SE 2 BEMUAIABEEERS A

(A VR 52% 2%, pp. 273-279, 2002)

2. EBYAMIVARBEEREDPA

P OE 7 Al

T ®HIC

EB 7 1 WA (Epstein—Barr virus;EBV) IZt MZJE <
EHELTBYIZL A LOBEEBRMNMIBRELRL T 5",
LA L, =4t A%ERE (infectious mononucleosis;IM)
DOWHHR, N—F v M) vo5E (Burkitt's lymphoma;
BL), FIWEE#HE (nasopharyngeal carcinoma;NPC), &3
¥ U9, BTNK Y Y5z & EEEE & BELTw
%Y. EBV i3 BMifamEcdh 525, LRzME, Tk,
NK #Mifg 7 E1CHEY L, ZOLREREENDL T 2 EET
A EBoTwa. EBV EEOR#IZAA Wil HTo
IR E G AL TH 5. EBV IdAEFEIE S LT, 1HIEM
JANTY A VABET & LTEIRL, Mz 8 s 2 %68
hEHEL, BEIPSOY ZFVEZFCTHEERLL, 74
VAL LTS 5. EBV &, MO8 2 154012
AL, mEEERZRE L2205 F3 5. RIEOKIE
A EBV Gl o RE W 2 02 ) BUANERET 5.
EBV OFEBANOE DX, 163 & OIAFBROAMLA &
EZbNb.

1. EBV BEBEEMiaE SHEE L ORY

(1) B#ARa

EBVIZ7 79 A O/NRBICR S 5 EMES TH 5 BL
ORI HF R SN2, BLIZBHIBOEETH 5.
IM X EBV $ufkBE o fi i A KA A 513 EBV &4 B Al
WakAI . &, U v 8ERIC EBV # &4 845 & B Al
AL E NG, 2O X9 ICEBV I BAlEmETH Y,
ZNUIBAREEICZEICEBE SN TS EBV Lt 7%
—CD21 (fiifkL 7% —CR2) RO BHMBOFE MY
IAkAF$ 5. EBV 1, o Nu—7%& gp350/220C CR 2
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JEE AR AR L

WAL, MIRRNRAL, 74V R#fET-& LTS
5. EBV #IEGe3 2L BT, 132 A EARBEMEEYT
HDHDBRENFEELZEDHFEHTIZIIM 25%4E9 5. EBV
BE &g D H NSRRI T BRI E HEIC 1 Ao E 4
THEHRERLTB Y, #ko BRI EBV # Ko
RGHITHH, WEOREMLTIC & KLY BAIKIE, H
FEEPHI A SRS L) ¥ ERIEGEAE  (lymphoproliferative
disease;LPD) %i%%3 5.

(2) ERMIRADER

EBV g FR Mo E:IES; () & LTNPC 2% D,
LM R R IS EBV B S A7, AIDS
HBH THA SN Soral hairy leukoplakia (&, FEfimoR
ORI TH HH, ZOEHMTO EBV EGIIERT
BAUANVAWWEBR NS, ERMIE~Din vitro TD
EBV &4l =R1Z, D TRV, ER AR CR 2 #fxT
M2, EBVIFEWIIgA JiEDP EBV 2 f &
L, ZTOBEERD EREZMBAANIY A &GS 5 2 &8
WMESNTWEY, GAI8IHEE LT % M A A A 72 EBV K
e Akata fIAKE & HHEH R LR MRk & O LREFRICK D
®FIZ EBV 2SS %Y. €0 Akata EBV %, LRzl
NEG I L L ESRESFEINEY., wIhd CR2EL
NOBGEH IR SN 5. EBV &G L Milakki, £723k
ERDOTH WY, Fno o ERizMakk% H w7 EBV
BYeR DS A DG T L RV TOMFRITHEIC e > TH BT
HrH,

(3) 2ottt
EBV & T Mife=, NKAMRIZHEEL, TV ¥V,
NK YV ¥ /8, H IR 2 G 8 EBV &R GE & & o,
BV E > TWAY ™, RV F VORI (Reed-
Sternberg cells) ZHEBV BEV R 5N 5208, Z 0 &Y
HEE, RO 4-6EHETHS.

