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The role of EBV lytic genes in tumor development and progression

DENG Yizhang, ZHONG Qian. (State Key Laboratory of Oncology in South China, Sun Yat-sen University Can-
cer Center, Sun Yat-sen University, Guangzhou 510060, China)

Abstract Epstein-Barr virus (EBV), the first human oncolytic virus, is the causative agent of several cancers of
epithelial and lymphoid origin. The life cycle of EBV consists of two phases, the latent and lytic phases. The lytic
cycle is the phase in which new virus particles are produced, whereas the latent cycle is a state of persistent infec-
tion that does not result in efficient viral replication. The current view is that latent-phase genes are key drivers of
the pathogenesis of EBV-associated cancers, whereas lytic genes are primarily responsible for viral transmission.
However, recent evidence suggests that the lytic phase of EBV also plays an important role in EBV tumorigen-
esis, and researchers have detected the expression of lytic genes in tumor tissues and cell lines. This paper will
outline the contributory role of EBV lytic genes in tumorigenesis and discuss possible future research directions.
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EB Jii 5 (EBV) & — f K B XUk DNA Ji 55, J&
TABHEZERERE. SRRV EZRE - Zk
1745 8% £ (Sir Anthony Epstein) A H: [7] 25 T 1964 4
TEAR JE R bk B R R I, AR N B T 2 AL 4
T 95% M N FF SR Y. EBV W2 i & B 55—
BN 2K R Y. EBV IR AT 51 2 N 2K
i, A0 35 T M vk E e AN L R, i B (NPO) L iR
A fifi bk B2 R 98 BE S (PLELC) W EBV AH < T 4 JIH
B AT EBV AH K B (EBVaGO!.

EBV = L i M AT A& #6 . EBV 1 I MEVK
2 I B b 7 S s B e B R S R Rk B 2
i) B 4 i, 5 8 Epstein-Barr #% #1 Jil 2 (EBNA2) 1 #it
PER) B AN MG 5 . B Y1) B 2 v] DLE E A il
12 B 41 i, EBV J B DA AR G4 (A4 T A7 2 T 41 i
b, P E B EAREGERBI0. EBVHE
0] DL 3Rk 3 43 7 AR B 2 1 0 EBNATL EBNA2,
EBNA3A, EBNA3C. EBNA-LP. LMP1 Hl LMP2 j#
IR T, 1% 20 45 S e 19 2 FfE B 41 i 23 A6 R A2
0 B 41 AR B AR B 28 (4 EBNATL.LMP1 1 LMP2 7£
XL B A R R IED B 5 A I 12 B AL, T
S/ NRE RN R N R RNV 3 S ol = <
EBV Re 8 30 H it AL I, S EEBV i 8
UL (10 B T, F I 35k JES ) J% b 2 41, DASE A 4
bR T3 e VI AR SR R X R b R A R
G2 FEEBV FH K HJEE , W NPCY.

EBV 5 R0 %1 79 172 kb, 4 % 23 100 4> JT 7% 15
BLAE , 33X 26 I PR — i 43 Sy 95 AR i DR R 2R it ik DA
. —ERE A B 6 i A% 1 )5 (EBNAsL . EB-
NAs2.EBNAs3A.EBNAs3B. EBNAs3C 1 EBNAs-
LP) Al 3 Fh 8 {k i 5 14 (LMPs 1.EBNASs2A #l EB-
NAs2B) . £ 4F38K , ixX B8 AR & 4 N EBV H 26
Jee e R I AL ) H IR D 43 7, d g R Y 2 P B Y
Y1 L FEAE B R IEE Y. REH #8014 EBY
ZLR TR H R 22 B0 2R i ik DAL A b e o B R (I AE
PER SRR . AR, Mk Bk B 2 1) 22, EBV [ 22
fig W B AE EBV 3R 2 (1) 9 A8 4 s E A
5 ) 2 L W1 24 3L [l BARF I {E NPC A1 EBVaGC
BN A RREE R, 5 R, B T4 b5 R
JLAH AR AL, BRATIE T X EBY 2R LR 1) H
fhThREREATHR R . MAX B UL T 7E EBV AH 5 i
W3R B A T EBV S R SR IA 1 (1) 0 B . B —

