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[Abstract] Objective: To compare the expression of B7—HI1 and PD—1 on peripheral blood T cells in oral lichen
planus (OLP) patients and controls, and to explore its relationship with the disease. Methods: Twenty — two pa-
tients of OLP and twelve healthy adults were chosen. The scores of OLP disease activity were assessed according to
the REU scoring system and the visual analogue scale (VAS) as described in the previous studies. Peripheral blood
mononuclear cells (PBMCs) were isolated by density gradient centrifugation. The expression of B7—H1 and PD—1
on T cells in PBMCs were tested by two— color flow cytometry. After monocyte cells were removed by adhesion,
the lymphocyte cells of OLP patients and controls were mixed for culture using anti—B7— H1 mAbs to block the B7
—HI1/PD—1 pathway, then the proliferation of lymphocyte cells were detected through XTT method after 5 days.
Results: Significant differences were found among OLP patients and controls in the expression of B7—H1 and PD—
1 on T cells (P < 0.05). The expression of B7—H1 on T cells in OLP positively associated with the disease activity
score (P=0.002). However, there had no relationship between the expression of PD—1 on T cells and the disease
activity score in OLP (P=0.537). After blocking the B7—H1/PD—1 pathway with anti—B7 — H1 mAbs, the pro-
liferation of T cells was not significant different between the control group and the OLP group after mixed lympho-

cyte cell cultures (P>>0.05). Conclusion: The results indicated that B7—H1 and PD—1 might play important

roles in the pathogenesis of OLP. B7—H1 in T cells might
EEGAN (TF 982~ ), &, Bl AL 24, FBEN, TEMFED relate with the progression of OLP disease.
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Fig. 1 Scatter diagram of the relationship between CD; " B7 —H1+
and CD3; ™ PD — 1 + expression levels and disease status

score

2.3 PL—B7—HI F 50 BEHUAR X IR G ik O 20 A 855
FR(MLOT 40 M4 58 iy 52 0 45 240 () JC 1 35 25 =
(P>>0.05), HBL, ML B7—H1 $ g BEHLAR R
Wr B7—H1/PD—1 {5 53 1 ) » bk T 48 A 185 56 155 20
LR TC i 25 5, WLk 3.

F 3 Pi—B7— HI H g BB NR G Ik B 40 85 5% (MLO T 40 i 3 5 14 5% i)

Table 3 Effect of anti —B7—H1 monoclonal antibody on proliferation of mixed lymphocyte cultures (MLC) T cells x5

I gE]| 14 2 4 34 44
Aol 0.454+0. 065 0.456+0.076 0.45740.099 0.43340.083
M 0% %/ % 28.53+2. 26 29.32+1.69 27.32+2.58 27.6242.24

3 itig
e X5 i 983 ol g R TR ) F 5T R % B BELIKT BT —
H1 o A] DAXT 588 3l 9 10 1 0 A A7 238 7= A 5 ), 3
Vi BELIBT B7 — H1 W] 8RR W05 1014 S8 N 1) &
kA, M B7—H1/PD—1 i 1 # BH ¥ i, 5256
ZIN B PN 1 e o S 3 R ) R 0 3R R A0 i ik R 4
i g 200 Lo 1) A0F 5 S 7 o BELIBT B7 — H1 38 0] DA Ik
FIRE A G RS L AR A L R i Ik Y BB 4% 0 7
(LCMV)}EWEG/J\EEMZISVﬂ?;szuTéezEIjJ B0 7 4
S T AN AT 2 38 e AT 4 i DR R 1 )
Fo o BT & B ik 262k L) g i LCMV R 57 CD8+
T Ml B3 T PD—1 S, B Bl 2
|, B7— H1 7R /N UM A M bR 3R Gk
A FH N OLP 1 & 5 HLEL AT BB & A 16 k1
B R 3L S0 240 R AR SO A L 2 5 T 48 ML

