OX40L il & 1N B B g2 PRI B A 58 A e,
L T A0 DI RE , A 5 e N R AR TS
Syomit i, 5 R G BERKE | RAE s 2k
I OG5 48 5 22 Fh B B S e MR 19 2 s %5 )
AT AR SCHR T AT SR 0X40/0X40L il 5 T 41 ff
VR B ST 8 152 T OLP 205 22 T8 ¥ e O 2R kA7 25
i, LIS OLP 1) G 28 4 BIL I 1) 2R A BIF 5% 32 41
1) L

1 OX40/0X40L 5h#E &

0X40 & —FfARXS 73 7 i 204 50 kD #y 1 4
5 MEEHE 25 1, #h 249 DR ERR 2H A, J& TR SR AE
R Z AR BRI 5 22— FE A T 15 e ik
N 45 @k o BIE6 T 4 A 3R 1E 0X40,
FEAEE LR CD4 TA0f B SRk, At
PRI  OXA0 T8 335 T AL Y T 40 i m ,
FE24 h 4 ~5 dIREEIE . BEoh, PR AN B
GEAR AN AN L 2 201 45 s 7] ik 0X40'

OXAOL & — i fu, {5 183 2 HE R 1y 11 7 15
B B, 2 B9 2R FE I T (tumor necrosis factor,
TNF) MG 88 22—, RS 73 - i 29 2 34 kD,
WAL T AR/ TS ik B o A OX40L ALK
KT IE AR B A | 5 20 R P AR SR 2 i
LI BT R & % 4 i (antigen presenting cell
APC) , I 3K T WA DU 20 . PN B 40 200 i - 3
JULER L A AR L L APC R

0X40/0X40L Al 77 A% 3 L JH AR 5 B B A
FH, 2B 50 T 20 00 A 2= DR A 5 G g
ZIE R, 0X40 5 OX40L i i Fr k24 T 40
(T Al s i LIS 5, — Oy T, f2 4 CD4”
T Y0 MRS AT B9 EL 45 Y B I M0 IX, fE ik 2k % v B
B BUAR = A 5 5 — T T, AT AR CD4" T 46 i 55 38
M AAT 2 RAE R B S RIE SR, Ak, A
2 ) OX40L+APC 15 Jay #R 2 21 b 4 5 CD4" T 4
LA E S L

2 Thl,Th2.Th17 #1 Treg 894> £

Th1.Th2 . Th17 Fl Treg £ fH 9] 4 CD4" T 4 ffd 53
ok, B e R B ZEA T . Al
K +7E CD4" T 4 it 73 Ak o2 e g /R ™ . Th Fi
Th2 J& B R IR 10 Th AR . 3646 1% CD4" T 41 i
1E 40 4 2 -12 (interleukin-12, 1L-12) WAEFH F
1] Thl 70 Ak, 322877 4 TP % -y (interferon-vy , IFN-
v) JIL-2 FITNF-o, A1 S LA 9 20 M A 3 o TL-4 2
Z: 5 CDA" T 4l i 1] Th2 734k 1) SCHE A F~, Th2 22
WA IL-4 IL-5 . IL-6 FI IL-10 25 40 e PR 1~ , f2 1A
ME , IEHOIRA T, Th1/Th2 &b T 3h 25 745 , {5
i — BT, 2 BRI LA

Treg F1 Th17 B 53 46 38 55 AL A [7] 3 Th1 F1
Th2, CD* T 40 il 76 5% A6 2E K K - B (transforming
growth factor-B, TGF-B) fl IL-6 ZF I FEIV/EF T , &
STATS3 3 0 A0 8 11 AH UL AZ 44 -yt (retinoid-
related orphan receptor-y1, ROR-vy1) , fx 25016 h
Th17, 38 i 43 WA IL-17 \IL-21 F1TL-22 28 40 o I 1 &
FEMR RVEH . CD4" T 41 L 7E TGF-B MIVEH T 431k
K Treg , 1% 40 i 38 3k 735 T1-4 \TL-10 A1 TGF-B %5 4
i Rl i A R A AR D A e DA B 2 Tt 57
X 3k HE % 1 3 (forkhead box protein 3, FOXP3) J&
Treg 4 fifl i) B BLEG SR, B2, AN Th WA AT
o AS R B S 2 T RE , 4% 30 B =2 1) A S £ X 2 15 4L
RIEE ey B EEE X, RN &35 A &0
REVESIE Y &R