2. EBV BREBGFDHEELRI A EDEY

EBV ok, FiEMAL, R SA/LDOMIRIE EBV
BIZTRBUCKAET 5. EBVIZ 2 K8 DNA 28+, &
AV AR TIZESEIR, M CTI3EIRDNA & LT,
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Ml gt RIS HA F CAEES 527, EBV DNA %5
FI100EfaTH T— FEh, EBV KM T, m{BES
N7BIETOARDFEHL TWwb. EBV encoded small RNA
(EBER) &\ 9 5% RNA 2S5BS T b, &H
L LT, BdiE (EBV-nuclear antigen;EBNA)-1,-2,-
3A,-3B,-3C,-LP & REGEE N (latent infection
membrane protein;LMP) -1,-2A,-2BTH5. Zh
S OREFMAIFEFMBOMBEIC X > TRE D, BB K
DAL WEREBGEIN, Tl DS IRRE ST
ENHMBIZHHEHEIN, BOVAEFERIIH > TW5E>Y,

(1) EBER

EBERIZRNA TH 5. L2L, mEIZHR > TEVAD
WEEZRHFOZEPRMENA®Y, EBER IR A(-)
RNA T, RNA K1) x5 —¥MIZkVEGEEh, &HEI
FEIRE T, 10~100F/Mils L ZwICEH I Tw
5. EBERIZT7TF /74 NVAD VAL, VA 2 #{xT & M
M %% +H, double stranded RNA activated protein kinase

(PKR) L D#EEMLEP LTS, PKRIZA v 7 —7
=y (IFN) X oTiFEsh, #RMIBKET elF 2 a
) VAL L 2O R HET 5720, &EEAEA AN
aN, TANVAEBEAHIEEE NS, EBERSIFN IC X %
TR = AFFEIKH LTI E KRG L, 2OT7H M-
¥ AHEHUPENE EBER 25 PKR ~NFEA L, F oML % HE
THZEPPHLITSINAY, BLAMNGIEEBERIZE D IL
102 FE L, IL-10% HOWAR 1 & LTl 5%,
EBER & bel-2 BHZ2HD 5. Zd X 912 EBER 13 &g
M DB K CHEAFHER IR BE T 5 720, MO ATELS
L UBANDOEDL ) DD TRETH 5.

(2) EBNA 1

EBNA 11X EBV #{a T 2 Ml N~HER T 5 ) X %, &
REBV #{2 TOWG 2 EHLT 2O TEBNA1%# LT
1, EBV (3K T & %\, EBNA 113 EBV DNA 0 ##5#2
HTHHoriPODSEMIZ2EBALTHEAL, 74 ILA
DNA O#i#l %5, EBV DNA I3, #ILo> DNA RV *
7—¥I12L D, DNA AR (S) Mo 1ML DNA &1 &
FFH L CHBE S e i s h s, EBNA 1 IdMR#E iz
T % DI T % 7 SHIRAIEAL~DOB ) 257RIE ST
5. L L EBNA H&75, MRS A L% FE 5
LI limesnTuin,

(3) EBNA?2
EBNA 2B ) ¥ REROAFALIZHLERE Z LTw
%. EBNA 21X EBV B $ % IS M 2B S vl o EBV
BREBETHOREHZEELT 2~ A ¥ — B KT,
ffa# s+ CD21, CD23, cfgr % &b iEMEAILd 5. EBNA
2 IS DMEETFOTEE—% — Lifildh 5 EBNA-2

(VA NVR E52% 25,

responsive element (RE) # /L C, BT 2 EMHALT 5.
EBNA-2 13 RE ICEH A A9, Migfs5 K1 RBP-jx
ERELTENENOBET 2 IEMEALT 5. EBNA-2
& RBP-jx #HAKRIE IR Notch & FHM OG22 7R~ 7.
EBNA-2 3 X OF Notch %% &3 % RBP-jx O # AL 1% [ —
Td Y, EBNA-2 OEFHIZERE & Notch #E i & o B
ARIBENG.

(4) EBNA-3A,-3B,-3C
EBNA-3A,-3B,-3CIZB ) ¥ /SR ARIEALIC 2 2H
TH5. EBNA-3C i3 CD21% LMP 1 O3Bl % FHE T 5.
EBNA-3 C i% EBNA-2 & [H#kIC RBP-jx &M EAEH L,
DNA ~#54 L, EBNA- 2 O#G i % A3 5. EBNA-
3CIZ MEBIIHIEH Nm23-HI L FEMICKEEL, £
NEIHIT 2 % SHERE oMY LRI h 52,

(5) EBNA-LP

EBNA-LP (X EBNA-2 & [k, EEBEMNICHEI S
EBNA-2 ® co—activator & L CTHI &5 TWw 5. p53, RB
EH, B av /&AL OMEEHPM SN 5. EBNA-
LP & BHIBLOARIALICIZLE TR WA B ) ¥ /S ERO AL
fbzfedE 3 5. EBNA-2 & LICHIBE % Go» o G1
WABITE®EY 42 v D2 0RB2iEMLT 5.

