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[T P& (oral lichen planus : OLP) I22oWTd,
RO ZE DR - RWEOMINGEV A WTWD LT
SO, BET 510, REBIEEVHEFKUEZ RS D
OO, FEOWBEIEKVBRERETH L L, F7255:00%
Bl OBBRSRIZICER CTREEHDIES WTVE I LR
5, Wik LTIV HWnE WS BLRD 238 s h
TWwb,

AT, OLP ICBAT AHEROMA LmEE BB T »
BT L b1, ABEEEIRZ, SHROMEICE
VBT R BEMHFNICHRT 23 0TH 5,

OLP MFEEREE

OLP OJEH & LT, MM A ~ LA, 3y, s,
SAFHIOERER, M7 A VAR EDRES:, BEIRIE R E 04
GEAl, BENER, ANEEL SR b0 EZ bR
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OB S, TR R o B OPEICH 3 5 )08, F72
A RPUE IS 2 Bt e T IS & o 2 2 Ofi a5
BN TwaLY, Loy LEBERPPFEIZFRE SR TE
5%, WTFNOFBMIEEZRVT WS, —F, FEEIFRY
PUROBRL 2 WIERIETIC L 2 L) £ 2 05 57,
OLP O¥FRICET 5 E il a v 3 5 &, OPUHIFR
RO E SRR, @ H ORISR, GOIRIFRM IR 3
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1) USRS P 50 3

PERFRRMPUR & LT, DR O Eg R T 5z 2R
fa Lo BCHEE 72 3BRIUEAE 2 5 Tw b, il 52
DN (72 & 2133, SMHEE, MEwRGR &) (12
X0 IR P IC R B B WIZRET S H S T
LIIEDHEI NS, TO X9 2ARIHIC X 0 TR,
I FR BT 550 FE LT ay sy 3y
(heat shock protein : HSP) &% ¥, OLP ® BF[NPLJE T
HAHURENRZZ SN TWEY, LaL, AEEOHCK
PERE 2 R T FEBRNIRLIZ SO & 2AH 5TV R,
AR 5 RO & LI, s sy (7
RVH L, Zorl, &E) REPICIVEREINS
OLP Iz EERIE, ThoH0FEREBRETL I LICK
NEEHEA AL DT, FRICERAETIZHREAFEETE v
H®2% [EOD|OLP LI&X 5 L CTHER -8k EUE (oral
lichenoid lesion ; OLL) & MIZIFIE T3, BiR



2 72 L S R

BIZEERL T 2 D DDOFRIEREFE DANIE) DL LT,
T2 PR R F x4 E9%  (chronic graft-versus-host disease ;
cGVHD) TALNS OLL %% 5, ZHIIBMAFHKXD T
M7 &3 EOPUEINH L TRERIGZ R I TH DT,
MR 2 AR BUEOS | IS L BIREL AR TIEDH T
&b NN,

2) FEHFRIBE I

OLP (129 5 T M2 OFUE IR L CTHRRIC
AL ENTVD E WD W 05, FREHICE
T3 AR RIEIC L D EAESINLETA N A UHTHM
Mo W7 34, OLP O TdH 2 IREM AT % &
DEZHHHY, o\ T, R e THROHE
PERINC & 0 Bl e o0 B JBURE 54568 L, OLP o2 Ak
DN o>T Wb,

¥ 72 HLA, IL-10, TNFa’Zk £ O#fz T2 RBAREERD
IEAE & RS B L OGS, HLA 5T OERICERK$
L PURFOREE 2 EOMBAMRIE DS RINTH D L D
EZNHBHY,

3) AV A F 723 R G

TANVAIZDWTIE, CRIFZKY 4 VA (hepatitis C
virus ; HCV) &4 @ OLP BEESH W &2 5, i
FHOBENEZ SN TWDEY, L LI O i3tk
W70, FROBEIER, WHIRER 12 E8eh
EBAILTWDIRENED & 5. £ 72 HCV & Ze2s OLP %
IEZFHET AP I LIS Tnin,

