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EBV R AZ L EBESDATH Y, 74 VAT
BBEBERDEELBNTH 5. EBV BHESAICIES
FEGWADEGE TN, ZORFIZOWTIEPARIT LI12XL
METRETHLDS, LU TREFLEEZOLNLHERE
LT, KAEBBEINICIOERBLTRD Y, H—12
EBV®a— FT 2D ABETORE, Bk RKW%E
FRERERPBERMIZELLEES 2DV 2 42T 4y
7, LYz AT 4 v AL BEICREROBETH
5., EBY®Da— F3 52 A#EME T2, 21X Latent
membrane protein 1 (LMP1), LMP2A 7 &3z ¥ 65, £
NZ1 CD40, B cell receptor (BCR) ¥ 7 F )V & #ifig L C
HEIHELT 2 2 L THRADTEIZBWTEE R IX7:
5Ex9 4. RWEEZERE LTE, B IETRKEMEIZEE
fiE$ 4 X-linked lymhoproliferative syndrome (XLP) %%5% 4
5. FBET AOBRRWGEREELLTL, N—Fv Y
X[ BT A immunoglobulin (Ig)-Myc Oz %2, i 4
DPATHRE SN THWBEOLER LR EDPLITONE. ¥
AWADNADRFEET ) L~NDA T 7 L—3 a3y bR
ENDH, BANOERRITIEFICHRENTH A ). ik
[ RIERDEGIIHEHET, BIEICL > THADPHHI S NS
DHRR BT, WAL o TUIDPADTE, MR, AR
END. BFEIZLDZBAOHBIOB E LT, SRIEEHIIRGE
TlZ EBV Wik B HIfa ) >/ SEAGEMEPE R /) SRS 4
IECLZEZERERD TN, —FTRIE/ RIE
RICEDBADYR—PMICHA#ET LI ELELT, 22D
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BRELETIETCBRONTBIETORERRT 205, BREEETIETANVAOETOBETEFEEL, W%k 4 )V A DNA

EWAHZY, FHRYANVAZEET S,

BRIEGIHEH L TV HEEFIC Lo TL D08 — V2SN TS, FLIE

B REARE R R T, RIS R R (Z T 2R 9. EBV B REEMIE Tl 1 R4 v B~ a—-—ny

AWAT ) APFAET LM, TTTIRHEMLL Tl a¥—0&, RETRLTWES.

CBIZERT R ) oNER BN, RIS BT

I1TEHIT, EBV G2 AME O FH I U/ﬂﬁwmﬁ
&&ﬂ#%mm_ﬁméné INSLDr—AZBITBIR
W) VSBRIE, MHNIIEB RIS & 2 5N T W27,
HAETIE (Dl ed—8E) PAOHFRERZ S R—
FTLEEZH) LOBPHEIN R ->TETND
EBVOUEODOKE R E LT, Bl invitro T
ERIIAHAL (T AT =A== ay) $5Z DT
N5, L2LZoBMEoOAILIL EBV IZL A27A1L
Tt AD—EOBM AR L TWAIZHE R, LD
AR, WIEGE T LB BT L TR A
VA" REIZHEET A Z & THEEHERZED 575, EBV
DAL, D b —EIZZFIEHDICHOER 2 )
LiED T, IS TIEHY . 72w X R L TRz %z ik
oo, WYNITTHAMBITLEHEELTLH ) Z & THE
FRERZ S &) LIS 2 & 5o Tnb Eng b, %
Bo B M A AALD T4 T a2, EBV S A —7
B MR 2SR F L 2 B2 AT LR G BAliRY & 7 o 72 4R EE T,
R LIRS W) IRHLORERER FI L T (D
TP ZDEEHPNT) #EITT 5 2.
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EBV (78 3 Ml A TR e & Mg (7 4 v A JE
EW%>®7%w¢n#@w?%&é”<lD HERVIN

