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EB 4% 8 (Epstein Barr Virus, EBV) /& 1964 & X M Bur-
kit ik EL 08 400 A i o3 5 4 B 00 B AT B B bk O 40 M R 1 Y K26
R EE . T2 8 A5 AT b i IR e R R ik 9004, A28 A
B ILRI B T EBV, IR & B4 . EBV 5 Z R R
KF ) AL A% G Pk B A0 G 22 o B AH DG AT A0 i
1 2 E | Burkitt J#f B 98 . & I & (nasopharyngeal carcinoma,
NPC) | ¥ A Ak B 5 . Hop, NPC 23R H 425 Hh X
oo O O S SR el T R e A A ) L B B L A ] T
Bk BAEE BR RS AEx D BT NPC 8 5% 18 1 1 2 M
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1 EBV s &R B HRi#ER

L1 RKEIYEAD  OF5E R U5 2 10 I 50 h T A e X
YRI5 03 T A 2 SR B IR X 98 92 0 7 N HLRR L 1 L EBV 1Y
T A B A N KO i S [ A 55 A8 U % (the cotton-top
marmoset) | 3 38 M (the common marmoset) F14 3k B % (the
owl monkey) |, FLIE 20 {if 40 80 AR, fHLLH EH VIR T
EBV %7 th 50 55 i R G 00 . A WF 5 38 Ao i Bk 5 G R
KT 3 0 8 AR TRk 23 i 2 il EBV 75 5 1 7k A= 1k i
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AR A B . R R TS EBV Y
YR WSS E BT B SL T EBV 5 S B e X A 1 3
WAL 35t 4k 1 SR ACTE PR (A P R T 3 A e Y ) 1 e P A
A0 1 22 J A 56 R I A A5 A R RER T ik R
1.2 ZEBES H I B2k (severe combined immune-deficiency,
SCID) /N FUBEH 1988 4, Mosier %% 7£ 1k 41 # F§ EBV 1) 9%
T AL TR YL A Ab R I ik B2 41 i Chuman peripheral blood lym-
phocyts, huPBLs) ## 37 # B & £ 4i Jifd (lymphoblastoid cell
lines, LCLs) , 5 #e /i 28 SCID /) FUIE B X AT A 36 3
REMYHE . M8 T N B SCID /) Bl (hu-PBL-SCID mice) 45
AL L WL ZE B B Ok 40 i R AR Rk . N MR
G EHEV R PR BRI T X — 85 1 A IR IE B R
228040 JE I B 40 i (peripheral blood lymphocyts, PBL) A] ¥£
G A SCID /I BUIK 7T 2~4 8L 885 A R sE =,
H 2N EBV B 6 40 M A2 A 3 SCID /N R & b i 7
S EBV MG H B AL RN . E EBV R IR H R A E )y
T, B i ' i P 8 R A 58 4 — 2R, AT DA O B9 3 R R
RABF R SIYERL, 53 B0 i 2 7 EBV &y SCID
/N BRI L F S 7 /0N BRI 4t i ob BB R A EBV A BT 1
(EBV encoded nuclear antigen-1, EBNA-1) ) mRNA F ik, 4%
7% EBNA-1 A] GBS R EBV AH G R 0 35 7 S 5 Y . Jilt
A WFFEE 1 Sy SCID /) L5 & i U290 2l 5 A L 4G 00 ) % 4R
K% [ (latent membrane protein, LMP) #3355 b8, #f i) Fo v
AEJE EBV EZ BN R, 78 bk I 240 0 K A T e Al i o 72
R RE LA T EEAEATY, Ma 005 i BeRp CD34 " 40 i Xt
SCID /N ERFAT S e T4, J5 Be Rl EBV 1495 7 8 it 5 ) 4 45t
RLUER] T EBV R 2R B0 Tk R A AE . Chi-
jioke 45175 i 7. SCID /b U Y EBV R GEH] T A A
SR A 40 M Chuman natural killer cells, NK 40 Jitg) & L #1) il
EBV 2L PR L JE T e IR £ e 1 S0 % 20 i 1 22 A B itk L o
% H . Hartlage 2578 58 33 # 37 hu-PBL-SCID /s R 8,
3% T EBV i 2U#HE 1 (BamH T Z left fragment 1,BZLF1)
A AR RN UE R EBV S i S 1] i JL L X B S0 T EBV g
B S SRR Y T 5 A B T A
1.3 BRI SYR IR gl R e TN Y O B B
R 5 5 2 F 7% 45 )5 38 1 WO S 0 S R AR IR R T
A KT BRI FRARTARE E N2 RS B 5 2k
2R T R 2R L O A it Ae e i — 263 .
