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O RF—idFuyr—EEiEa e 2Hs 5
ZFchINf FaFra k7)) = (g F7 /7 —)VERK
IVAERH) CELAS ) HFA POT RN =Y A% FHHR
FTHEV)WMENRENLA Y, ZOTEF T AFEIL
ThU T = VOREIEBEORBRIICEL S DEE
D100 FUL EEHEM I N TS, S5 I LENFIHED D
Fh 2 % LB EZIF TR nie, fEFEF (F 2
Xy 7a) AR)0a K77 — VARSI EED 5
FHR LD, YWEZ SN TV 720 TR AIBHE R &
HHTLZEEHLY. TOATY v 7HRICALNS X
IS, AT HIEEOMEICL > TRBEEDT Y 7 4 —
A= a yPEATHEIENDHY, ThiZEoTTFaT
T—Y¥DOT7 7T 4 bELES. £ THNEKA
i, O RF/—nigFudF—LeHEEd 53X ) ER
I LRV TF o ¥ F—EBHRRTF P (e
MIEHC) ZEASE, THROGEELIRZZ 5722 w)
RO D &, Bigexfr) FIC L.

Bl B O 7 R TG 0 SRR Wt & 7 2 %8 W
Fx ORFET, HEOOA YA UHFICRET 5 THIIC
Lo THIESRISNLHOAEASE ([ VA1) VHER
PESEERE) S 72572 A VA UAFIES-SHEA A 3 T
FAET BRI F FF A< —71205, 22Ut R0k
WCHWHNE AFIV =D L) RRIcHMMERT % & —
DO S-SHEAMMENT, afinE /) ~v—HHET L. Z
D45 113 HLA-DRB1x04: 06 (2@ A CHRA T A€
F—T %o TWA LD, AHMICIZEE L2 WHLA-XR
TF FEAERI LB 5 BRI 2 h 2 T IEE
O &gy LT TRl 2 e L, £ v 2) Yiaxd 5
PURDSEA S CTIRIMBED X 9 Z ek 2 5] X423 Y.

M oPOBRBEER I E4E40, AHNICHFEEL W
HePR(EREHER7F ) 2R, HORERE 5%
ESEBWREMAVRIR E NS, 413, T N7/ — V%

KR S

PEABED A >~ ) B ORI BAE & FIA Bk H T
7 F K (cryptic-self peptides) | % 4i- L 7z H CLSRIEN T dH 5
Z & HLA-DR4 DSEIZENTHH T L. EHICIDEIH %
RIBINENT F T -V THERENLZOTHIEL, v bTF
J=IViEA T =T AYEE RS EBETE S
BETHoHEEZ, AT —<EWETFTNVOBBEOHNE
LI T DT LEAREOHIE LT

MEETE

NTFRFER
AT —<HETHBIY b — 7O
FOTRTF FE A, WL,

KA M &% (PBMCs)

B EER RSB IRB O KR A CTIE 2 Rk L7z, [
Hrfohizu N7 —VEREAROEE 8 4 L b &k
M DIRAE % 2 1F, Ficoll-Paque % I v 72 /4] B 040 Bk % JH
THBLL 72, PBMCIEI~RT7F N EIeREs %0 oI
KRR U7z, JER A I ER 2> 5 7% S 172 DNA X HLABF 92t
(5{#F) THLAY 4 ¥ ¥ 7 %475 7.

THIER S 1 > OfIL

PBMCZ 10 % HS (human serum) /PRMI1640 52 H#1 % F v»
TH#EL 96 X7 L — b (FFIK) 60 welld 1 well 24 7=
) 1.5x10° DML L Table 1 (IR L72F 1 ¥+ —YHED
RTF FCTHEZEZBBL, 8-10 H#%IZIZHEPBMC
(1.5x10%/well) I2RFF K230V & & X#IES (30 Gy) LB
AT oM % 75 2 MELZTHIRBANRIML 72, 512
7 AR E MR L2 BRICRTF FISHd 2 RS2 teE
L7

THEZ 1 > ONXTF FEERMIEER S
FOLF—ERTFF (0.1 pM Y ) & XIS (30 Gy)
WLBR % 1T 5 72 AT PBMC (1.5x10°) # 96 X7 L — b (CPJK)
ZHWTTHINE 3x10%) &b L7z 72 B #6512
1 uCi/well i @ *H-thymidine T 16 FRRILEL L, itk >
FL—a Vi o THENEEZME L 7.
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HHRO2, RO7, RO8 o/ 6N-THIET 4 1%, X
TF K5 F20E 10 OFA T TXHES L 72 B EPBMC
(4.5x10°/well) L 3t12 48 R7L — b ZJHWTHFRL /2.
M, S 2 Hig B LWEZHED, IFNy, IL4,
IL-5, IL-17, TNFo & GM-CSF % ELISA I & v Tilll
EL7%. (R&DY AT L),

ART/ —LIZ&LBB16 X 5/ —7 (REIE) O&E

C57/BL6 HiskoBl6 HafEfiifiaz 10 %FCS/RPMI TH;
#L, B RFF/— )& 20 pg/ml T 18 B RO DB
L, Bl FF /) = VvEBRELLBIHEHE L.