OB AR OLP BH TIIMEE BT BT, Fusobacterium
& & Campylobacter J& X8I % 7%, Porphyromonas )&
IR 5 &) IR, BRI R A B 25 H B A I T R
DIERZELET 5 LV HiErH 2V, NS0,
AW 25 OLP OB &) L) & L AREIRBE IS b - T
WAMREEZ R LT b, ARG & F2 8 AR 4 o B
IZOWTIE, HEOTHEIZ A —S—PiJE (superantigen ;
SA) T& 5 staphylococcal enterotoxin 23535 Z &A%
MoENTHBY, KEZSAFREECHRERETHL LD
B 2N B, OLP OFIEII BT AEIC SA A5B15-3
B REMEDS D B o

4) B A b L AFE, ZFoftl

OLP BF 1AW H 12 ORNTARER ) DfEREZ R T
BB, BN A P L ALY MEI VTV — IVl
BLEHT5HE Thl M2 6D RIEWET A N 4 VAN
Wy ehs, AMLVADOLP OFREICHZRT 5L E 2
LNTWaAY, KA ML AL OLP @ KB 4R E 5
SNTWZRWDS, FMEREEEZR X b LA % & TR
Jii, 2 & A & 7z Substance P 2 AR MG o i Jik: % 55

HIEINGES 2024 4%

L, SNHIMEFNBMNE OGS THOBBMmE &
7L T THMRBORBHEE - £EE2TERITEVH)ET
WORIBENT WS, TN —EDOFMNEFEO% 51,
WA N L AL OLP OFER T, WERT, H50vik
N T Th s LHEETE 5,

OLP O B#H CTIXMERME, ®IMEE, HREREORE
EPEWI L, ¥ 3V BI2 KIMRIMESE KM% 2
Lk, EHNTREOMEOHEEZ L {ED BT, &
NOLOEGHER, £FMRFEIZOVT S FHEERIZAPT
H5bo

RIEVHAIC B (F 2845 _E R Langerhans g O H#

OLP 1%, F & LT CD8 Hllafs M T Ml (cytotoxic
T cell ; CTL) 2SM{LMIEO 7 R =Y A %5 &3 Z
LI XDIHEDIEE SN TV BEA, & 2ITIIPURIF RN
TR R BN H D EEZ 5N TWBEY, JrFER
2RI B W TEHEREEZ R LTWDL DN, £
AL 35 & OB FRSIE bRz (AR AE§ AU RMN T 5
Langerhans fll # (Langerhans cell : LC) T® %, ¥lZ
#%%1%, OLP OISAERMIC BT 5 F MMk A & 1511
4 & (major histocompatibility complex ; MHC) class I
ZN L7 RIEISECEE B 2RI L TS, OLP ®©
WA L R PRI RZFFE SN TS, 2o/ KM E
7 ENRERED KA OB IER 2 #4 L 72 LC 3Gk L,
FIEHFEE A A A TS TNFa® IFNy 2L,
M2 MHC class T2 334 5, LC T, EHEN
WGP L, MHC class T 53 L7 LC &AL T
WAHZEPHEESNTWEY, S5ICLC bt sh
72 IENy I & ) fafbiila sl < i, MHC class ITH %
HLA-DR, -DQ OFHAFHE SN, AL D Pus IR
Mol LTHET 2 X910k 2Y,

WAL L7 LC IR ) v EiNdiE L, ) v 28HiN
DFA =T THIREMHEERLTENS ZIHEILSE 2,
ZomfiE, THE LD THEZEME (T cell receptor ;
TCR)-CD3 #&1 & LC Lo MHC class I (CD8*CTL ®
Y%4) 7213 MHC class T (CD4A'T M) &G54 2
X DBEEND, LALaAS THIOPUEEERL
WP BIZiE, TCR & MHC %4 L7z BEAEH 721 TlEAm
+4rc, gl F (costimulatory molecules) % 4 L
Y T FNVHPRLERNRTH S G LC 1, CD80/
CD86, ICAM-1 (CD54), CD40 % & @ | #5 T % 5§
WL, ZThoid THEED CD28, CD18/CDlla, CD154
(CD40L) & ZNZEN#iad 5", CD28-CD80/CD86 Mk
BlCXY, THIRRD IL-2 ok & e sh, T M
o DB ASFFE S LS, F 72, CD40L-CD40 & D #EE 1
£, LC 25 RIEFFHEEY A P A4 2 THDHILG6, IL-12
DA EN, 7 22 % — THl~O LT E S
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N5, CD8*T #iMIX, CD8*CTL ~&4kL, CD4*T
ML~V 8— T1(ThD) %7+t v b~ LHEE NS A,
ZOBBIZIFILI2 G- LT b EHEENTWBY,