IZBWTUE T AV A DERIEGPEER T O A % ZH
L,ﬂ”fb/%éﬂkm%h«f(wé T ANVARYT ) NEB
KoLy -2 LTHET 5. BFMOEEIZFR L

(SCik 3 & ) &)

TSN —EEE L, MEsZ2n U CEMBICHE S
NDHZLTEDT ) A% MEFRFT 5. BRGNS E TS
1Z EBV-encoded small RNA 1,2 (EBER1,2), EBV nuclear
antigen 1 (EBNAI1), EBNA2, EBNA3A,B,C, EBNA-LP,
LMP1, LMP2AB 7 EDMFAET 5. 058 13w £/
O H AR IR, etk ORERTROE, 8% &Ik - T,
B1IRTERICADDRL DY =V RRT. TRHD)
%, EBNALIZY A IV AY ) L OFFEGtBAb~DRE OB
fEx b D, EBNA2 & EBNA-LP I35 H#iBIK - TH 1,
EBNA3A,C (315 EORIHFIEZF O A L > v 72 &
) 73‘7%[: CHENT .

BIRIEG D S B RBEREANOY) ) B 2 2 G b E v .
é%f@ﬁﬁ@%@§o#i_ DWTIEHFICH S 2T
o TWARWYS, A EBREMBLNVIZBWTIE
TPA, IV 4% 7 757, HDAC BHEH], anti-Ig
Yotk E ORI & o THIGHEIL 2 FEEBRIICHET S 55
EndHLH. 209 b anti-lg Huikid, EBV &K B MmO
BCR IZHA L THIIEAICHIR A RZET 25D TH L7290
HEENIZBWTH CNICET 2HIE, TabbIED
EBV Bt 2 €1) — BAMifL Lo BCRIZHEA L, BALE &
AT 5 &9 R RIERD G & > THUE S L
e l) ROEOOEEL B TORIERILOE
HELTEFONTNL. 72, BERE N L CEREDLN
5T END, CFENSCHEERER, Ak IHEEZ & CldEm

WCHEEEALDSE LT s b0 EHEM SN 5.

FRGEMHAUICEEL T (K 2), 97 EBV ©2—F$% immediate-
early IE, A #I#8 / i 5 1) &= T CTdH % BZLF1 (Zta,
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BRIRRED Y A WAT ) MCHEM LA FET 2 &, migilhEm T, B ETFOIHTY A VABE T 0BT 5. #ER
FAZ XD 7 A VA DNA GRAHELT SN, BWEETPENT 2. ®BICHENEETORES > 37 2 FH L TR A VA
DR E A, (3CHk Murata et al., Microbiol Immunol. in press & 9 22)

ZEBRA, IE1) &, BRLF1(Rta, IE2) 255 3 4. 51X
EEEEALRTCTH Y, early (B, W) LIFEN %2 5
ADBIZTFHOWBE 2 G T 5. WHEETFIE Y AL
A DNA HH#IZBD 5 B FREPEEINTBY, Zhilk
DRI A )V ADNAGEARHIGBESNG, 7 A4V A
DNAGHRODEL, FIZTANVADWES Vs R0 T F
e EORERETF S % 5 late (L, %) 7 7 ADMRTFH
BUT 5. £ELALEZTHEON 7Y BRI N7
/ 5 DNA #HUD AT & & 412, DNA #HEAEICYRTL,
oW, 7720 NS, HEy 8y, TR0 —
TOEGIZL DV RBEWIZTHRIANVZIADPER I NS
(Murata et al., Microbiol Immunol. in press) (X 2).