Z N5 EBNA-LP OBREIGPEALIC L0 %) &~ BRI SR AL
I TR UN LR (A

(6) LMP-1

LMP-11%, »A@EEFELTHSRh, N SF /3
4 IR T v Mewy AR 2 B L35, BY »o%
HRORFALICLETH Y, LMP-1 hS v AVz=v <
T AT B o8l R 54T 5, BRSO~ —
71 —Tdh 5 CD23%, WIHZA M CDA0R, HFHIZBLRT 5
NF—«B, &K ¥ TdH 5 LFARICAM-1, L7 F b+ —
AR SO Bel- 2 OFEBRL L1042 EOH A M AL ¥
RHETLEBE AT A, P TIE, M2 B L,
EGF RO EGF Lt 7% —&{H L35 2 L%, HKED
a5 — 4 ¥ &5 %9 5 matrix metalloproteinase 9 % ik
1L L, NPC 7 EDFHA - EBICHH Y 27REN TV S,

(7) LMP-2A

LMP-2 A%, BZz12ME@E54&HT, BMiEL LY
% — (BCR) ®o~, B-#ICF-FE$ % immunoreceptor ty-
rosine—based activation motifs ITAMS) % C RKEIZA T
5. LMP2A KU'BCRIZSrc 773V —Fuyr¥r—
YDORX Y )N—=T@H% Lyn &G L, Lynil& o> TITAMS
NoOFa Y ) YL SykFuy - —€%25]& X
t, PLC—y2 75 IP3-DAG ¥ 7 F L % G HEAL L §l M %
HEHENbEEY, BCR»HD Y 7 F VI X - TBHINg
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LMP-1 1 CD40

D

STAT ¢——— CJAKS
ey

JNK/p38

RN

Jun/AP-1

~> NFxB €—— @

O

TR
E1 LMP-1& CD40Y 7 F v & DB

LMP-11Z, CD40D ¥ 7 F ik M) & NF-«B 2 iEMH L L, Mmoo > 7+

NVERES S (L33 ) %),

N EBV O FEMHAL R 7 R R =3 AT FHFE SN 5B 7,
LMP-2 A %HIE, 2oy 7 F vzl L, EBV BIGH
ILROT R — 2% HIET 5%,

3. LMP-1 D& & MiaEsEtése

LMP-1 X EBV OFABIET L LT EIHIFES R
Twb. LMP-11363-kD OBE&EME T, Mk 6
HBLTW2 (K1). Bl 7R b= 2D 7
F VI 9 5 tumour—necrosis—factor (TNF)—receptor—
associated factors (TRAF) 77 I —&HH: AL T

559 TMP-1® CERMIZI1Z 2 » iF ® NF-«B i ML 5
WAHEIET 5. 1 #F113187H 5231% H ®#4>T TRAF-

KiABLE (Pro-X-Glu-X-Thr;PXQXT) %Hi% (CTAR1)

Thb. TOHEEHI O ITMEIEHERIGED > 7 FudEsh
5. b9 1 2 F1E35140 538680 7 I/ BEsHE, (CTAR
2) T TNF-receptor associated deth domain (TRADD)

ML TTRAF 2 THMAE LTV A, 2 OFBIEIAIE
{LHIBBE D > 7 F VW AMmE S NS, LMP-1 DFO%F
% BERB 1L NF«BIEPEALIC K 0#FESN L. CTAR 2 @ NF-
kB i AL I8 1C TRAF 2 2% & L, NF-«B O 7% i
HALHBZ B, ZOTRAF #H L72NFxBD Y 7 F )V
X, TNF Lt 7% —77 3 — CDAODM YN > 7F
WAZE E D THEBLL T 5™, CDAIZZDY F ¥ K
AL EORIZ, CKUiD TRAFFEAE F X A
TRAF Z#54 LHifg oM % #4173 ¢ 5. —J7 LMP-1
X, MRS R» SO H Y P2k B2EMALY 7 F VR LI
TRAF #& F A4 Y CTRAF 5T fALTHBY, HE
MIZZED Y 7 FIMEEREZEEALL, Mmoo s 7
V% HRON O i IR I2$ 5. CD40 K& UF LMP-