A5 =2z TBORNF/ —JLIEB16 MR E{LDONE

By BRI FEEREN Y B B & DR & THF%E = B4
L72. 6~ 8H4 DM~ 2 (C57/BL6 - F ¥ — )V XY /3—)
G, B FF — VL 7-Bl6 Ml 2> bu—nk

Table 1. Tyrosinase-derived synthetic peptides

L CTmockZLFE L 7-B16 g % X# M4+ (60 Gy) L, PBS
TR 2x10° 2~ 7 ZDWER FIcsE Lz 10 H
OMEZHITT 3 E~T 220EL, ERER»S 10 B
%, 2x10° O XAIGTE L o B16 fIfa % Bz FHmE L, JE
BOEMOE X 2B Lt 7-.

R

0 RF = XFES PO B16 MBI X - THiE
N, EEMBEBESN YA X 0AK - A5 /) —<
MR, 10 %ohiER <Y Ik E LHE §ta %
f1o72.

B R

H# 8 4™ 7 4 7HLA-DR4 [ T & - 72 (Table 2).
(HANEF TOHLA-DR4 DFGPEERIZ 30-40 %) Z L T,
Table 2 IR L7-L 9512, Fuir—FHkoATRTF F
KRBT ATHIRZEHETLEXTFF2, 5 9, FL

Peptide # Sequence (position) Restriction
1 CLLWSFQTSA (p8-17) HLA-AZ2
2 MLLAVLYCL (p1-9) A2
3 YMDGTMSQV (p369-377) A2
4 DAEKCDICTDEY (p240-251) Al
5 SEIWRDIDF (p192-200) B44
6 AFLPWHRLF (p206-214) A24
7 QNILLSNAPLGPQFP (p56-70) DRB1*04:01
8 YSYLQDSDPDSFQD (p448-462) DRB1*04:01
9 NCTERRLLVRRNIFDLSAPEK (p111-131) DRB1*04:05
10 FLLHHAFVDSIFEQWLRRHRP (p386-406) DRB1*15:01
11 LLGGSEIWRDIDFAHEAPAFL (p188-208) DRB1*04:05

HLA restriction shown in the table indicates a typical antigen-presenting molecule.

Table 2. The HLA-DRBI types and the peptide specificity of T-cell lines

Patient # HLA-A* B* DRB1* Peptide T cell
Specificity subset
RO1 02:01/11:01 15:01/35:01 04:01/08:01 04:03/09:01 2,5,9 -
RO2 24:02/24:02 07:02/15:01 03:03/07-:02 01:01/08:02 5 Tel7
RO3 24:02/31:01 40:02/40:02 03:03/03:04 04:10/11:01 - -
RO4 11:01/11:01 54:01/54:01 01:02/01:02 04:05/04:05 -
RO5 03:01/26:02 15:01/59:01 01:02/03:03 04:05/14:06 - -
RO6 24:02/24:02 40:02/40:02 03:04/03:04 04:10/04:10 - -
RO7 24:02/26:03 35:01/59:01 01:02/03:03 04:05/04:10 10 ThO
RO8 24:02/24:02 15:01/54:01 01:02/08:01 04:05/11:01 10 ThoO

HLA-DR4-associated alleles are underlined.

Increased frequency of DR4 ! p=0.0015
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T 10 IR Z 572 RTF K2, 5137 5 AT
Tcl7 DY A AL VHEAENRY =2 RRL, RTFFO,
101X27 5 AUEBETThO D)8y — U R R LTW5S, WE
& L CHLA-DR4 (DAL Z > 7 14 7 3 N HRIML
ZITVHOWREBEDERZ T 5 72785, X7 F FEREZ RS
Loz, INHOKRIL, BRZEHICIGHLADSEZER &
LTS LTHY, BFEPBMCHIZIZACT T Yy F—ER
7TF FICERN 2 A CRUGEN V8= T (Th) Mifgs X O
FI7—T(To) MBIV HFAETHI L E2REL TS,

ZDL) BRIEISENT KT =V THEREINLDOTH
WL, O RF —VIE AT ) —< IR B il s
FHETELRTTHS. T ARV EBRTIIUTO
X9 BIEEMRM R EZED. v FF 7 — VAL L 72B16
Mg cREShI vy 2L, ESh el o727 ATk
NTHRMICBT 2 ES ORI ZHF#HIRL, 25HE
DOREETIEE B 7 — VIR TIE 0mm, $FSEETIE 10 mm
LW RERENASN (Fig. 1). #L T, THE@Y O
N7 — VILEER I & B PO A BERE % F59iE L 72, 7 USEER
x4 DR L7228, FIRROMER 2132 FHh k72 (Fig. 2).
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SR, SEMBIIEBERE, EZEERPLR-oTED,
BE D ROUIFBIRD EEF Tz,

P=0.03
£ |
2 60 T
B
5 40 T
3 20 T
g 0

(+)

Fig. 1. Tx with rhododendrol.
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Fig. 2. Generalized vitiligo induced by immunization
with rhododendrol-treated and irradiated B16 cells.
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