BZLF1 7’O0E— 4 — & BiaMbHlE

Hi O AL F D 5 B 4512 BZLF1 i3 b-Zip B 0855 K F
a—FLTBY, EHRIRED S OFHEALICLE DT
7%, HIEMCEEEETCH S Y. BILFl OB
BL NV THEICHEI SN T3 728, BILFl OEF %
W7ed 52 Lidd bbb, EBVHGHHILO X 7 = X 412
DWCHLNITLZETHL., F2THRAZEHLHRF
D% DIF3EE DT @ BZLF1 @ 70 %€ — ¥ — 8% I27EH
L CHgEa T C &7z,

¥, TEVLATA v 7 AIDOWT, BIRRGREEE
ZF7uE— % — T RIREEIZB W IR IZE I CpG
DNA A FWALZZIFTBY, BT A Ly vy r7sh
T2, EIREGREEEET O F CTldif— BZLF1 71
E— & —D CpG A F MEL ANV & AR 72T
WA ZOZ ki, BZLFL 25 UG Lk 12 55
EHALCE DM EE TR T CHLILETHLE
W, =TI raE—g =, ERIREICB VT,

CpG A F IWALLSLDAT & 2D ¥ AT 212 & - T % %
FTwWaIE$FThsb FA4lZ, ZOBILFl 7O0E—¥ —
OWENL, EA P BHIICL > TH725ENTWAEI LS
B S 2 L7z, ZofEBid R ic e 2 b~ H3K9me2/3
H3K27me3, H4K20me3, X7 & F IV fb7 &2 & 0 1546
NTHH Y HfEoATFO 7 o< F L EWIKEZR
Twiz, — iz, BZLFL 7 a2 % — % —iEM1bicig,
v A b rET BT vk, H3K4me3 7% &0t b~ — 7 —
DRI L T b EhEE N (K3 9.

L, IS0t A b B0 B, O
i b FELIHIR R EZ BB L T a2, EITHER,
HHVIERBRENE L EICE>TORELERSL, B2 1R
Raji T H3K27me3 & H4K20me3 7%, Akata T3 7T &
FUALDS, B95-8 Tld H3K9me3 BEETH 5L L 972 ¥
bbb, CpG X F WMALLALD % A S 20 BZLF1 BB
AR L 7R SRR EE 2 T MR S5 LT E S
bOTHY, ZoWHOEEIIM bR VL) TH DY,
FEEIIZFHRIREE I H 5 EBV B MM 1 4720 122
EHTaC—RBEOIANAT ) APEELTBY), 20
I B LIHIL NV o 727 £V AY ) K ORI
BrE i, BZLFI OREBIZIEZ 5 THDH. ZDOH
FIZChIP 2 4 % &, L oMk 2 & b H3K27me3,
H3K9me2/3 % CpG A F LS 2 b & HFEED L~V T
Hans., Lo LBz IE Akata Tld H3K27me3 72 &%
iz T TWEY ) ATV —13hoTh, i b—
X FENSOBHi% 2T TE 5T, HDAC HEH 721 T
BZLFl OB FHFETE LI L L 5.

Bk o X 512, BZLF1 LIS o 15 B ge B & (1
IFETEEIZCPG AFIMELENTVE, I T )V
ABIET L, EETHIULEI E TIZ CpG A F b s
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X3 BEEHLEFHTIGEERTF, YJFNVEIEY 12T v TR

EBV o G L, SEIGHEILEHFIORFONT » A2 Lo THIFE LT 5.

I PIHIEO R F A58 <1725 72

EIRREDHERF SN D725, BEIZ L o TUXEH LR F O TCE L, FEMHcES. O3 X2

NI R 6T, ROWEEHMDPGELE 2 L1XTTH L5,
913 BZLF1 1213 CpG A F AL L7z F — 7120 X i
A UIBEHELT 2 L W) BEEH ), ZUCE-T, &
JEVZHIH] S AT TR TF O S H AR TR I2AR
SN, F A L) — RIS OHEITHTRE L 72 B 3Y.
R, FIEMALICBW T BZLFl 7O0E—4 —OIEY <
AT A 7 AEMA G A0, BERTTHbH. A
W EcDNA A 7TV a7 7r7aFVArY) —
o7l AT A MIEERLEA LA T AV
ADFATIZ LD, Z O EALIZIE MEF2, CREB/ATF/
AP-1/C/EBP/XBP-1(s) 7 & @ b-Zip F#zEE. K ¥, Spl A H
BhBEHER-ZLTVWLEIEEZHLAIIL3 (R3).
%72, BZLF1 7ux—% —O#iflicid, ZEB, JDP2 %2 &
DIFH, B30 LD mEFBH#HESHTHS W, BRI
BIzBvaid, WHERTFO Y 7 F v/ EERTD LD iR
TNAERLTEBY, #IHFE LR T 7 / @B R
WERINC % B & BZLF1 BHDFHFEENDL L) NT U A
AFHEEALZ I L T 5.