11X, mitogen—activated protein kinase (MAPK) kinase
(MAPKK) @ 1, NF—«B inducing kinase (NIK) %%
HALL, NF«B #iEMH It L CBMlo 7R b= 22
WL, WMig~&mbEsb. NF«BOEMEALIZ CTAR1 2°
L5DOY T FNTHIE LA CTAR2 5 5 DALY Z D
FTdhADH. BIZ, TRAF 2 1% c—Jun N—-terminal kinase
(JNK) /p38/JunAP-1 %, JAK 3% STAT % iGMH1bL L,
Mo > 7N e 5%, 2o X912 EBV X LMP-
1T, WMEDCDID Y 7 FIViESZFML, Zhz Wi
ON DIREEIC LML % 5 8¢ %. CTAR 2 A O #(ET
RIKRREFZIZEBV BBANEDLL L WS I T—%
=%, L L, TOREKRPERIIBFANLEBELLD
EBV CTH A TRIANDEGZE, RFERTH DY,

4. LMP-113 TGFB1 > TFIDEEEFET S

FE O, e OMEETHASNTYS TGFB1ICK S
MBI OMHE, BIOTR =Y 2ORFITEH L.
EBV J& 4 I Bz Ml ¥k GT38 M UF GT391%, £ & @ TGF-B
1AL, TGFP1IC X BBFHIHE KT R F—
X L CHit k2 7R $ 25, Z ORI E Tk EBV FEEAL DS
FHEINLZ LR LAY. TGF-B112 & % EBV Fif
YL & AR o > 7 F VR R 2 Y, BiE I,
Smad 5%, %% %, Ras/MAPK/p21%®D ¥ 7 F V% 4§
5 (B2). ZhsoMiabkTid, MAPK (Erk1, 2)
AHEFEICY) VB ENTBY, TGFR1EMA T2
DY) Y EBALOBEIZE S N v, Raf/Ras/MAPK D
PRI & ) MAPK OEHE WY >~ AL LMP- 1 # 157,
F 7213 ras ZREET (Rasl2V) %A L 72 HSC-39:ia

(TGFB1E&zMay ru—n) THRHRIOES Z & %
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¥
EE )|
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EBVBEHMIL | ——> TGF-1 1

K2 TGFB1&LMP-1¥7FIE&pm
TGF-B 1 7 & O G > 7 F V1 LMP-1 12 X - THl
Wb s 7 F NA~EH S D,

R L 720 TGF-B 112 & 2 #H N 1 il 40 1h1) B e 3 ) 2 7 o
DI, LMP-112 X %5 MAPK OEFR Y » #{L) 5, NF-
kB 2L L, TSRO W T 7N &k
D, MMM EZIHT S p21 5D T L —F B ENLT VT
EEHSMIZL. TGFB1 LU TGFB1 ¥ 7 F IV
Wix, EBVEDPAICBOWTEELRKNT THDH I LHRE
b, TGF-B1IENPC 2 ix® &3 5 EBV B O
BHEMEFEFPTHV LRV THRESTWS, 20 TGFB
137 FVEEIT LMP-1 BB SN Tw B EREGE D &
U'M# D NPC R LPD OFEBADETVICHEHT S 5.

5. REEREDPADEY

EBV 45 52 % 41 fg B2 & M T M IE (cytotoxic T lympho-
cyte;CTL) 1% EBV E4:fifia # R T EERZEOH.LTH
5. EBNA R LMP 23 Z DR & 2 ), G PER S
N5, LCLIE, MARGETETOFHKERTIHRIHIN,
B CTL O E 45, TRBEGIZFNIZOE, TR
&G 1k, EBNA1RBLO AR TCTL DM & 2 5 7w,
EBNA 1%, MR 705V — 22 X 5500 % H§ 5
72% EBNA 1 ® & % 383§ 2 IEEHIIL Tz 2N % Prlsie
IRTELWEFHBHENS., BLIZEBNA1 DA, HHL,
FRUICEWFEREZR LYY, CTL ZR#d 5 2 E25N 5.

IM (X EBV R0 b MW E SR Z I RIET 5. &
e BAlieo LPD THC ® EBV B4t o & 2 H
SRICHES 5. BRI Y O RERP BT 528, #hid EBV
G IC RS 3 5 CTLMETH 5. L2 L X-linked
lymphoproliferative disease (XLP) (& EBV O#IE&Y: T
R E 7%, XLP #1238 28 7 075%1% EBV ¥ &4
%1 » AU TIEET 4. i signaling lymphocyte ac-
tivation molecule (SLAM;CD150) #{xT-OZE RPN T
5", EBV G 2 #H 52 T 2 NK Mg ot o
RIBIZEBHEALETXLP 2 RIETHELZONS. L

(VA NVR E52% 25,

L, TOXLPIXEBVEGOARTIERI Y, oy AV
ARG D GIEIIER TH 5. AIDS R TIE, BY
URERRSNDG. Thbb, HIVIEGR aEif#Ic
XABCTLRHLE LAREVKTIZLD, KIRKRED
EBV &4 B Mg 250G At 5 2 M E G D LPD Th 5.

