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PEAGIC BB 2B RFORE IOV THET 3,

(a) BREYGE LMP 1 8= FBLAA SN & 2 2 65 4 2 AR
R ATEEEIZ3\V)C LMP1 8157 OB 4 Hili# 9 5 1 £ K 1 & #fE i IC
FET DI, cDNAFRTA 7TV ERANWTZAT ) —=2 7 % FT
L. LMP1 7w & —% — &G LT 216 ERFOWR LTV, EERH T
C/EBPs %[FE L7z, LMP1 Z##l#l4+ 5K F & LTI TH o727
B, C/EBP IZ DWW TREAIZARENT U, EBV Bt 23 A OB RIS T I
735 LMP1 BBUCEEREEFER T THH I & & o7,

HNZ A 7TV & RO HRIEA OBRR TR ERLER X » b & 64
L. EBV Y R ECH D SNK6 <> B95-8 fliias v C, LMP1 i&
fmF DR B MG 2 A &2 %R L, HSP 9 0 fRFEAIA LMP1 #5735
BAME L, & OBz <R+ 22 &2 RniZ Lk,

(b) EBV #E{REYED b OFEMHACICE 53 285K 7 ORE @ #i{R
JEGE S T A L R FEA B~ DYV 2 \Z e BZLF1 BisFORE %
Il 5457 LK+ & LT, Jun dimerization protein 2 (JDP2)% [A]
E L7z, JDP2 [FEAVEBAIIIZ I L T D 2 B % ¥ 72 b-Zip B
R EMHIA T, EB U A L ARG8T, BZLF1 'rE®—#
— @ ZII I 5 ¥ AFFNIREA LTz, E i JDP2 %, EX b
VM7 & FUALEESE HDAC % U 7 )L— b5 Z & C BZLF1 O=E % #]
Hil L, BRI OMERFICEMR L TS 2 e b L,

A, WFIFEHE U N, ABPEEEME EBV RIYE .,
EBViIN—%F v MU /N, BPF NK/T fifal > 3@, HFnR B fiia Y
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voRHE, B, RWREERE R EORIKA &
%, ZLATEMERE <, BAET
LM BRIEIENRH D . IR, T
DFEPYPLINTWD, LU
LEAEEFTOE A, BEFOHEA
ERFTENTNDIZ\BET, b
@ EBV BRI 2 20 R 0@ O FF
BHRRIEIL v, AL (@) TiE
EBV O b EELRBEREE T TH D
LMP1 OHBUIEH L. Z OB A
W45 & TIRIE, THEEZERET S
ZEHEEME LT, LMP1 & 135
Z i3 2 FrslE T A E E T & Ui
FLWAIEEZ —5 > & L TOREEM
MHITL B, LMP1 i&fmF 554 ]
T5 55 EAOERIT, by bLE
EHmE N ZOEE EBV Bt
TAWRBEIE L COMHIC RN BT
BEPEDN B, ABFFED (D) THE, AHAa
SEME & BRIV EBV O T A 79 A
JMZEBR L, UANZDERBEGD
HERF. BHEMALIZ OV CREM 72 AT &
15, ZOBZRIC L Y #EH|7Z LT EBV
D EGeAR A FEH 7p & C N BRI ERME
THI LTI AEIESE D LD
IR DI Doy F M2 W 6 N
Do

B. WHEE

(a) WKLY LMP 1 &= 155
St & a2 HilE 3 2 SEAIRESR
LMP1 &fs+F DG % #9218 E K]
FOREFEIIFEAT D=0, cDNA 3
ATZVERWET 7y at A
gV ==V T T, RESNTE
C/EBP {25V, LMP1/ED-L1 7 & & —
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% — 21T D C/EBPa DfA fEl % |
LAR—&—T A &AW TR L,
FI AR A RO/ X EB ¥
ANAEAFERL, BYEO LV TO
C/EBP {Z X % LMP1 JEHLO AL fREt L
7o

—J7, LMP1 &=F5HE2 i+ 25
SRR ORRIL., R E SEISAN 28 DR AL
HEEMELER] (% 300 FE¥H) %, RE
EROTAZ Y —=o 72k L=, il
faix. EBVGHY R CTH 5 SNK6
<> B95-8 #ifin/s & & v iz, LMP1 &
BT OREBUL, FROT T4 ~—%H
WU T A LPCRIZE VB, E
®mL7,