HBREETHREEC PSR >TLB0D

WAL S - PURER LAY T M, FrE Y oS %
THIE A SIMEFICA D, IMFEIZO > T OLP IR T~ & i
£ D, CDS*CTL I, LB F 7213 BEiEd 2 MRk IR
LCHILMBO 7 R =Y 2 &5 X4 —7F, CD4*T
MR L RE IR A R 2 %7, 2 F ) OLP B W T L
B2 T oA AN 2 2 fE K 3 % ol i 3242 CD4* T
HThb, FHE LTV EWF A —F THINLD
IZiEELTL 545, OLP WA HIZHB W T, MHC class I
ZHH L & OMEMERIC X D i LS5,

T Mg D OLP IHE~ D1, AL S 7z i W
FAie RicBlT 2855 T L, THR EORMED L &
TE =& o TS b, CDI06 (VCAM-1), CD54
(ICAM-1), 3 X UCD62E (E-selectin) 7% & o il 1 45
EoT OB, MENEMIICEVCEEIZIEF I
WS, TNFa® IFNy & EDORIGEES A LA A4 > X 0l
WaeZTEMIL SN L TRBFESN L, BELT
&7 T Hil1E, CD106 12xF3 % CD49d/CD29 (VLA-4),
CD54 12 % 5 % CD18/CD1la, CD62E 2 %f 3 % CD62L
(L-selectin) 2 TP ICHAT 5 OLP W DI
BREAO T MBoEEIE, BipEe~sa7 7 —
IS NS CCLs (RANTES) ZREDTEHA VA
MELTwa%,

IR OREE B RIE

OLP 5 #ALKME 19211 Dubreuill W 238 & T Hi iy
L7:%. OLP Oy FALRR A 10E# & L TR ST
TR, CRE AR ESF RO BRIEER L H 5
E91, #@ALD L \ITEEEA T R 5 ATHE RN
o awa 4 F/AME (Civatte body), 1z 22k O 8akIRHT I,
BB OARIEEZEME GRAREN), FRETERAERHNTO
TV Y BRoOWRZE R ET, Wb b FE kSRR
H ORI SE (interface mucositis) DFFRTH 5B, TN 5
O RAZ BRI R ALBE R @ OLP o BRGNS A &
BEFBRWE, ISP D, HERONERLHIZE, bl
HMBAE, AT =VkAEREDRALNS, OLP DFHIIZIE
FRMERIZEABA SN D 2 1TV ) TTH nED),

FREOMLIZ EETRIEE OB S Eb A TH S
A%, OLP Tl bRz o BEIE R o MR B S 15 4 25 15 L T
BT ENPMESNTVEY, SHICERFEMLOFELST
D 1 o& LT, ARIBHICHET S5 37 BHo
HERBTFONL, AT T F & BHE O B R B
(cornified envelope/cornified cell envelope ; CE) DI

U P BB T2 D BUE & 1ok 3

KXo TRIZBLTH S, CEDORTITIEA Y FLvr )
YD CEMEY ¥ ORG-S 2 N T Y ATV
% I+ —<¥ (transglutaminase ; TG) 2SZHT, TGl %
TG3 7% EDFALMINE T A § %o OLP TIdIEH O HURR
L0 H TGCLAMEILL il Tw5b, 72, OEOIEMAIL
LERETIEA SN TG3 OMBRAED OLP TidA S
5% &, TG OMP L EHIMALICHFEG LTnwD LEZ
S5NTwa%,