AR 7 B AR (1) H IS 15 5 &% ol oJie R AH O 1 &0 U 1
Tod J5 A (1) 5 AN 56 B P BE . RNA I (RNA-
seq) i TE 5 40 0 1R 384 ANV S ik, SX AT DA TR
1o 32 35 DR 20 B SR G i L Al o SR R R A . AR
oK 5 R 2 R 9 /N 248 RN Asseq 4 BT 5K
EBV HH ¢ I i 11 5 S 2 FRAEY . IX SR 78— UK
B, EBV 2R IE N AE MR e 4 iz Rk, 9F B
U PR 1 R IR K 5B R B R AR, . AR SCMATR
EBV AH 5C 83 1 v A i ik RN Aseq 23 AT FF 246l
1) F 5L AR G H 2R R TR B SRR A I N R, B
WER T EBV 22 fife J5E DA ] B8 an ol 12 1t s & B 2
HIBLAE o

1 EBV 2R FEHA

51 2 Bet i r R ARG B — L EBV
T AR IR G 1 A7 Ry A IR G 22 3 B0 15 I AT R
BEPURLI 7= A, A S BUA BUR AR R AR . £
Tl i) S o) B BBV 93 B 8% UL 14 B 41 B AN 1 57 400 g
A0S EBV 247 8 BA , 9 dn s 2R A0 41 B 1 s Sk E
B30 I (HDACS)™,  BLAR 71 51 1% 5 A2 R D)4k Y
Z A MR R HIX 5 B 40 A L R 40 B ) 23 A 5
DIAE G . 200 A B Rr s KRR B E ORI,
I3 2 3 A I (8] A0 T RE Y B« RIS B L B A A5
7, Zta(HH BZLF1 4@t ) Fl RtaC H BRLF1 4w fig) /&
BT B B S5 R 7, S SR I0S EBY AR IE TR R IA
IR RN . AR DR 2 B4 A0 L 9% 5 DNA & il 4
O BB, T R R TR 7 A 3 S RE G B UKL 1Y)
TE R

Zta A1 Rea P[5 38 2 Fb 5 0 288 fife 5k DR ) 3R 0K
0,5 G A A% O 51 AL 1) 45 RS 43 1) 3 IR : BALFS
(DNA &)« BALF2 (H.%% DNA 45 & & A [F 7
Y1) \BMRFI(DNA % & B ik #2 K 7). BSLF1 (5] )&
15 [F) U540 - BBLF4 Cfif e 1§ [7)J5 4% ) A1 BBLF2/3 (nf
REEMRE | REEE AW 3 A MFEEYDY. BT
VBN ¥ B0ig TR 7 B Th B 4b , Zta 38 5 oriLyt (32 fi#
DNA & il (1) 2 46 55 ) 45 &, L3 3 EBV DNA
I,

£ G0 W RN T AR R AN 2L R R § 8
EBV £ 5 B 4% 1) W FAE ELHE R ML . — 232 BR
Bl AR IR R () R IE SRR R A A1, BN E
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FOVF B R BT k. FHEL 2R R R AR
rh 2 i ik DR (%) 30k 32 A AE T 11 R 0 e 9 R
B A0 H b, B N S 2 A 3 e ORI A% 4R BT
A %G EBV 11E L # 2 %F EBV 2l 470 5 7= A
S ) B 5 S I A A T i 9% B I AN 4 LAY S5 1) B
RN o IR B IR S B — AN
BREIRFAIE , 0 H0 058 22 S $ HHRF 22 (0 ) 3

298 B 2 DR 2H R B R I, B S5 TE VA SR 5E
B R AR T RO A2 72 R ), H Za 5 Re 15 =2
JURR MR DR i 0k o 7R S = 32 B4 L e 11 45 1
WO RBIEE PSS, BZLFI 5 1 AN 82 A4 5
LR I SR [ Rk , B & R B 7 AR 7 1 i B 5 X A
BN “abortive lytic cycle” CH BT 2 fg & HH)O™, X F
MR Re = FBUR AT FA P ATEEES], N
T A] BE A 32 B 40 B D R ™= AL jE i, B 35 7E R 2
B 5 R R AR A SR ERM . 3 MR H “abortive lytic
cycle” ME & DAk , 2 fif 55 DR W] B A5 JMoJ 2 v R 45
LD SLi eSS

2 EBVHBEEEEMBEPERIE

75 EBV M ¢ (1% ¥ B8 (£ 35 NPC. EB-
VaGC il Burkitt 5k I8 (BL) ) o, 785 AR 3R A Ty 24 it
JA Y0 Wl B[R A AR, X BE AR R B R T
BZLFI1/BRLF F1— &6 R H 24 i JL DA (R A77E , T 6 1
FLARBE DR B 2 R AT A, B AR KPR . 4 A
BRI R, R IR R W A7 78 H I 21 A
W1, HJE 1 RNAseq 70 BT, TEMRFEA R B T — 1k
M AR IR Rk . B — S AL R U 280
“URTE7IHER, BAEATTE 2R B0 LA I R K P8
fiC, 1M /£ EBV DNA & il J5 R 1L K1 i — B 32 &'
AT K 1 56 TR (19 % 08 38 MO T DNA 24/ 52 11,
U M7 R TR AN e FH T AR RR I A i B R O R A
R FEA R A AE . H AT AT 2 EBV & A7 1E
— v R R LT 3 % DA R I e e T TR T
A BE 00 1R R 7= A 5 T