3 Th1/Th2.Th17/Treg k% 5 OLP % f& i1 12
3.1 OLP X Th1/Th2 % #f

Th1/Th2 %5 & J& 323K A 5 OLP 1 A& BL ] 2%
PIMHG . Wang 58" HIESE, 5 1E #4140 LG, OLP &
HJE 1 H ) TNF-o0 FlTEN-y 7K SF 525 g, T 1L-4
IL-5 FIL-10 7K °F &8 2 BE AL, miR-155 Fll miR-19a 43
TR ) N Bz A — 4 1k A & B (endothelial nitric ox-
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ide synthase, eNOS ) il Toll £ 32 1A -2 (Toll-like recep-
tor-2, TLR-2) , /)55 Th1/Th2 447, 34 /i1 T TNF-a
FUIFN-y 1953 0 , [F) BRI T TL-4 (1L-5 FTIL-10 [
ik, FEOLP XUFS F+ 5 o $27K Th1/Th2 AH G4
DK 743 1 2K 7 %6 OLP ik A2 ELA HESh/E A . 7 OLP
oAbt , Th ] RE 5 1 1 Bz 40 M RO R IR A %, T
Th2 5 OLP [ J58 = 7 952 95 i & AH OG> b4,
Wei 454565 41 1] OLP F8 5 . 14 51 52 T A BT s At i
I3 S5 R 14 451 4t SR N R Y+ 7Y Th1/Th2 #H G 24
Tt B, 5 R R AR LE , OLP HE 35 R ik
HAY TL-6 \TL-10 \TFN-vy DL K& TFN-y/IL-4 Bt T+ 5 o
WE I Th1/Th2 b ) K AR 5G 240 f PR 19 28 A f A
Bl T OLP 35 5 DR 75 10 7 R 7 88 0FAy o 3697 9 1
T e 28 AT A Wy PR B A Y T 40 BT A L A e R
TR IR VA T Th1/Th2 - 7 55 4 52 98 5/ FH i 47
H A OLP A 254

3.2 OLP 5 Thl17/Treg % #

Th17 Fl Treg {9 D) il 2 1 5 G 28 14 95 95 %% VI AH
5, Hor Treg 72 2 R HILAR S8 RS RN TR A &
E R AR TR, Treg I £l S R AFE M T OLP
Fegit o  SCEE AR 12 1 OLP s 5 A 13 foil it
B AN JE L 43 BT & BR, OLP 41 CDA+T 41 Jif v S 3k
HE & F (forkhead box protein P3, FoxP3) F14% 25 i 41
F AN ILAZ Z AR y7 (retinoid-related orphan nuclear re-
ceptors yT, RORyT) ROR mRNA #9AH X} 2 15 5 1 i)
0 THERE X B4, RORyU/FoxP3 mRNA L {H i
T BE X HR 4, 32 R OLP g8 3 40 A ifiL op 77 7
Th17 20 1 (5 53 () Th17/Treg 2 45 . Wang %5
RN, FEBEREPE OLP F 35 Y, Th17 7K Eb R 7Y
OLP i & F{d A 15 £, Th17 78 BE £ L OLP f
S . T Javvadi 252 058 & B, 5 Th7
FH EG L #E OLP 5 28 (% 4 e 3= 1 h A7 £ 35 2 11
FoxP3" Treg, TA A FoxP3" Treg 7£ OLP [ & J HL il
YEHTTRETE & . SR, FoxP3" Treg 20 fifd J& —Fh 5
Jo M 20 AR B B B R R ] R Aa
Jf11e) . OLP 45 17 7 Treg 20 L 1 K 5 1201 , {H £
Sk F0 45 T R Bl B Y Treg 6 R, il = X6 90 A A7 2L
T A B R 184 ot AS B 4 T A A
flfi OLP J5 72 2 FR &2 P i PR ZS . Rk, 76X
Treg 43 BT IF , AT ZERE I Treg 195512 M EL A, 18
T EER I LR H& T P Treg 41 M L 4] 51 %
52 Treg 40 I 1) 30 61 P4 T B8 B R IR T OLP TS 1E A