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AR S [ 1 (latent membrane protein 1, LMP1) 4 B4 3t [
ML . A WP % 1 EBNA-1 R 50 skiE [ 2 W
Ja 3T Ep il £ 5 D/ B St 7E X 2N BB BRI T
BT . X —FT AR ¥ AR R 9 5 ik il 4 Ep 5 LMP1 3R
TEH N SE PR/ B LR 1T RS B Y R 0 A M AR A
RIS H/N BRI 43 76 % & BIFE T2, AR Be A T 3 b e
B & A AH X TWE 5T GE Bl T LMPL 1] DL iE £ o i X 7 9%
L RN (=P A WG QAR R i 25: R 1T M R W ]
GReBEBEH) 5 LMPL (42 58 1 S i Je BOmAE T . X — PRI R
T EBV AT o B H 3 S Eom W, R 9T AT T
EBV AHSCHRRAT T TR, A 05 & i M 5 4 Jm B 4
A [H-1 (metallothionein-1, MT-1) & # X il LMP %t A
pBR322-MT-LMP Jgki, H & 0 51 206 MT-LMP #% H K 4%
Tl TN BLS2 G B P 1) 8 A B TR BRI Sl A AL R e T A
LMP JE A %% SR a0 i 2 5 8200 . A5 2 05l i 3K 15
WA CMV B3 7/ EBV £ i (membrane antigen, MA) F
B SR ARTE S 2R L A/ BRSO A R O b A
T A LMPT(BLLFD) S P Ag e 56 /N B 9 25 s i 7
03T 7 BLLFL e (RI7E 5% ik R/ GRS i) i o4k €28 40 v 1) 3235
K MA e 40 f i Bk A0 O A DE S EBY Bk 5 1
B g8 1 00 RARML T A A 1 SRR . A I 9 e
PERRE IR E B S 8 T ARG T 5 LMPL 3L, L) 4 4
TREEK N BROT A DU B B Ok 40 M R R A B RS
420604 A BT A B B /N R AT EBV M S SE A
Rl & B A LMPL KA K P8R - B IE R 7 LMPL 35
Xt EBV BOf £ TR R OG5, & B Bom 1F TR 8 A .
B HEMET ik EBV IR IEE H 2A(latent membrane pro-
tein 2A, LMP2A) % BRI/ L, R B LMP2A /] DL 41 B ik
B 240 60 52 A B P 1 BB 9 B 40 A 35 45 5. 9 B LMP2A X
FER EEBEXTEES . HHRFAH ED-L2 2 4E
ERROIAYE SPS RS v PN A R EROR SR = B RS ek S i
T JEE DL (Cyclin DD By R B R /N, 85 RED . &
BB SR AL SR R BT R AR O S A
W G ARKETFZM . p53 EAWHEMRE . AFREN
# 7 ED-L2 PLUNC-P XU 8} 7 # NPC SR i) LMP1 %
TR E AR L SR FH 2R O A% S AR S i A R RE RN R 3R AR T
58 HELHEDN B, Horh 4 R Gk, 3R R 1 HF BRI/ LRy
N 1= BN i A S P - S B S vy | = e o1
ORI AR AT A OR A R R 1 R S Bl
TRy E T A AR A ANHMEZ i 11 AL R (CR2) (1 5% BE /N L
FEIX B L B DR /N B 9 R BT A0 A ol B bk 46 i B EBV gk
Y ULH] EBV 8 55 AT U o A CR2 3EA B itk 4i g™ . A7
WF9E K F SV40 Jg s 75 EBV E#HiJR 2(EBV encoded nuclear
antigen-2, EBNA-2) Bk [5] % He 4 gt 1 5% JE A /) BB AL, 783X 88
SR R 2] EBNA-2 (9 383K, 7 W4 3 B /0N 8 1 A
AR, YR T S R MR . IR AET K ED-L2-4k 65 5
7 [ (green fluorescent protein, GFP) i1 5 A JI i 57 K5 0P i 4%
THEFEN LB T EBV $ R 31 7 ED-L2 J3 3 GFP 78 i
YR I o 0 AR AE B0 L D9 58 TR T R B 7 A Y A R
SR ME T — oA M Tk, R, Chang %0 5 i % B
C57BL/6 Jash T 5 LMP2A LR, il 5 H LMP2A (1) %% 5 7 /)
R R IFRIE LMP2A B/ 1/ BUIK B 42 R AN 32 38 1 /D B
PN H & A R L W LMP2A A DL Bt 4R S o B f
PERIEI KA R, AN WP T LMPL fl LMP2A 2%