(b) EBV ERIEGED 6 OBIEEL
2B 53 A5 R T ORE

BRI YE N B 7 A JV AFEA YL~ D
UV 2 2B 7 BZLF1 @fs+0 7' a
T—F =W LVR—FZ—T vt A
DOFERD G, BZLF1 ORI A IH4 5
AIEEDOH HE TR T & LT, Jun
dimerization protein 2 (JDP2) %457,
LVR—&—7 A O, EBV B
HfakE B95-8 X° Akata Aoz VT,
BREFEESL, siRNA ZHWE ) v 7 &
U ERBIRW, EOREEKRF
L7, 252 EMSA, ChIP, L R—#
—7 ALY, BZLF1 7rE—%
— 12 JIDP2 OBERENGRE AL % [FIE
Lz, £/, ZO®REY A MIER%
A L7 EBV k& fFf L, BZLF1 @
F B2 B ARk & LER BT LT,
C. WroEssR

(a) WRIEY: LMP 1 &= R EBRM
HiBEHE & 2 A A9 5 SERIBRER -



LMP1 4§25 % #4518 £ H 48
FEWIZIR BT D791, cDNA FEHTA
TIV—H AN ARI) == T EFITL,
5 [X¥ C/EBPe%* [RE L7, C/EBP
77IV—05bH CIEBPyRCICLD
LMP1 Y'o&—#—IEMLIZRERN Th
>72H, C/EBP a, B, e® 3 Didm\WOERE
S LREZFF DAL R —F—T A
THERR LT,

C/EBP DRFIFEBL, /v 757 D
E235, C/EBP 1%, EBV II BRI Y
Mz W T, LMP1 ®2>0 7 aE—
Z— (AL, TAL) PHDOEEEZ Tt
EMEAEL TOBZENHLMNI /2T,

EHIZ EMSA, BEOV R —F—T v
A ® mutagenesis D FEERH)EH C/EBP @
BRERIFE A YA &, LMP1 L7 mE
—Z— L= FrRIE LTz, EHIZ, [l

BV AMIEREZMA T2 EBV BFRaFRIL

LMP1 OFI 2R AR E RE L7,

TA8@Y, C/EBP fi§& VA MEEKR T,

A KR LYY, LMP1 OFRBENREA L TR
V. C/EBP @&FEIFEEZHRT B MED K
ML EE LTV,

—J7. LMP1 &1 FFB & 1l 4 5 3K
R OBEFR % FAT LTz, 1LICFDRY
V—=v70#%rd, ZOFRT, =
DOHEAH LMP1 Bin - F LA 81
LTz, 2o =2, HSP9O fH
EHI T o772, HSPIO 23 11724
E—7y ORI/ D Z & DR
\Z72 > 7z, HSP90 FHEHIIL SNK6,
B95-8 72 £ D EBV 54 il i oD 14 5l 2
B L~ LT MmElT 52 &b
MR L7, 5% oFEMmER LW
T OHEBEELED T L AR
HEWRTORBRICHEL, FEHELToO
R E S BICHERT D,

(b) EBV #EREGD> & D FIETE(L
2B 53 25 R T ORE :

EBV @ FiEEAL & $nil 3 2 M e 4 (A
T & LT, iz JDP2 Z[RE L7z,
JDP2 [ EME AR AR FEBL L Ty
DAY ¥ H ATy b-Zip FUERBANH K+
T, b b e SRk 2 7R EBRHL ST
BbsdZ LRI Tna,

A EF 41X, EMSA, ChIP 7¢ £ Dk
Enn, JDP2 3, EB 7 A /L ARG

LMP1 mRNA

K C/EBPIC & BLMP1 7OE€—4% —Di&EEAL.
C/EBPIXEM Z7OE—% —(ED-L1p) LO—HFRICHEE U, 3BEAL. F|AL(TR-L1p)

mMADTOE—5 —&EFE LT S.



fiz BV, BZLF1 Fe®—&—F
D ZII LRI 5 v ABFNCREA LT
WA T BB LM LI,
&Lk, ChIP 72 &2 5, JDP2 1,
B R BT EFLEESR HDAC %
BZLF1 7 e®—%—EiZU 70—
% Z & T BZLF1 O#5 21 L, BR
I DMEFFIZEM L TV D Z &L
MmE o7,