TFEETE, SO AL TH 5 aa £ FAMEZ R
FLk L 72 @ 1& Sabouraud T, # ®#% Civatte 257 12T
HEZ ZR R L CTLLB&IZ Civatte body & FEIZN S X 9 127% 5
7202 aua A FAMKICET 2k BN A v, &
TEAMEERIMEDSEIC Y 2 74 T AV P EFEBO T 4
FAY IR, AEMlilRTHAIEELNTE
725, OLP @ a v A F/MRIZ LR - #EARIRRBE A= 1
BRANDOIL ST, ROV SHBEERIC L BIE SR,
FIF 1T IR RT . ZORKIZOWTIET H b —
VAT ARL, HIHEOMEMIBAILTH D LB,

FRzzER o SRR I IR O 7 R b= A
ML CTWw5b, CD8*CTL 1, Z DM FIc#8 ¥ 5
TCR/CD3 BAEMD, IhF‘OPUREIERMIL (A d 2
&I s) o MHC class T& R4S L CHUREHLZE 15
5Lk o THEMALT B0 LR - KA HIEREE R8T
PALL 72 CTL IS X B BEEMBE O 7 R b — ¥ AFHHITIEH
BoORENH %, CTLEIHD Fas YV # ¥ F, X—=7 %)
VBIVTT AL LABERE, ZLTTNFallXsh
A2 =B DR & TH DY, E72 OLP T LUEI2 5
A ML ABESEEEHE ) yoTHMB LB 5y 7 5 V%
% (heat shock protein : HSP) @ 5-23%b T2,
HSP i, BB, SEAESRY, TR =Y AHE
IZBI5-9 %%, OLP T AEEAlie B X OB illfis T o
FEBITHEDI WG SN TWw B, F 72, HSP I IHE A HUE
I Y OLP THRIEUNELY, OULAZAL 7LD VS
AZATTEEREZRTIENHESRTE Y, OLP
DNA T —=H— & LTCOMEEMARIES T 533,

RO 7 R b= A2z, REREFBRT 2
ERMHENTVEY, BRIEICE- T, R T oM
=tV v 7 A (extracellular matrix, ECM) 4%
HENALN LD, ECM D432 135 % (matrix
metalloproteinases : MMPs) ASHULMY 2 58] 2 38 U 5%,
OLP O LK IE OB 12 Pk S Ml IR =1 &5 0 MMPs®
RN OB 550 AURBRENTE /e 51T, THR M-
¥ AN 72 LML B 1E R L O 5T D
37— YNRTIZVVEREETE WD, EHE
RO LA e L 2 Do Tz, FHIEMBOES ST
THbE-H FNY V% EOERETTFOFBLIEA R H KD
Ao, EEMBOBEAR L VWIBY, Zok)n bk
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R G AR RO, B TR T Milao 15
WBITEZAEDICTHEEZONRTWS2Y, CTLIZX 545
FIZREAMNL O EKEOIER REMBEOT R b= 2 %
BE, REZSRIEMC 2 DRI E R 352812k %,
OLP O Rl b ¢ id, b o BFaiGPEA T L T v
2040 R OEEIZIZ VY I oREBES L, Zv
FIVINGUVAR=F =RV IF—YORBUNTTHEL
TwaLwH?, OLP ORI LTI, 7RI =220
WL & BTG D TTHEC X o T, LRz o IE#AL B
SE7 EOTREFIEALNE LS Z ENFHRETE D, L
L, HIZEEDERR FRZEROBENENT 57121 Th
<, OLP O I- 5z 2 Hi K3 2 ML R IR B 2 kA3
CTwabZedbohTwb, FEMLERRFELETH S
FEREIE bRz Cid e b e ST 25 9 F 13D
eGSR, AL LR PEET By 5 2 10 2SRRI SEH T
B8 F SRR, TR b bR T T
Y1905 E R, BEMEIR 2 2WwWTAES LA V1
(DSGL) HSEFTPEICHIHLTW5E, 2D X912, OLP Tk
TEERS O AR 53, TBEINC S ILEHITL O PR A3 2%
L, BERERICE QLML Zv e vwbhb®,
FEREHINL D AGEREZ L, ko BRI 7R~ —
VARE-N KN VR EDEEGT ORI T Rk
&2 A oOEEREIZL S 2 ERBRHICHET
&5, )T, KRIEMEZEMD LR B S (Epithelial
Mesenchymal Transition ; EMT) 2 X 28 %72 L35
W7Ed & 59, OLP 2B} %5 EMT #0534 7% <
EMT @ #l# B+ <& % TWIST1 % ZEB1 & OLP |k J¥
BIZBWTEBETH 72w I IgEdH 0¥, BN T
EMT IZ & o THRIEEEMEARRZ % & v FLEZ L v,
ERT oY v sw5ka IREEIE OLP ORI ICLET,
ZWHIE O & VIR RO 0 & D TH 57, BRI
REE ORI & 0 MAEHE e S, MR 23k 2%
FEPEMIERE 2T 2 L) 7 4 — KNy 72 v —T 05
HINTBY, MENEMBORKERE L, 2otk %
WM FREOTFLE) OLP OFHREICHS LTwb EE 2
5N5Y, F72, 5 ARITIZHRI X 0 IS H A%
CALNLE SN, WHKHZTTh IFEANOHGHRKE S
n%mo
CDEHIZ, OLP BT 5 L5z 3L~ oo il i s 5 )i
JETiE, TNFaZz &7 R b= ZB#Y 1 + 5 4 > O,
HEMBOT R =Y AZIMATTrEh 4 ¥ D5z
W, B E R A2 1 &2 2 LT CD4TTh fife
XU CD8*CTL W AATHHAL SN B RN LI
BT B THIBO KIS IZBETHY, SFSEhTE
HAVREELTESIZY YRR MO EMNE 2 3Ly
HEEZONL, 72, HEEAIZIE CD4™ Th M3
AH 5N, CD8'CTL DIEHALIZE G- L T\ 51019,