(e it B2 . Pornpan™™ 4538 it 2 (45 Y6 Y (4 H R
9 L, PD—1 76 OLP Wi 41 4L m #Ri2 wd T 40
i B W 0 i K R Rk L BT — HI1 W R GA 7R 4523
T 40 3= XY B B2 R A Bz PB4 7k B 40 i LA % A
[Gip| A0 L N S S R SR T RO AR P o8 SR N b
K ,PD—1 1 B7—HI1 £ OLP ¢ FEBEXK T
200 R 0 R D R b R P A A B b SRR Uk
A B7—HI1 7E4RIE bR F T 4 3= i ) £ Bt IE i
Y b R Rk,

G 0 3] K 22 B30 A iR 20 B % T g R
ik B7—H1{H 2 76 /N BRI S o 20 i 3R b 20
ME B7 —HI AR A FE ERDFRE, XA K
PRSI 40 i R 55 55 B 6l = HLAR P9 09 58 4 0 I R R
B2 B8 RV B R A 25 52 el I JRE R A B v R R
PE T 4 i iy e 22 D g . Fumihiko' ™ 45 3 i %%



1322

Journal of Oral Science Research,Dec. 2017,Vol. 33,No. 12

AR SZ I 5 2 & B 10 M f R 40 M 40 i BT —
H1 Yoo 52 5 25 BH 1, 7 i3 200 6 1 J5 A58 2 4 it Jo
ERMA B7T—HI1 YRk, Kk, BH W ik e 4 i iy
B7—H1/PD—1 & &4 B u ky — F i J7 W i B
BIFR T, AL M B7—HI/PD—1 {5 58
(1 BEXT OLP 19 & 9 B #EAT T 50, A Scis H
WA M A 5 AT T 22 4] OLP H & A 12 )
et T B A R i S % 4 i (PBMO) T 48 Jifd
B7—HI1.PD—1 R RR A, 5 R B x . CD, " BT —
H1+.CD,  PD— 1+ £k H 5 FE OLP MIEH
X B 2 [ A7 A6 A W i 2% 5 (P<<0. 05) . XL T
Hfih ) B7—HL.PD—1 RAHEZ 5T OLP %%
MR . 3K 5 Z AT A E 2 T ORI 5 4 R —
. ﬁL*%W%T”W@%EB%%ﬂJD—IW
Tk EEE OLP B MG R 15 R & AH 3¢, CD,

—HH%HHPﬁ%%¢K¥5ﬁﬁﬁ*ﬁﬁE
M (P=0.002), 1 CD, " PD— 1+ £k KFE 5
PR G RAR BT 43 K (P=0.537), XKW H
PD—1 AL, OLP B #H M E i T 4 Ml B7 —H1 1%
KA 5iTE R R,

FEN PR RAE ST AR L B0 T 40 M 43 0 40 i I
(n IFN— v, IL—4 . TNF — o %) ¥ £, 11 48 5F 2K
A B B I D — A R 255 S RO T 4H
T 04 L 2 1 B7 — H1.PD— 1 #2635 K %, A i,
B7—H1/PD—1 {55 i i 7] B8 2 & # H A %1 7 H
FESR T 20N 25 o 7 A A M A E M o E RN s T AR
WG RES . BEHE ST OLP 83 % i 41 21
MR T &, TNF— o IL—1—a. IL—6.1IL
—8 ARV . L, OLP B 4 i I 7
A AL T RE S B7 — H1/PD— 1 {5 %5 i i 1Y Y) e &
HEABEVB R, W PD—1 %‘T B7 —H1 78 4 5
— AR B7—DC(PD—L2) , i 3 A 5286, v DL 4
MA2H, B7—DC/PD— &n;LL_%B7—}n/PD—
L {5538 iE 7€ OLP /9 & AL b vl g ik K AEH
ARME.H, 5 PD—1 4k, OLP & T 41

—HI1 W3R IEKF 5 E LR ERED] .