RAE DA BoR, /£ 2 F EBV 8 A A il
BT HRMEAH R ETE RNAseq T HILGE 4 H
A REXT EBV B AR IEEAT T AR . T HA
FTCEO W R 77 T B, 2 F A K 22 BT 7 46 458
TR L. DR Uk X A R R RNA R

B OK B AR 2R PR A 9T EBV BH iR 4H
I ) EBV BHE B @A frifE. Hl T2
AN SE A TE /N AR AN (] 0 RE SR Rl T 2R
g A, BRI AT U 5E 12, EBV A ¢ iR I8 W 3R
I8 2 MR R FE D, I L8 B R F] BEAE EBV B0 1L 7R
HORFERBEIERN . AR SCESE T @ RNA TP EA
(7] fop e S B ep e K 0 1 ) EBY AR FE DR, WA 1

3 EBVHBEREEMESHIEAR

3.1 BZLFI BZLFI1 %R %0 1) % 5 R 5 72 {2 it
EBV M8 AR 5% 46 2 2 S (0 OB DR 32 . 9 HLAE
T ARG I 20 i rh R TE I, 2 0SB4 A EBV 244 A
I IR B kSRR 2 I UE SR SR B, BZLF 1 F2 Al
1A W] B L BN 2 (2 E EBV AH OG NPC 1) kA=
MR & . £ NPC & K #F A o K 3L T BZLFI 1E
mRNA B EE H 7K E 1 Rk, B i iE s i e
9T BZLF1 IgG 582 Il R 25 R AH . BZLF1
PR B DU 7E - 11 NPC f 2 I TR B R e
Ff P

T BZLF1 % B34k J3 8 1 B A e ", &
A DA T O A SR DU BR T R TR 12 A T e 3R A5
E (AR EAFAE . BZLFI v] LLIE 5 5 i A 2R
K (VEGE) #1148 il /- 2% (IL) -8 [ 32 18 X i g
ik P A AR AR B, S A R TR R
R R IT I 25 4 oM. Ah, BZLFI mRIE S
NPC &2 W bk S5 R A OC X Fh I % 5 BZLF1
4 S OBOE 2 i 6 )8 R BB (MMPY) 5 3 T
KU, BZLFI 0] 3@ i H bZIP 45 74 3 o] DL B 42
598 0E A0 OC 1 ¥ sk R 7 AH EAE A, Wl pS3.RAR.
CBP il C/EBPa!"

EBV 7E 22 fif ) 25 57 380 i T DA 4% 30 1) 15 7K
S48 B BR 7 A R R AR AR, L FE TL-8 L IL-
10 IL-6 IL-13 # 4k 22 K 1~ -B (TGF-BO™. 1X 42
7, EBV 2L fift J 2 (1 ] DA SE i i 8 A 5, 06 ke B
U e 2 S N, AT AR T B R ) kR A
BZLF1 7] LAl i 2 4 ZREs(BZLF1 M 3 o) B
P BOE IL-8 31, S BUNPC 4 IL-8 1) |
TR, TL-8 JU AT LA 55 50 200 it A0HE 40 A 21 e e 401
ZUCA B, A o B 58 R TS o) 200 i 1 32 SRR
] 470 P98 92 o
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3.2 BARF1 BARFI&—/HIRARER , HERE
H B 525 [ Zebra Ml Rta 3. SR, 7E R4,
XA RIAE EBV A G 1 b fz g Hh R 3Rk
{H7E EBV AH Gk 98 A Rk, X {£15 BARF1 #
N R RE R X b R MR ) EBV 2 Y. Seto
SGPVHE T AE R R M, AE — L R R BL X W BZLF I
BMRFI 1 BLLFI 8K BI1E LR ,93.4% 1 EBV BH M
NPC FEA A 2 BARFI (%L . 57— TiwE 7ot k&
Hl BARFI mRNA 7£ 74.4% ] NPC i 3 [y & Wf i ¢
A ARG I E , AR AE 69.2%~87.0% [ NPC 3 41
AR I 2P SR, O% T BARF1 & [ 7£ NPC Al
GC H Iy 3Rk B UE 4R 1R /b, A 57 2K g 7E NPC 8¢
GC 4H 21 ¥ 1) 3] BARF1 2§ [, 1j iX £k 20 21
BARFI mRNA Fik & BH MM, ik, #— D5
EBV BH 14 NPC #F BARF1 25 [ [ 3Rk 21 D E