HIEINGES 2024 4%

H E o HURBR R R HER IS & OLP 23 F 5 5 2 &%
SN0 BOHROFE L ZOEBRICO W TEEED
WD BERA A LA TH Y, FIEIZ TR Lz,

ERBROBEREFNRAIE

OLP O & LT, "A VAL EDOHNER, XML
A EONNERNDBEZZ5NTWwS, 2o OERIZO
R > b Rz JEECAI 2 25k S, CD8*CTL I & % 7 K
F=Y 2%ZTRTLT 5, T, MR AR &5pEA L
T2RIEVE A 7 4 T — % — 12 X D iHHAL X7z LC R
NI PR BERE % T L CRIERIR B e 00 BOG 2 PG 3
522, ZhL0EM LI N MIBIZ%E L, A bAA
YRIENA VREAELTCDSCTL 7% &2 & 5 Bt
WA T 55 IS U C SRS R 2 R
AT 2= —%EETAHIEMOENTEY, IgE I
g B E A Z AR FeeRI # %3 L, IgE 2564 L7z
IREE TR CAEAES B0 IgE 2R & 5 2 HURIL IgE %
4L C FceRI % 4446 L C IR 2 i Ak L, B J50hr e
BEDIERIT, 2SI T A AT S IL3 %
PHEET I EFREINTYAEY, 72, M
Treg O VEILR R EZ %, CTLICBE L 72§
AR (cross presentation) ~DMHALGAHHE I TH
DS T Ml & OMEAEH R RIEISEOHHICEb S 2 &
AR ENT WD,

OLP TOIEED fisHgc BT, FEN CD8*CTL
DR & L B OB S N T %, FEIEBA
FILTIECD8 ' CTL w2 A ST L, RENICEE T
B REME D RIE SN, RO G = 2 — 1 7 4
T A Y MR & BEMEAE P, BN REC X -
TR & AT F B GH o Ibd ks % 5k
%300, = @RI X 2 BRI OLP CldignL <
BYLY TNFaR MY 7¥ —¥ 7% & D5t 1 % b
L CN Bz 2 3 PE L L, FImER 2 B0 AS o PIE T~ &
Py 5526 UGN B TR AR O 8 T IS
<AL, MG L MEOM BT WT L EE» S
ERICHT TEBEMNICRA T 2 2 08l s hTw 557,
CIUTREE R E TOWFZERE R LML T 5 A%, HIFER R
TOFRIEINLDOPMTHDLEEZSNLBW, Fif
T O TG M e oD %% B2 X AR B Al 338 S 7 I TR IS
<, A R 2 EE A T4 T— 5 —, RIS
077 —EORMIC & ) BKEOBIEAGER S h 51,