EBV BZ#ERXDEBE N AL

EBV 3MIg IG5 % &3 ClOBRIEgE 205, L0
EZZDIELZTFANSNTER. L LN bRiEDnst
I2& D, EBVIZERGE %, BIRIREEIZA L ENC—FEmIc
abortive 7 {AfRIKGUIREE L 70 0 | BRERGEHEEL T 04
B EL—HWEHEBTLILY (R45), 51220
abortive gL, A Ebv A4 —7, A€ —B
AT AL DR LI CEE L E 2 R/ L Tnb 2 EH

RENSZWW o H = AAEHS LTIV, B
JEGRBEIC 2 5 2 TYA VAL L SO 1 M A
RS OMMaEm SN, A7 T4 B LI
NT 774 YIICHaDOME A RT & o LHEH ST
5. ZO—FN R EREGIREBIE BMRZ T TR { 1
AOMBETLEEINTHL W, WER D ERIEL N
VTR T e D IkEMbE L, BRIRREL %2 5.
wE LT 5L, BHIIAICBWTIET 7 4V b TR
IRy = 2FEBEL (B5). 2B OMET7 4L
Xy — 2 ERBILTWAIIREE OV L 28, FA IR
BB TOFT 7+ XY =2 ThHhbEEZ TS Y,
ZOMRHE LCid, IIALZ 25 Bl e S 872012
Z UL AT LERENTH L2 L, T/, TR
ONN—=F v M) rosEMEE BIEEL Cwas e (THIT
37 <) HIBNZ KU 7 VS5 ERH LI L, 25T
W5, I BOBRT-HH/NY — 21213 B B R 20 85
BRT % EHFEG L TBY, FEARNIC BRI LL 7
BIRMTH D ES 2L, ARG TIRIEENEZ L
TANVABILTEEHLTBY, BMEEAILILT 5121%
I RN R R TE LD, Z L DI A NVABIET & 5H
LTWABEW) ZERREDY =7y P EHLTW
HENWHZETLH Y, HHEEE & OITHEETFHEIUTY
ALy 7ENT (BT A Ly 723 Lz
M2 28 ki CAEF L), I, I, OFIANEZEL
TWL A H A (R5). F72, BHIFEORAER 1205
Lt fE s T b, .0 B CIEEICIT R
LTI, 2 — B TIXmAMIZ0 T2 5 (K
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EBV 1300 j&Jely, —RF912 abortive Z i IEAIKIE & 20 - 721k, IR E 20 %,

ERIRERIC B A 2 LIZ BRGSO 5 AAL

WCEETH LD, —HHBHEEL LA M A Y& 2 28T, BEOMBOMELRET 2 EE2 bhd. iGN
DIEEAFI N & abortive & 7 > THOEREAIIR 5 LHEHM S5 28, ERRGREE T T/ AARGEEPFE SR T
WRIZH B0, HR/EREREATERT LI ETIDHRL CEEFFREN TV LW RS H S (Hit & Hide K.

RSB R E R T, R, .

5). BREEMEEETFOFBIEA L L HITEEDT / 2121
ALY 2 RT 4wy | T 2T 4y 7 hENE

L, BRI TH > 727 A )V X BIET-IEE O
Ao THRY DD L) BERZEBRL, pl6eNA 1A
WHEET O AL v vy ZIR LG, AL T
wW<bnEeEZLNLY (B5). 72, BHLBMET
VX0 £ BEVESE S @ 72 8 |2 activation-induced cytidine
deaminase (AID) 28 FEH L THB D, WHERLESGEZ Y
RTVEBREIC Ao TWA I LD FEINS.