A WFFEIN BT — H1 i ad — A4 R A2 Ak (B7 —
HI1R) 441 nalve 3% primedT 40 K % 1k 193212
PE CD, T 20 388 5 I 42 0 41 A X+ Cln 1L —10) 1Y)
FEA L T E NG AR T 4, B7 — H1 WaE i B7 —
H1/PD—1 {5 %@ & & #EM & T 4 /e . A3
A DA, OLP F8 5 5 0 B s 1) A1 J I bk 24 240 i
FW Y B7—H1 4> TR 0] B8 38 5 A [7] 1) 52 14 38 18

S AR Ta) f0 240 L9 T AR T T R A P A S L

il W5 E— 2D SER R AER] . OLP H4R & —Fh kAR

TR R )R B A B L B VR Z TSR BT, OLP

BEL G RIERSAERT .

L5 BRI AR SR SE NG 7K B AN T 3
W T B7—HI1.PD—1 1E OLP H 4 4 il i % 35
Wil I i — 4 T B7—H1.PD—1 #£ OLP &
HFRIKG DL 5 H e T R A OC R L WP ESE
T B7T—H1 4578 OLP X itk B 40 i 348 58 155 B 1
YERT 3B 72s OLP /9 S 2 B BA — 5 /Y B &
X, —SeR A LI K S PR R BT 5 R B L BH T BT
—H1/PD—1 {5 %5 {3 7] XF 2 F % 0 15 2116 7 2%
B B7—H1/PD—1 {5 538 8 1Y IR A A58 7]
AE W A R YY OLP 4246 —Fhor i |8
S % ik
(1] xU2rafy, £40, koL, 46, Loy F B7— H1 X/ BUBE I 14

0 2 0L S % 3 ) D RE g R AR L) D, AR AR B e

2014,33(2) :+ 197—200
(2] sk, THEE,KZE, 5. PD—L1 K& CDS6 7 M i 5 /N Bl 4

JE] i SR AN TR A RS AT ). T AR A, 2015, (10) ¢

950—953.

(3] Saaz, mhil, ok bae , 46, BT R P PR ZE T 2 1 — 1 LI A
155 380 % 1 9 0 1 & R AR 0 TR U /N B B0V B S e[ ],
AR E 5 2% 7 . 2010, 18(4) + 263—266

(4] FEFRIh T LA, 55, B PR T2 M 1 B Z X 3l ko
T AP S e S 9 R e () . AR B2 2 2R 75, 2014, 94 (30)
2377—2381

[5] Youngnak — Piboonratanakit P, Tsushima F, Otsuki N, et
al. The expression of B7—HI1 on keratinocytes in chronic in-
flammatory mucocutaneous disease and its regulatory role
[J]. Immunol Lett,2004,94(3) : 215—222

(6] ARIEYE. Treg 4005 MR e iy C R ) ). TR BE %2, 2016,45
(25) + 3567—3570

[7] Tsushima F, Tanaka K, Otsuki N, et al. Perdominant ex-
pression of B7 — H1 and its immunoregulatory roles in oral
squamous cell carcinoma [J]. Oral Oncol,2006,42(3) : 268
—74

(81 dkuh.aK3E. 1K i °F & BEAL ZUh STATs R %35 5 41 A 1
PD—1.PD— L1 ik K Gz Uy RE A9 A S PELT . U 7l 12 2 e 2
#i2,2016,22(24) = 3101—3104

Lo XU¥E, & alt bk, a2 R 05, 55, 2 ZOHH FROG A 17 IS A?ﬁ”%“f'?f”ﬁ
WA AR —6 FIMRIRIEH T — o KFELT]. dbmt K2
e (M . 2011,43(4) # 596—599

[10] RAh, B8 2400055, D W7 8 88 400 D) B 28 10 00 56 K 3
B BRI R 22,2009, 21(11) = 1242.1244

(CRSCHiE T D

kA% B #7:2017—06—28]