70 77— BRI e S T 2 S D i &
naH, MEka sy +—+¥ (MMP1) ¥ 5F+—%
(MMP-2), At X541 (MMP-3) 7 & ® MMPs
i ECM 05 FFHO 7 R b= 2K & L Eb o
T35 ECM &M% kL, Milasa<e sk, ;%
W, BE), MIEREEZHRELTBY, SEMHRETAEL
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S ZA0ICIE ECM OGRS L Tw 5P, 20720,
ECM D43 f# 2B 5 MMPs (2 OLP (235 1F % JL I oo i
ST 5EEZ5N5, 72, MMP-3 13 3 I RUHESE
AT S 43 S DA%, HRHESF A IR A e < T i 2

S59WENDL TNFall ko THEMALE 55866 D Eo
£ 912, EREETFICRIE L7 T U > 2 SERR I A A% R
FEHINE, M TER, iz ru 77y =YL EPS0
MMPs j#E/E % Jili U CHRIEBEOBIEZ b 7253,

OLP ®» E 74 ZHMMLE CDS*CTL TH V), HEEIEAME
FashTws L, BERBEORELIN O LENT
CD8*CTL 25# 3 % &\ 9 CD4"Th il Ha %k > 3 i
W2 ED 5, CDSCTL FFE RS o i 3 5 & s L
TEEHNICBH LTS EEZOND, 72, THIRED
MMP-9 % 5 LCHEIER ¥ » 827 245 L, CD8*CTL
D LENBEAZRET 2 WHEEI R I N TW 2, Hi
WD+ 57057 —EThbF~—Eid MMPI D
WAL T L LMo TB DT, OLP IZBIT 5 LR
o, BRI EA L 7a 7 =8Ik ) TH
fa @53 L7z MMP9 25{ b3 b 2 L 3B 5 L Tw
LHEeEZOLNL, 612, FEWNITE AL CD8'CTL
13 OLP @ L SLIEMBL D 7 R~ — ¥ A % FH3E$ 5 ] fgtk
MDY, HEMPBIIVE S -7y e53=0VEHE
BRI W B 2 & TR RO L o T
59, L72d5oC, FREHINEZ K < BB - 5 ik S 3
TIIHLEBERE 2 MR cEhweE 2 515, CD8'CTL
I LA EmOPUR L CT/S—T 1) T T U
A5 BCTHIE - HRKHMBEHGEL, TRV 2A%25F
3550, FUSAMOLP L) H S AR OLP TR
B OB A G543 A5 CD8TCTL A58 L, %kt
LTIFNy, TNFa, IL-17 % D% A4 M A4 ¥ &5 L
TWABIZERREENTWAEY, B2y 5 %4 4B
EEREE#EL DS OLP TE i s h, HRKMLo 7
A=Y AOFRLEDICT A TR FURT7)H v
HEDECM #50B3 52 8T, REOHFEBIZHLHEE LT
WA F 7 CDAT o T b Y T Mg (Treg)
NOGWENDL YT YA A BIidCDS*CTL % CD4*
Th MR O G PEALINH] - MG &R 370, S 51,
CD4* AR L 724KBETld CD8*CTL D FAs i L <
FREMBEOT R b= 2% ) RIESSAHR SN 2 &
MHESNTED™, OLP OREM#EIT~D Treg OS2
R EN DL, OLP B O KM IM R ZEEH T Treg M A
BIMLTWDA, IL10ICHEED Lo lzZ &5, Treg
HNEARERE L TV E ORIZEd & 5™,

EF v 7 RA ¥ MyFToH D programmed cell death
1 (PD-1). programmed cell death-1 ligand 1 (PD-L1)/
PD-L2 % #5CBI 9 A WF9E b A S5, PD-L1 A% OLP /&
BORMIMTHIML TW2E W) MEIEH LA™, HELL

