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Immunohistological Study of Epidermal Cells and Dermal
Infiltrates in Lichenoid Drug Eruption

Shigemitsu YAMAGUCHI, Masaaki TANAKA,
Teruki MATSUZAKI and Yoshio SATO

Department of Dermatology, Niigata University School of Medicine
(Director: Prof. Yoshio SATO)

In order to study an immunopathological mechanism in lichenoid drug eruption, an im-
munofluorescence and an immunoperoxidase techniques were performed using monoclonal
antibodies on frozen tissue sections from 4 patients.

OKT4-positive cells (helper/inducer T cells, DTH T cells) were major components of
infiltrating cells in the dermis and were detected at the dermo-epidermal junction (D-E jun-
ction). OKT 8—positive cells (suppressor/killer T cells) could also be identified in the epi-
dermis and D—E junction. Increased numbers of OKT6—positive cells (Langerhans cells)
were seen in the epidermis and dermis. OKlal, a monoclonal antibody reactive with
human HLA—DR antigens, showed positive labelling of keratinocytes and dermal infiltrates.
Furthermore, there were some anti—IL—2 receptor—positive cells in the dermal infiltrates.

These findings suggest that expression of HLA—DR antigens on the keratinocyte mem-
brane and activation of autoreactive T cells may play a significant role in the etiopathogene-

sis of lichenoid drug eruption.
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REERUERZIMAZOERE L OB RANR
EERCHLUTAIELSTHD. BRI RRECREREL
LHRODLENOES T, ZHCBEOHEBLHER
Roihbhs, Lhl, BEORESRIERL, BE
OURPAEZETH D, BALL VRIS LEER
W ELbhbhTw s D, HBFNCRREEERC ST
HHRE R o4 FMEO B, RRETO/NIFEM
faRfli CRESR XA LEGBENRS WY, REE
DWEHL VBETH- 10, PNEARERE Y
MERAECH, FHFRRYET 2L EOREYET
HBELHD. RESEBUEZTO X AREANI R,
MELERAETH LD, NRBEHBEREO B T
¥R EBRDZZENDL, ThETETLAFE—DMR
53K, FHOBRC I Z—FOPERIEEELLR
T&L, ULh LEa, B graft-versus-host disease
(GVHD) ThEROEELA OGRS Z L2, H#ENn G
D oSER, B THIRAZRRCEL TaAbLhEZ Y
i ED LREFENBFESHERI IR Lokl »> Tk,
4iol, BeRbifke:, ORIk S AV TR
FEXREL, W2h0HEKD ARG -0OTHE
T5.

WREBELUHE
4 PlOREEREDORZSREFEMB L B o, BEEHUE
#i2 OKT3, OKT4, OKT8, OKT6, OKB7, OKM1,
OKlal (VA E Ortho #), Leu7,anti—IL—2 receptor
(BLE Becton Dickinson ) %* 1#&#if& & L, ABC
BRICTT» fo. 0L ERTE b 1gG, IgA, IgM,
IgE, Ciq, C3(LlLE MBL #) # AW EHEETIT- 1.
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B RUURHEATR:. OKT3 MIfaiL 2B 13(¥80~
0% % &Hic. OKT4* MIREMRO0%FI%Y &
B, BREREARCE L TEETILOLEHAZ LR
7z. OKT8* MR EMIa030%Fi %Y b, fHicE
EHREESHCELT, H5VREREACLEHALOR
7. OKT6* f#ifa, 47cH®H Langerhans HfRIT R
NTREFEEECHE L TEHCHDL, ERRCSH
@b bht.., OKML* #ifdilREMKD 10~30%
), ERAB~ERREEERCE L, BWEL2T
BHTHhTH-7. OKBT #ifd, Leu7” I AL
high-fo. Anti—-IL-2 receptor* MM D
20~30% % 5®, H—ikafiL T, OKlal IR E
MBI & A S TH -, E b ZRMRE, &
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# ] #z K B O
OKT3* iy + 80~90%
OKT4" #ika + #160%
OKT8" #ka + #730%
OKT6* #iha ++ #130%
OKM1* #ika + 10~ 30%
OKB7* #ika - -
Leu7t #ifa - -
Anti—IL—2R* #fg + 20~30%
OKlal*™ #if2 +++ 80~90%
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HEREEEGR - -

aw 4 FAk IgM (3/4%1) -
IgA (2/4%1)
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CEBMRECS OKlal HED LR, ZhbOH
Rz 4flci @B L T (F1).

BOEPUAERT R | REHIRAR, EEREEAM, HER
MEFEI IgG, IgA, IgM, IgE, Cig, C: &b
HTH-1. 2304 F/MER—B LI IgM, IgA Ok
B, Fh L 4fh 3l X0 2flic @b bhich,
IgG, Ciq, Cs ZRHETH -1 (F2).
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SEO¥RFE L HREMRITLDEOFBRRE OKML?
fBE2, 37+ %H macrophage XX, 3L A LN
OKT3* #lfE, +hbb T METHE LHLNL
fe-7-. OKB7* #fd, 47cht B #EfRI®RE L1 4
Fle @D HLhich T, &8 T Ml OKT4* ik,
47 H helper/inducer phenotype #HT 5 &b
h2 T HRGKES % LD, BERERESTOBRIREE
FEILTOAMLEHED LRI, 72 OKTS #
fid, 7B suppressor/killer phenotype ¥*HT 3
Euvbhs THEL e hBE L, OKT4* Hila s [k
BREHEBZHED R L. BRAMRC BT 3
OKT4* #ifas OKT8* fifad 5 2 EGDHIT 4 H
E32:11~3:1 T, KEMpoEh &33FELWET
H-te. &E T #MET OKlal, ¥7HH HLA-DR
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Bi#tTh-7. HLA-DR {2 T i Cil @8R T,
PUEH® mitogen T stimulation % T activate X
hastBitcicd L2 nTwb. Lichi-TRETHE
FEEFGFCEVCTHRE, ThbbEAR X - T sti-