— T BMBEUAOMB TIEEICIT AT 7 4V o
WERIREE L 72 2 2 (R5). 72721, W< 2ho ik
RETE, T2 MiELH Y P, g LL%E
D—HTHEIATIERV. WFRIZLTHHEAIZT AL
ABEFIERA LT CEHmCH ), FoMICEET/ A

AT TN ENEAI, 0, SRR R

(k2 £ vl

DI 2ATA Y7 | T2 AT 4y 7 BB EERLT
Wb THsb (K5).

F 72, —HiBRIREEIC A o 72 EBV BRI O — 825
WHHALL, 7AVAS L IO A b A > LB A
T ot RES % 2 & T, HEO EBV KM BE5E
PRI IELIDHDEEZ LN, BIREGLE V) IREDL A
fLIc—EDEEE R L TnDEE2LNT1SY (R4).
FAlZZnEZ 2SI LD, EFIIERIT T “Hit
and Hide” & W) IRBLZIRE L T 5 28, HIGHLICR
17 L7z EBV BlEfifig o 5 H —#&R1% abortive & 22 0, FH O
BIRIREEICR 2D TR AWNEWVWI EZTH L (K4).
IR IRRBICBWTIIEET /) L ORNGER T FE LR
F v BZLF1, BGLF4 (¥ —¥) BGLF5 (X7 L7 —+)
HENFEHLTBY, BREGRE & BRI 21T &
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EBViiET el L/ Biffife BifiEg L5}
IES L
i B EE3 ) EE3 BB
AR M OHL
abortive BREHRD BRERD
PSR #= =
FI+IE
+4—7B
CAEBV
[[E2F:-XPN BRI ROFUL | FIHNE T/NKL
Bif DBRER | LIREE
N—Fvy b Bz
1B R L
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OEBK AEY—B
R

X5 EBVEBEHEXDEAFI vy EEERE

EBV 3, BRI E & D107 A VARG T # BEBIICHIR S &2 —F, BRIy =714 v 27 /28T 4 v
7 B R B ST LEMA B S, IM, infectious mononucleosis; OHL, oral hairy leukoplakia. (3Z#ik 2 & 1) &%)

KT HIETINHEICEREEETEZ20TE RV,
&# 2 T\ 2. Hit and Hide I A% &1L 7217 EBV B
ADFEIZFG L TWDL0O0E, X564 5MENPLETDH
5705, WIIZ LT EBV Egufial & PR B E O
T AIKRELERYED L LIIHEILTHS D .

1B 4« @ EBV BERBDORE

EBV 32 M B MR E DR E 2 5. 2 DJERK
ELCHHALTEZONDH GO H LD, PAFEIT L5
HHANZALARFELH Y, RIFVMELIHRET S &
WYETH L. 22 TlEF % EBV BES A DK IZOW
THEBINZARA L 72w,

EBV B AT AN D W TR N BRI, (EHEER (3k)
FEIZOWTH 2 2 TRA L2, LA R EBV g
A EARGENE, b L3 PREOBEWIERE 25 2
EDL DS, FAEM DRI WIEG: & =) 72 A 12 m gk
WHREZIIET A2 L 0'h 5. (ZYMEHEAE X388, Wbk
g%, R, ) UOSEIRSE R EME L, FoOREI, EBV
WG LB ZHR L L) & LCTAEL L THIlEO M
PG AL A M A v oBRESA (A M AL VA
F—=2CMEND) ThHDH. ZEAYEI LD S FHFEH L
[ED TS50 TT 72 FUSASHE Z B D>, KRIZEDTIE 2 WIS,
TR 2ODEE A L. O EDE, FEMET
WG L7 omE RS Loz 2 ) 77 M d Y, EBV
X A 0E ML ENLEVIFHTHE. LrLHLFE
NAIE LIS HEL LB EBV IC&S8T 5 & L V&S
WCIANAEZHRHLADDLZENTELIZTTHY, HED