Sy

4 OX40/0X40L % 2 5 & 4= Th1/Th2 F1 Th17/Treg
T &
4.1  OX40/0X40L 48 4% Th1/Th2 - 4

0X40/0X40L 1 /%) Dy g B 5% 5 7] g = 2 Thl/
Th2 F HAH SC 40 M PR 7 10 2 i . 4 T 40 M5 — 15
FHAE I, OX40 MR R IE T TR, 5 APC L
OX40L 256 J5 , 3456 — A5 5, Vi i IR JUL I 3 0L
fi} (phosphoinositide 3 - kinase , PI3K) /% F 14 ¥ B
(protein kinase B, AKT) . #% A F kB (nuclear factor
kappa-B, NF-kB) Fli% £k 09 T 40 fa 4% X 125 F WA
S PR T AN M TS AL G AE R AT RS
Fouladi 5 /B 5% 3R W, 1 il OX40 1) R B 2 3K
IL-4 \IL-10 F1 TFN-y K- F [, {H Th1 43 34 9 TFN-y
55 Th2 43 WA i IL-4 A A0 W] W 7+ %5 o Huang 55"
KB, BTG OX40/0X40L Fill 38 1 845 T Ui PI3K/AKT
A1 p38 22 % J5 ik Ak 4 1 ¥ (mitogen-activated pro-
tein kinase , MAPK ) {55 53l i# , € #f Th2 . Th17 534k
FFAW I Th1 1 Treg 1534k , S 2 IL-4 [ 1L-5 F1 1L-13
4 Th2 2% 20 Jf R - 3% 36 35 5 48 52, 4 il 0X40/
OX4O0L %, 1A 248 i A1 PR 7 7K B AR o b4, B
VBT A 2 bR 240 A T 7 A0 B AR | 1) OX40L, 7] 4171 il
Hi 40 36 R A 5 19 CDA* T 40 0 3 5 A1) Th 43
B
4.2 0X40/0X40L #h 8 42 Th17/Treg -F #

OX40/0X40L fli 7] 3 5 9 45 Th17/Treg F #H &
R KT, 25 A B Rtk mn &k E R
& WS R AR T /N R TR v 7 A -
17 B T 20 Jif K50 e e B ok B 2H T 5, L OX40 78 7=
A TL-17 B9 T 20 M B b i 2 3kt B 8 T v 7
Yamaki 252 UGN iC 12 CD4™ T 40 i 5 7% 3 v 1%
ZHT OX40L BT 1L-7 32 14 BH Wt B2 5 B e 4 b 35 1)
Ik O 240 e 0 | /N BRAAR A, & B OX40 AT IL-7 #E
CD4+T 41 Jit 11 o 45 4% 58 b % 45 45 22 1 D) [ 4R
FH , OX40 &3k 88 M0k S 2050 W TL-17 B9 Th17 99~
4 7E OX40/0X40L 5l 5 Treg 1) & R WF 58,
Jacquemin GEPINESE  TE R G MR IR A
0X40/0X40L il 5 Treg 2 M 1Y T e e A5 A ¢ , WG
0X40/0X40L %l 7] 4111 1l Treg £~ 5 14 410 1 ¥ 2 g .
$E7R OX40/0X40L %ih vl 58 38 2 A2 #F Th17 114 34 58
] Treg Th e B W Th17/Treg “F47 , & A2 R
EH

B I, 0X40/0X40L 7] BE 38 i 4 4% Th1/Th2
Th17/Treg K 41 f K 1 4 F- 17 , 3 A4 2 AT R
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R Aty , B I AR R AR AE TS R