mulate &7 activated—T HRTHBEEZIGNE.
Tk, THRRVEECEBL, stimulate S5 A4
ZXLFEDL DD THA H 0. REDOHIRRRM
fdé LT3 Langerhans #ilAEEZTHSH. Z oMk
i OKTe [B#:, OKM1 ¥ T monocyte-macro-
phage £ Tik7 <, V) v/¥Hi L0 interdigitating
cell IZifiV & RT3 4. AEDOHMETIE Langer-
hans AR REATEHECHEML TW5 23T,

HEREAC L DDEEGTED ORI, Lichi-T, &
FEDRIE K\ T Langerhans fiEAAEE @ x %
LTWaZepEZBRS., BEREV-DIE HLA-DR
DERMBIEMICEHR L TR & THE. EREFETIE
HLA-DR (% Langerhans fliflico L &ZH 2h, §
bl g xh sz Sk, L L, B4LE
RES#CA{LMRMC HLA-DR HEHEREZZ &
RHEY L, t0RPLEROHMEYET AREVH
EINTW3Y, KIECHEVTHRESR S FEcE(L
M|ay THifaoRE, FHRCCEELRE 2 HE LT
HrEnMElchs. Klf, B2OHK, % MHC
classll 3F & Kid5 T AOEENTHEh 2>
H»%. A non—T MfaE O REGEREC L O T A
hE, WEHLT 5 RiG, \Wbh¥3 autologous mixed
lymphocyte reaction (AMLR) Ti¥, THifai¥ non
—T #f2, #C null cell H5\ ¥ macrophage £
MHC classIl fiR%##T5 £V -bh T3, AMLR
THRIB S R, &L 5 T Ml OKT4* flas
Eh, TOE IL-1 PEEAREARETI LVWbhT
W58 CofEHELE i OKT4* fMlaid 1L-2 %&
1, OKT8* Mila % &1t suppressor cell H%\»
i3 killer cell & L THEESML 2D L LB
No>2H58 ZHELYE AMLR 2 o—v{t T #i
fagk (Lyt1*27) %<2 2D footpad WAEMTEZ &
& BRI OERICR LT3, T hid
AMLR TiEE LI B Ram® T Mia(DTH T
D AEBRRMBRISOERICEEL Z & #RETS.
—7%, mixed skin cell-lymphocyte culture reaction
T FEMKD autologous DEFHKNCHT 3 killer
T Ml FRT L LNTEEH, i HLA-DRuE
ERMEDNETHREN IR I 2L 0HE VNSS4
Elo#E» b, TOBRFIFARTLLH, R L-T

kAL HLA-DR M#EH & h, HLA-DR
»5Wit HLA-DR+EHFl X - T AMLR &ORE
pERIR, Fhics 20T T #fa, i DTH T
M killer T HEIALEME/L 2 W CEBRMBUEH
FIEEEENTCEELDIENTES,. AMLR BRIG
TEELHE%T5 IL-1 & LTt macrophage H
KOLDODIRH, ZREMBEHRDOHETF, \wHP S epi-
dermal cell-derived thyrr}ocyte-activating factor
(ETAR)'Y HEZELIEbh3.

etk Tz oM FAMEZ—& L T IgM, IgA
DLBEDASRIA, BIEE 4FD 3F, %EL 46D
2Blich bl T &Y, ffEsror) v, #EEd
¥ oo CBHDER L H - . CThODOFTRIIREER
Chd5 I hFTOER LJF—KTS. 294 F/h
EHRREMEOEMEY & S5O CEEREIT LR
B THL L, Dz o4 FANMEOHRTIES
Thoof F/MER—HLTRE a7 v, fHEok
EMNTHINDZ L9000, LA 2RMARLD,
ThbhbRAR VIO L5 MBERDZBRINT BicdeED
B higgu 14,

Pk X O FEORE IZREFENER, i AMLR
BORIGHREESLBHhS, AR, ORE ST TOHEL
EVvoil, REALERo HLA-DR ¥HPThic X
% DTH T #§3% killer T il FEH, HLEL
FOEXDBLELDD, HECIEEILER D EH
WMEhz.
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Ml ThH, REOBREMETC b AME,ASHED D
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2) OKT6* #fld, ¥/chHH Langerhans fanE
B, BRAESIEFEE LT L.

3) Anti—IL-2 receptor® HIl@NEFREAKED LR
1-.

4) OKlal 3EE@MBEOEEALCBETHY, %k
Erfardic H@BD BT,

PibX b, REDREICIE Langerhans M, #KE
#fa» HLA-DR %8, ACUSHE THRAEELE
P&
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