REZITTIRHHP O W EEZEZ 5N, BIORGLTIE,
NK 2256 CTL ~NOFELZEDFEIT SN T A, O,
R AR GLIRREIZ & A EBV B4 B M O HER 12 1d NK
MBEDI1Z S AICTL L DR E I HER &, (ZFetEEA
JE Tl CTL 2581 12 AL 5 % — 5 © NK Mg id i L
TW5 EOBEIZHETVT WD B (Rifei ERE IR
AL TH D, oo EBV B B L THEMBIKICH
B Al O HE A E v A K 12 B T E human
leukocyte antigen class I (HLA-I) O#lifg I a0~ DI H35R
<M &N B A3 161D HLAT 13 CTL O3UE RIS LET
&0, FRC NK Mo b eSS 5. S 6106
LR I2 1L, NK ML o3& 1L % it 3 NKG2D % DNAM1
REDLET Y — BT L VIRELH D D AL
B NK M K B A Y v —12id 72 nwTn b
B, EIZONTHEL 2 PUEIZ & 5 SR CTL @
BEEENEF D, Lo L CTL TIREMEGIREIZH 5
EBV 2% RICHERTE 3, 727 v BfICEATL
FHIOTELZVNENIEZTHD. B2 6RELTY
Br HCHRKERTAZ DD, ERMEHEEICH T2
ERIEHEREICE 8 5 TWwaB DS, AAIZERYEER %
HES % 2 & AT S AUDBIME AL £ B S & 5 45178
HHEEZLNS.

IN—F v MY UNEIL, b NTEROIER SN AV
AR ATH LY. 779 HTORENE L, B
BAgH KT, Ig & Myc O Z e 5. 714V A
EtETdh - TD Ig-Myc DI WHER TR 5 A8
%THY, EBVIERET HZ L TEOMENRET > TV
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5 (L LIFHER S o TW03) EE25N5. Myc
FEEDOMIZ, TP53 % RB2 OB ST b 2020,
TI7UVHATHODIYFIvZN—Fy MIBWTRIZIE
100% TEBV L 2> TB Y, HETODADHEFHE
BIETVANVAOHEEDNERZTH AL LEZONDLD, —h
TH % Akata DI H, < o/x—F v LA
75 EBV BHHRSHBE, MHRHTE T2 ens, N
Fy M) YSEORESGEEIEIC B S T A )V ADERKL,
A7 L QR L NV TR L TE L RV, A VA
B IRERERGEE L 5 TWAE I EDNEL, HHELTWA
EBV #1533 REMNTH 5. —#BiE Wp-restricted & \»
9, EBNA2 ORE ML) Bkt % & 5. Sz dnil g
W) USER ETON=Fy N A TOREESRZIT 5N
LIEND, BEORIERELIEDFHKNDOOEDOTHAS).