NS5O LPD TiERY 7 a—F VBT 5, &Yl
Ja T AV AHHE L, o BRI~ L, B
MLTEZERRIBLTWA.

BL &, EBVEEOREE LTHIFHN 5. BLIZLT
YAt ARERIE 2 1 T B 85 8 et fRENE D —EBA4514, 2
FRREHA~NOHERENSRONS, t(8,14) Ok
TEREI O T) VEETOTEE—F—DOFET &R
D, cmyc BETFAVEFEINEEAL S Wile A8 5 % .
L2L, EBV L OB D IZAHTH 572, EBV IEZAEL?
BL T3 EBNA 1 & EBER OANRKEHEIN TS IR TH
4. BLMINEX, EBERIC & 9 IL-10% 4L, +— 172
54 VHNCEGEE T & 72 5. EBER I c-myc EiE¥% b
WAL T 2 2 E WS MTEhE,

NPC % B D EBV EYeD SIIENE 2 B I3 & 5 T
v, BRYSBRAPEEST B A M A4 V) EH S h
%. NPC CTiZ LMP 1 EGF KR O’ ZD Lt 7 ¥ — %Gk
kL, Zh2s NPC faffilaoigsnz it L <\ %. EBV it
{2¥ BCRF 1 IZ IL-10D @ T L mWHFEMEZ >, 74
VA IL-10 (VIL-10) # 2 — F$ 5%, IL-10, IL-6 X B
MR OB &R L, T MRz ¥Hs 21EH %>, EBV
FEMALIZSE DS A L EERER & b 575, NPC T3’
AN S 5 T VCA-TgA $ifk K& Y EBV-DNase Hifk 2%
A4 tEMO 7+ —7 v FIC X DRI,
413, EBV FiEME L L B2 5 IL-105FEH S %
ZEERILY, BT EBV BIEM L E R0 72", EBV
FHEYEAL, B A A VEEE BB ADE Y X5 HROWE
HETH 5.

6. ROATFE - BEANEITT

LIRSS 2P TH . Bk EBV &G
HAIPUARCTRIETE 2 O TIM % XLP 7 & O ) g Tid
LEWHBIE, 77 FICXoTFRITE S, BLRNPC O
ZRMH T, TONRELRDLEEZONSE., TyXO—
THEE gp350/220% F DR T F RHRFEHL~NITF S Tw»
b, H2121%, BEOCTLIHERORIETH 5. 1KY B
Mo LPD Tt K —KHK4 PBL » 5 CD 3 Bpthflia % 4
WL, LPD &3 53T CTLRIEICL S, FIZIZ
HC T2 K+ —d CTL % in vitro THREEHAL S &, B
HICBAT S Z LT, EBV RGN % 0385 2 G057
DREVWEELIE I TWDY, 431213 CD20, CD21
R CD24I2%3 2 F 7 7 u— Y Hifk T LPD O K 4:i0Na %
FRRMICHIET 5 2 &A% b BRI A LN TY
%. IFN-o (Z#1# O LPD IZ8 8258 % L #5238 T
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Wb, 7T/ 94 NVARY & —% Hwiz NPC ~D @ 72
EWRBEITEOERAA SN T W AHY, EBV BT % A
A SRET 5 EMIBOEM L Z XD 2 L5 5, EBV
BIETRBRAET v F 2y A@ETFTHHILAZY, EBV Y
J RENA FaF vy L7 e EOLFERITRER, B
EBV {7 % 5 RIS FE AL S S M sE & S FgE b
fTbhTwb,

BHUIC

EBV B ENTH H3EICLR L. RADOL FATAY
£V AHSMLTES, %, 74 VA%, SFEWFED%L
D REZEDEICEY, T4V ADOWIR, 74V Z#lE
T-Off %2 OREEI RSN TE 2, T LWEREI KL &/
Hah, EBVIZERRIICOMO TEHELZ VA VAL LT
OFHMITT I THIAL, LPD TIZRIEBREIHIBE I
7. EBVIZIZE AL DRFENTERL TS Z E2 5,
v b L DOIAEH EBY KROWRD VY, WL, €oIAE
WL ZZ N5, COWBRHEEOEKRTTH Y, 5k
% Il L CHig S 2 MM O ZR S AAAES 5. MIRRICEB
LA NVADOEFEIEZIEL SRIAL, BPADOY 7N
ZWio Z 2%, EBV BAEADEIRNANT TOMRETH 5.
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