D. B%

LMP1. BZLF1 O#I#IRF DHEREN
FEATIZV TS B EICEIT L TEB Y,
MmN ELNTE TS, A3
B —2 sy NMIRBRT V¥ X VD E,
EHIAZ ) —= 7%, ZThETITR
TDEHRFRTE=F—LT EBV 5
PR OTE, BRELZRRTDHLOR
HRATEN TRV E O L HER S,
MAMEDR BV, BMRT v A RTH
5Z2EbHY. BRI ITTH D,
7 oA FREHANTELITEWEA
FAT TV EREETDHE LbIZ, 7T
IZE LN ERWEIC DWW TERLE
B+, L0 EEORWVERLLE
ME 7T ALY, X0 AENEFIZ
EWEM, b b AN, GRS
REFEWCL DR e FREEERSE 2
—<FA X< 2L 5B EED
Al

E. f&

FRRO LS, Fexr OB
T, AR EEMB &2 HEA L TOR
HERAIBI R OAFFEIL, U CIEFRICHE
B LCT\5b, LMP1 B X1 BZLF1 &f=
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3) Noda

FHBUTE U TR O FIE KE F 2315
LbNTWE, FEAARI Y —= T
12 & - T, LMP1 8 X O BZLF1 O%H
T 5 EMAE b EEEE L TWY
%, Rl LMP1 BEEMHIWER L%
OFEFMICBE LT IEF AR 22 R
DBEINTEY, #HIfFTE 5,

F. fERfaiRiFa
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[BAFERFREMEE (FRELRBERRIFEEE)
TR EE
B R URERPIREEERIZE D ex vivo BT V& W EBY BE U LI R A Bl
Ney 8 S0 Ea)

i

B A E RS RERE SRR
G

% BRZFE AR R b

HEBIR
HRm
W

Epstein-Barr Virus (EBV)iZt MIZ L2MEKER 9" Y 22/ @it T
JVINTRNTZ | FLT A NV AKI O EH I ISR R R W in
vitroSe Ln/zinotz, AlEl, T4 X EBVEE Y L RERENGDY
UONERIIREEEAIZ X D ex vivo BEF AR AV, IEEREEIRE L
THEAZBO WA T 7 Y —LHEABLIOE A R RT BT
NMEEESR (HDAC) FHEHID EBV BEE VY L /I3 2R A MEt L
7o. EBV BEEE T/NK MY VN EREREMAS U KA SBEL
BRE—XEIC K Y BBV Y & IRBG NI FRERD
SENZ T r T T Y —LEAIE LT bortezomib, HDAC BREHI & LT
valproic acid, BLONZDWF % #E L7, bortezomib, valproic
acid 2£{Z EBV B REGE ARSI )T L C O S FEIm A3 L O B2 R %
AL, 6T, MEOHHAREZIToIE A, TNENLDEM
BE LV LENVEREDNRERELN, HNMBRERR ST,
bortezomib, valproic acid i% EBV B T/NK U /S BEIZ%t L CHZLD
ThDHARRMENRIE S L7z, Eo, AET/VRIL, EBV BEE A DH
HEAN ORI ) —= T HRE IO OERABFOMTEE LToR
RAn#fEEhs,

A. BFZEEM

Epstein-Barr Virus (EBV) it MiZ L
DMEG T Y A N T A R T
DI, THE CTEAN T D H 2Dk
HREREETHoTm, Lo T, LUA LA
B OB R AR ET BT, EBV BEY L7,
B MifRtk 72 & o EMatk & HvWie in
vitrow B WA Lol ZThbdD
HRRRIZHE DTV EWHIFER D B —
¥, EBEOE MEBIIHT IR ED
VERMEFE 2R D021, BENLE
bhiz7 by v aRERMEEZ WD D

MBI 7> TV 5B,

4[], Fex 1%, EBV BEE T/NK EiEY
SNIERFERMM D Y v SERE 8L,
BER E— RERIC X Y BBV sy & FERk
Quoy BN o3 iT . PR Lcikic, &6
EROREHEFTT D b U o SEKGIR
BEREYHAW ex vivo T VEMENT LT,
EHICZOETAERAV, IEEFIEEE
AOEHE LTERBZBRTNE T 1T
7Y — AREAB LU ANBLTEF IV
{E#3R (HDAC) BREHI DR R EE DB
JFIZOWTHELZ, 7uT 7 Y —LlE
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