KUF ) UNER ORE K E LT, EBV BT
i 45 4 |- B4l 9™ 5 Hodgkin and Reed-Sternberg (HRS) #ll
fa k., ZOEPIZ EBV RO IRIERSE Y > 7 SERATE BE 12
BRELTWVWLZENFEITS5NS. HRS MK S IR L H R
T, RETHNIET R =L AL BB EFEIND
crippled & MFIEN AR % Ig BB T IO 7 — AN A9
ToENEZENDL, BT NEEMIZH - 7280 B
Toho>Th EBVIZEY LTz 245, WL T L
FoTVWALDTHAEEZLNTWS P JErul Bl
JaDHAE, B34 7% { &b BCR £ CDAO A5 DY 7
FUDLETH B 5, EBVIid LMP2A & LMP1 & w9 £
nNEhort 7y —oFUlortas72a—-FLTH
D, TNHEBRERTF ) YREORNKNE L TEERAE
R72LTnD, ZOEPSD, RIF ) oSS 11
Tid7e <) IR 2 & > T b 2 & OB FEF
TE5. EBVIBEARY ¥ 00 LSBT 5 EBV
KA IS V2%, EBV BR300 2 131313 100% Btk &
HAHIYT Iy IN—=Fy MEIZHIEKT S LK. EBV
Btk / BaVER Y % 20) U EO R BN 5, WL
BT CDI/FAS, A20, Rel b\ o7z NF-«B ¥ 7
VBT 2T OLERNSL (G STl ) 22 NF
KB Y 7 F IV ICEEAL L TWARETH o 7-.
LMPLiZ NF-kB > 7 F VEFEELT 22 L2 5bETHE
AL, KRTVFY)UNEIZBWTI, EBVIZL 5T,
L IEENDUANOME 2D TNF-kB ¥ 7T Va2 iE
MALT B 2 & DRSSP ICEETH B Z L H%h RIBE
N5, SO HLASTOBEL L {HESINTwDL T L,
AIDS EHZHTOLRIYF ) UNERHARENL Z &b,
FIEDORGHRENT VA,

g e A <2 AIDS 7 &1 & 2 S £E S B i)
VONBAGEVERR R /) Y SBEICIZ EBV ASHEEL T A Tk
MWEWB bW b ALY 4 7ORET, Z05H
FZIEIZb72), FEOTERGEEildT 52 EPHET
HDH. EHLb L FIRALE BBk T, RERIC
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LHEEZFICC W ERS TITALE W) I (Y
A NWVABET 2B E L2804, YA VA
KEFPEL WAL\, Lo LB ZIE, AIDS B# o /3 —
Fo b USESRKRYF ) NETIEENLENTRL IT
BME72 5.

EBVIZ T, NKAMIZH AL, R ELZ Sk
T2 DD A0, EBV Btk T/NK A1 Gl 1 53 5 12
W7V THINTE L, FTFRIEVENICHD, FAEI
BWTHEALMETH A, chronic active EBV (CAEBV,
[BEE BN EBV BeE ), extranodal NK/T cell lymphoma
(ENKTL), aggressive NK leukemia (ANKL) ® 32D 7 5
A7) TIZBWTIHIEIZEBITEBV Btk TdH 5. CAEBV
IZBWTIX, SR RBERENTWIZHED ST EBY
ATHED LI NKMAICEEL, 2a—F1) 71—
b o THIET 52 EAROLNE Y. F#, KA
g, U CONERERE DT, WO B ECE, FEE A KT E
MEREEEFERE LR 2 2L, 94 NVAICHT A
—#BD CTLIHEMANEE L TV 5 L 0lEdrdH 1), HER
D555 L HESNS. CAEBV DEFKTH 5 FEH,
B, ) YSHEIERE D WHI RS SN TEBY), 2o
BHEE 0N X ARK 513 EBV B T/NK 1) o2 SHa g
L W) BREIIRBL TS, Fho—Hor—2
I2BW T, CAEBV I3 & 5 | ZEMbOE/F% & ), ENKTL
2 ANKL 1275 2 EHHIS N T W5 % T/NK By G 5
B/ USEIZBWTEBY B IIMoERERZ LS L
7% <, < kb CAEBV OB 5# 12 3517 5 LMP1
DOEFEMZ 4 LiEFE L T 5 (Tto et al.,, Cancer Med, in
press). — /5T, WpfifE# L & 12 LMP1, LMP2A 7% &
OFBUIE AL, BET /) 2IEEPER SN T L
IO THsE FokH) LR LEL T, TP53, K-Ras, p
~catenin, FoxO3, Blimpl 7% & ®#id3d 2 3339,