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A DA B 3 /N MR N 3R Rk, L R LMP2A 2 4 AJ DL S
LMP1 D REHEAT Y . X —BFFTIESE  7E 44 LMP1 v] L |
A B ik 40 A T AR B T O R AR i LMP2A (Y $E 3% 5k wf
PUEE Bk E 40, 258 LMP2A T A3 1 8 72 i 98 51 56 1 7
ZAK A & I F 2A (tumor necrosis factor receptor-associated
factor 2A, TRAF2A) 3 # 5 B Wk B 40 i3 (4 3 GE™% . %
RO 5 3 7 B NPC 3 ¥ i) LMP1(N-LMP1) fil CR2, 43 %1 F
FZ Rk a3 7 CMV Rg ik % S 37 ED-L2, i i ) 3%
£ 7 N-LMP1 Al CR2 3K 09 20 i 5 6 H 5 00 BF 40 Mg k&
S F T AL 2 TG S R A 1 ) IR RS A B 32 IR B Y
TFEWN.ZH 3R G W 16 kN b 56 36 18 BH P 1%
6 3k fHIX 6 3K BHME FERERE A 2 RN SETS R RE R I RNA A
B KO 15 33K 43 0 ) T I L 2 PRAR R AL R R
F-BHL(HE) WA RMALH AR 5 50 HIFE ] 68 5 1517
T I RO S 56 . XTI OT R AR A B UM AR L HE &
¥ NPC (A 2 5 8 iz F 210 B % 35 R/ LA S A A I
AT T A B 22, R It DS # g 4% NPC BRI it T
— S 2 TR

L4 %T KE EBV St 2 s 1 B2k B95-8
20 1) A0 AR TR R 1 e i AR E R 2 )5 2 hiA
22| H1 EBV K58 PL 5 (viral capsid antigen, VCA)-IgG K& EA-
DR IgG 7K T 8 » {H H A BEAG 0 21 3 Al s g 8 42, th R I AT:
A7 I 9RE 0 % 2 0 S B TA A 33K 6 T bk EBV (V5 7 R 2
RGO GBI A X 7 R S T R AT # K TR 4 B Rh EBV
B TR A5 R R 6 B AR K E S R R TR 4t
EBV P4 K T/ F 5555 HAMAE A 42 3] EBV DNA 1)
FEAE s SV A E A A R I EC R 2 5T A9 T S ok B 4 41

I — Bk B 41 i 32 5 T EBV 4318 1 /N RNA1 (EBV-encoded
small RNA1,EBERD) & EBV #H 3¢ 14, H 1 26 bk 2 41 i 32 22
o B ELAN Y . X — WS B L EBV AT R S 5 bk 1 A g
J RS T HE T EBV 5 NPC R %Y, @ S sk O
Jis B EBV 1 2h #8818 %t B 57 EBV I B AL 2 8% T N
WEL A AL E o B A A TS I U8 KR A R R EBV
G T B A5 R S ZATARRL, 10 R P g 4 HAE B RS I
YL T EBV., £E 4P & I B8 4% 40 il ( peripheralblood mono-
nuclear cells, PBMCs) 146 1 2] EBV # 01 ¥ F 5 K AH X A
mRNA [k, 8 K W AR S B AR T T s s 22 G A
EELCHAF 1 RGP R RE AR MM EsRERT
EBER1.LMP1 f& EBNA-28" | 2 j5, 3% A B\ X o 5 5 A
EBV BHE 9 B i & 98 40 ifg (P3HR-1) 3K 13 EBNA-2 il %k 11y
EBV, 43 I3 2 0 K 1 56 (e =4) Tz B s 35 b (n=8) 118 7 20 Uk e
T 25 R 2 R F PBMCs H £ 5] EBV DNA 77 1 )
AN B k. HE K X — 45 R 5 AT 5T 45 R0 1
BLUEBIN BOS-8 4 il 4K 15 B AR M EBV X A 1 g R g R
[91%(10/11 )]k EBNA-2 ftde iy EBV &[17%(2/12)7], X
— ST U E ST E SR B EBV [ Eh 4 R, W B T EB-
NA-2 7 O Qe ML IR i fE ™, A A EE IR 5 B X
Rajedni 257073 i s s 45 A 11 s 9 7 00 e 745 Fp EBV ., 25 01
BRERYET EBV 0% T A KBk Zta/BZLFL 1gG., 71
HiF (EA) Hi & TG, K VCA 1gG K V-4 F .15 EBNA-1
IgG KT IR 28R BT Ho A0 A BE I A% 2 P PR A% 400 i 3 22 E
HIZEBL . iR EBNA-T 76 88 i 6 7 A Py B 25, 9F AL
BT R EBV 5 A KR EBV S 800 HLIK IR A .