5  0X40/0X40L %5 OLP 94 X 14

AR R B LR sy TR RE S S A
AT 4ERF OLP /%9 23 #2 , 40 CD40.,CD86 . PD-1/
PD-L1 Fll PD-1.2 %5 . Zhang %5 > BIF 5% 7~ , Heofil i
43 F B7-H1 X T 40 Jifd 5328 1o 245 5 A il 4B L Toll
FEAZ A8 o T OLP ff BUE U240 i 1 /%) B7-H1 fig
ARG CDA™ T 40 i i S i i 225 0ok A% o 0oy
FAEOLP iR p R #E T — s /EH B A S T4l
J A E N 2K S 5 OLP (1) & i 2 o

] 84 43 F OX40/0X40L il 1l — S5 & A5
53l B, 38 1 200 Th1/Th2 Fll Th17/Treg £l , 2 5
Z P 7 B e B 1 R . OX40/0X40L Hfi fig
FE 3k CD4" T 40 Jifd [7] Th2 A1 Th17 4434k 5 8 5
1M Th2 1 Th17 ¥ AT fi i BE 422 74 OLP 1) & A, #E 3
P55 95 2E JE 105 OX40/0X40L il BE 411 ) Th 19 43
624 H Th1 78 OLP H & #5038 11 15 1 1 20 i i
FH 46 R 78 OLP & % 3 72 v 7] BB 38 3 0X40/
OX40L %l i 1 455 5 2 Th1 F1 Th2 52 %5 %k ¥ B0 1E
FH 5 72 OLP Hf££ 8 Kt 40 1 4 Ty B 51 B3 1) Treg 4
J270, T OX40/0X40L 4l EL A BHIKT Treg 30 il 21 & 19
YEF , #2718 0X40/0X40L 5l 7] figJ& 17 5 OLP FR AR 41
il Treg I fAY B ZE k42,

It A, 0X40/0X40L il iff 7 GE 5 4b w4 8
OLP RAE TS FEA G o TR, 14 SR 48 e I 1)
AN UMATE 3 OX40/0X40L Jl RE & 25 L E T 40 i/
B & i B2 1 2 i OLP 88 3 1L 2% 40 8 K 7T 3 1k 4
T YA T 1 R AE VAR HE OLP 1 & | $27R
0X40/0X40L %l 45 OLP H T 4i it £ S 18 48 5iE 3 7%
A REHR 4> AN IMA IR AR R SE Y, BT, EE
eI, 0X40/0X40L 4l 7T fig 38 3 9 #2 Th1/Th2
Th17/Treg B H.43 WA A A, A 3 G e 45 5
5 OLP W& . SR, B P AM i 6t = 0X40/0X40L
B e OLP &9 rhAE FHALHI A0 55 A1 A g itk — 20
BB 9 TIE 5K o

6 BEERE

ZE LTI, T 4IHE Y JR I 2 OLP & i
() &4, 76 OLP H1 , Thl AT ES 5 10 s I J 4R i)
MR, T Th2 5 OLP 59 i R AH G, [RIR, 410 i 4
1 RE BB 1Y Treg 5 OLP A 18 PG FE A ¢, {f Th17
TE Th17/Treg V- rh o5 AL 34, i€ 37F OLP %) % A A Jie
OX40/0X40L i Ay — X 387 24 11 S 75 2 8 oy 1

VIR T A e B Y BRI 2 — W T4 T 4
My &AL 3 S o b B OCH B, — i, {2 il
CD4" T 20 AL AT 20k L 45 19 B UL IX, fi kA= &
I TR A 5 55— T, AT RS CD4" T 4 ifd
53 1 MR AT 2 9E SR A T RAE A .
PRIT 0X40/0X40L il 5 T 40 J S A 19 ~F- #7455 S
OLP %95 Z AV AEIGHK , $7R A KA X 0X40/0X40L
T OLP H T 4 e 18 45 BIL 1] - Jg KA A 1) 1 PR A
PRSI 5T, 4 AT B o 8 78 OLP 1Y f g8 2 L
TR AL T 22 2 25 AR 41 FIRT Y
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