U P BB T2 D BUE & 1ok 5

D RIEVERINE R A LI & 5 PD-L1 & 2/3 #£/E CRk
T, %L OREFTPDL2 2%BL TV w9, OLPIZ
BT 2 M= M e I A ORI 1X 3212 PD-L2 2 5

L, SESAENPFEINTOVDLIREESREZZSNE™, 7%
B, OLPIZBF 4% PD-L1 o filli#iZid Toll-like receptor 4
(TLR4) B5-LTw5B &V HiERDH BT,

FARGIER A RIEON G IZHS T 5y0T Mg B
ROIE RS IEDIFIE L 24 ) & SN LR EAZE
(Mucosal associated invariant T ; MAIT) #ll B o B &
DEEFEH ENTWAEB™, OLP A& CTIZMEERy oT Ml
JEARA L CTWd &n)B0, —hc FBEToyoT Ml
EEML, COBZITHRRERERKED1OTH S
STING-TBK1 #EA2B#E L T 5 5 L, MAIT #iig
ERRS I 1-10% B O EG THAE T 2 F5 580 72 T Mg
THH™, yoT MM E FBEIC OLP B % TI3EE MAIT
RIS LT B & v H ™ [ MAIT e o &l
13 OLP OEMERAERIETHRD L Tw b L ShTw
2%, BREWZ &2, FFTo MAIT Hile o #6254
LTd 77 ¥ A A BREED MAIT Mg 38mL CTw2
ZEIURENTEY, FATOMIEsEED? MIAT fMillaxey o
THIBLOBWRD L BELTWD 5 LWw,

T M OMEGIX OLP OIRBBIZ I LA T, FITHMHEAL
L7z ST 28G5 T2 & » Tl s a1,
VU NEROBEICIE, ENEMERIR (high endothelial
venule ; HEV) OB 5 25REB XN TW5A, HEV X, KT
M2 RIZIN B E R B 2 R 723) UG E AT S
MNIOMETH Y, HEV ORI~ DT LIV F—KEAT
JEREND Z EDHON, 1BYESRIEDOHECHEFRICHF ST
HEEZLNTWABY, OLP 2B W T RN 2 s
EALCEHEBEICEEINDL ZEHESINTWS, /2
HEV 3R TFE# L DD OLP THREICER INSL Z L
5, OLP ORBIBIC L VRS T5LE2 61 5%,

HIRREE BN T 5 RRELAREOMEEER

OLP O¥i% PRz TSR IR 2 soigix, £
CTHBTHR S Tws, THINIE, CD8'CTL &
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Yoshihiko Sucrral?, Masafumi Morryama?, Fumihiko Tsusama?,

Hiromasa Hasecawa'?, Kenji Kawano", Seiji Nakamura,
Hatsuhiko Magpa®?, Hiroshi Iwasucur”, Yoshihiro Apiko"?,

Yumiko Sucawara?, Daisuke IT0”, and Hitoshi KawamaTa?

U Committee member of 2" OLP Working Group (OLP Committee), Japanese Association of Oral Medicine
2 Member of The Japanese Society of Oral Pathology
Y Vice chairman of 2" OLP Working Group (OLP Committee), Japanese Association of Oral Medicine
Y Chairman of 2" OLP Working Group (OLP Committee), Japanese Association of Oral Medicine

J. Jpn. Oral Medicine, 26 : 1 ~ 12, 2020

Abstract : Oral lichen planus is an intractable inflammatory muco-cutaneous disease. Although much research has
been carried out on the pathogenetic mechanism and treatment methods, and a vast amount of knowledge has been
obtained, this disease unfortunately has not been yet elucidated and suppressed. The OLP Committee of the Japanese
Association of Oral Medicine was established with the aim of continuing and further developing the work of the former
Lichen Planus Working Group, which acted jointly with the Japanese Society of Oral Pathology over the last decade. In
this review, this Committee will collect and present as much of the currently available knowledge regarding oral lichen
planus as possible, and also recommend the direction of research development in the future.
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