Khan 25073 it i bk 7 44 00 05 X%t 6 K28 |k [ R i Fh EBV
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P BE RO AR 6 AR LN Hh AR TN B T EBV R O Hi i
IgG K& IgM 7K -y 7t &, i PBMCs ft EBV DNA H& 58 1)
BRI 2] 5 He A0 EBV 10 A5 6 X 6 R F A THRLEL5 diy3F
il AGEH 20 mg/ke) WL 5 RASE AT G0 58 30 61 » 76 G i )
G R AE TG 1 4 H A+ PBMCs W AR 45 5 b £ 3] EBV
DNA 7 M AE G HE B 19 32 35, JF W48 3] EBV % 0L £ 9] & 7
We WA 4 RARF AT R Ko F R A, R 3
b W BME M R, BLAERX 3 G 100 BT B S IE o 24 R
%] EBER1,LMP1,EBNA-1 J% EBNA-2 [ %1k, X — W5
FRRUESE T S F 0 EBV 9 5 Ja vk th 3% U g 2 1) Ik B4 400 e
TSP AIRAS T RERE A . LA W58 43 501 3 2 R TR) i
AR EBV, # kB Bl 0 6 55 S s 4 A gk Y 28 00 5, S e
1 DU e 1 0 Rk e L AH TE iR 2 T F Oy R EBV i S T RIAL,
) e A T BT ] EBV A O g stk 4 2L s A . Xl
AT 0 S kA M e B % T 45 A D R BN EBV R
1977 e 20 FUK BRA 37 Bl W B AR L 45 SR sk ey A
P EBV #hitk VCA-IeG F EBNA-TgG 7K F- (19 i 5 o i
WA TR 10 RKEA 6 R 2] EBV A1 22 B
B 3% T R R ) 10 IR BRUE o DA 56 2k T 1Y) 3 5 fie )
UK B TR B I MU L S IR 4 2% B 4 R HEAT 0 ) R 4 B 4 R
VR, BESE DR 10 KRS A 5 Hk A AR B 1
AR, AL F5 il [6 55 K Pl L % 00 9V 4 o G R 10 HUBK
B A 1 M B0 2 A ) I A 20 56 k4 BRI T . 2 R IR
FAIR BUAE R 0F 58 EBV [y gh Al R R IE T EBV A ¢
Pifged . A WF 5% EBV Yy | T B B3R T A e e 4R I T
BTl
2 INEERZE

i LR, BN AN BUA 1) EBVY Bl R R R KK
SCID /N 3L R s DA B B F R IR B 4 R, 3 2k gl g 8
RIYERFSE EBV I Ys L EOm B A 1R 16 7 55 5 1l A AR
(A AETEF — S B . DATE A9 536 v Bt 4 Ry de e A
251 EBV i, BAR B L BUG T — & YRR H AR R
EBV 3 4 45 70 th, B4 J& BR 1 o [ Sy 3k 4 3 4 #5 oK RE 3 ok 1
B 4 b gk e EBV, Bl R Rk e 5 R GE AE 1R P TR 1 B
SEAFTE TS R B . T Lt AR R I K A e
B3t DR AR Y BUR G B2 1 BR B ) T H AR EBV iy iR
kS S EA 20 #4490 4EUE EBV Fittt Rk s
REAY () i 58 455 R i . SCID /s R 8 9y 865 54 Sy EBV (1) F 5% £
BT RIFF G, R AR ST EBV % WL G 58 R 55 1052 00 J7 1
AT E N SR ) G B AR I AN E A R
PERGIEH AR EBV B RECREALE . T S R 2l iy i T
B DR A 2 B 3 285 ) Ay A R B 0 B ) F 9 B A B SR AL X
5% EBV (B0 AL 2R TR 0 /E A B BB H AT, g
EBV %% 3 B 2l ) B R4 T — 151 S0 1) 2 B ) Jai 38 B0 HIL i) A2 B4
G BHE IR AN REBLADL N 110 8 1R J% e BR300t B 9y 2 i Bk TR
AHE AR TS0 A9 B R T AN 0 . T T A K R
KT B R JE EBV B AR B 1 Sl Py i B (8 LR R LB 2%
BAE ARG LAY, 5 AR E A2 HE . BREES T
A0 )2 K X DFSE EBV $R 4R T Bl L {E 7R W 5T NS4 1Y
PRI TT ATV IR B AN BB . A SkXE T EBV MRS,
UNBETE S F R B E SR EBV (3L Rl L FIE A R K %5
L7/ o 1S = S NI~ O - I P P = VAR L
L RRAE R SRR SO IR R S S R AR
22 DA AR B8 e 1 sh W ASEAL L N 3T AR SR BT 5% EBV R H A 36
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