IR EE R E R R TR 58 A _ B R MO E T B )
AMTIIZIZEBIAEBV Btk TH 5 2 &5, in vivo T
D7 AN AR E G EHER S 528, rEERREE L 72
A TIEIZE A EDEAE T ANV ADE L TR E 725 T
. MG LI TROBREXTAENE 2 EH5
T/NK V) 28 & FEA 7 AV ABET2A Ly
YTENT, FOEBEAPPIHL T Vo TWnbLEDEEZDL
N5, FIHEEIEICHEE T A2 Z R L& L T, RassiflA,
P16™NK4A TP53, Bel-2, Cyclin D1 74 A3 3R 5 K41 Cva 2 3639,
JEFIIICIE EBV 01320, KT OAR S NI OWHE LD
BESM SN TEBY, F/oHLAZHE OB#EEZIRIET 5
B E AN

HHED 10% 55T EBV 235 & 22 > T 10 HiEIC
BWTEBVII TR OB %E &L o> Twb 25, Kl
L)V TEBV # 8 ERMRI s TRIE 2L S
ErRAFBE LWL IO T, FINERERET 7 4V b T
FIREFELEIEZTVWE Y, BETEF 74V ETI
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BMEo#HELHL25, WINITL THREEERICIE
abortive 72 SRR Y% L B 2 L 26, —BEMYICIZ LMPL,
LMP2A 2 5B LTV 2IETTHY, THHDONABET
DO FEIC S LTV A TREMED S 5. TP53, ARIDI
DERPHE SN TS P 35, PI6NA 2 E-cadherin
HREDY AL 7H EBV BB IEICHYET 2F: L
LTHLRIIENTYS BH LIHER - 558 220
EBV B LRz SIS 2 B\WT, Wity Zo I
EERY) YONEROZES RSN DL, D X ) e EEH
L CTHEL ) »NEROSEZ2ZREIL, EBVEESA
DI E VRS,

Bhiic

2D X HIZEBV o¥E, EIREEAR, EBV BRIESA D
A, HERRE R M CEIBR VR & v, o HEMET
HLIOPERSTHEROILE L TV DL —HT, Sz
WTLEEICEMTH- WV EREZ) LT, 2 Ei
W32 L9 RFDRRHBHFEY B L) ITE LTV,
KEETIIPLTHELDAIZEBVIZOWTHI > CIHE /2
WEDFEZT, FRICEEHER LW WY) O 5 EBV Bk
DADREY ST HIZOWTHES S CTEN -,

SBREFL, INFTAL VAT oTEZ, RGkERHIH
BRI O W T O ZE 2 kS 51320, KB B A mT-HL A
2 DR % ERE L T AV AT OWBEMAITIC S 1% AN
TAT& 72w, EBV O3 — F5 5 #nF121E, IL-10, Bel-2,
BCR % CD40 @ & & © 7', G protein-coupled receptor
(GPCR), ¥+ —+¥, XL 7—¥, BlavrxF > /Nedd it
R CIFFICHEERRVEETIEEN, SHIC&(FD
P CHERMOBEERT PR v, 74 )V ABE T
BEfAT 28 L C, Fr7onfl3ks —7y 2RI TCELZ &
LWIfFE NG, 72, EBVOB#EOOEDTH L H%E/
FRERE DBFRIZOWT LY A TV E 20,

HEE

RERGE, BRI AL 5 — BG4 b A
MBI, bR AT AR R AH 28
O TR T OTT, MIRENINDZ DT 4 DR % 15
TIbIE Lz BEFICR>THBY 3564 IR
LETET

g
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Epstein-Barr virus (EBV) is a member of gamma-herpesvirus, which can cause various types of
tumor. Coexisting with the host for a long period of time, it has evolved unique and sophisticated
strategy for survival by taking complicated, tactical modes of infection. Such modes include latent and
lytic infections, and latent state is further categorized into four types. Differences and transitions in
such lifestyles are significantly associated not only with virus amplification, but also with pathology
and advancement of the disorders. I here review oncogenesis and pathogenesis of EBV-related
disorders, especially focusing on our recent results on the modes of EBV infection.