S A P 308 T g S R AOE K i L A2 T R R AR TG PR
A2 DI AT R A1 1R AT Bl b8 1 R T
TE BARF 136 L1ty b R A0 e, #0008 7 i b g ity A 11
0, X 5 240 A4S DLk 3 2. o-Myc J2
hTERT (1) 5 257 5 5 A 1, il it 5 TERT J5 3+
o 5 A L R AR ELAE S e-Mye 1] DL B R0 i 3L &
KB, X~ SZE B, BARF1 5 c-Myc 2 [i] 7] BE A7
W FAE L BLi% S hTERT B0 , AT S5 350 _F iz 4
Mk A4k . Ak, 4 BARF 1 FE K ) EBV B 4411
NPC 4 M 7E 4R R A % 5 7 M B K, 1 A 4
BARF [ EBV B G20 f ) 5 A HASIE R I 2,
LRIE BARF1 F H-ras ¥ 1E 5 5. WK 41 i B8 % 75 41 iR
i 3 R T R, (B AR AN 3R 3K BARF 1 8% H-ras 1141
Jf A OB B P SR . 25 TR, X A 2 B
BARFT 1 808 5 M 40 6 T I 5 i 22 B 1) 1)
EH .

BARF1 338 5 7 4 56 R A3 B A B 28 IR (1)
b 30 1) 2 b o b R g R AR . X Rl B R
7157 o 25 56 4 Pt 4 01 B R 7 (M-CSFD 5 AT 3
B 20 B oy A RS PR A2 B IR, Ak, M-CSF
L5 sBARF1 0% & nf il B B M 1 109 240 i o 1)
M-CSF 321K . Akt #1 MAPK W21k , iX Ui B BARFI
T W3k 20 R £ A3 R G B R ) R R FEAE . B
fRIEFK, BARF1 [ 4515 CD8O(HL i i 2 41 fa R 1A
MR T Z (BAFAE B YI R R o 3X it [R5 14w {f
sBARF1 T4 i 4 W40 fis (M 1) A 1) CD80 /i

T T MHIE. TS 2, BARFI 15 B W41 i
I 5 10 50 R T I e B HR D e A R T A
EH .
3.3 BNLF2a 200541 — I 50K B, CD8" T 4
J 6T 1E 75 28 1 24 A JE BA (1Y) EBV 26 4% B 41 Hd 11 15 51
AR (R L obeid = Y I S il i)
CD8' T 4 5 i Ji7 A 2 AH O 1) 3% 12 7 (TAP) ) g
FHLA 1 RRMF AW L. @ EBY HERH
FEMREAT R, KRBT BNLF2a 25 71X — i #E.
‘B0 DLl it HLA-A4 \HLA-B 1l HLA-C %47 3£ A5 %L
UK T CTL A 3 10 40 P 4 30 X TR 72 38 3R
B],BNLF2a Nifl 740 £ ZH L MAMEE &
(MHC) T 2 7KF, 3+ &2 I T TAP I IhEE
TAP /& ABC 12 R ZE I (1 5 17, B e R 2 T M4
JIE 3 12 B Py 5T M (ERD , LA 5 58 & B i MHC T 28
T EEALIFHE G R4S CDS T 4 i . R R
BNLF2a f&f# CTL 5 4 a5 1) B Z1) 5 30 B i A -5 3
PR, AEGS B BT VA MR, X R B BNLF2a 1%
ik HAG B BRe S v 2 ERHAS R 220 5L 2 R L
S OELSTRAR

W58 K B, BNLF2a 7EFH 24 LL 4 ¥ EBV AH G B
i T 235, BEJ5 , BNLF2a 1 4% 3F B 78 J5 & P
NPC 75 A 20 23RN Y5 [ A5 1) S TR s S e 8 A 4 o
FIE, WFRN RS R) BNLF2a %15 51X Lok 4l
Ji 503 2 TR A7 A0 A ELHE ST (R 34, 3 3R 0 5 1R e 41
P sE i 15 50 R A R SR e e k. X
U g gt B — B, AN e A S o Bt R B
BNLF2a/2b [ 321k 52 5 G 9% e JSL 1 1 32 2k R 2 []
FEAESRAH G 25 BT IR , X L B4 A5 g HhiiE B
T BNLF2a [ 7 % EBV B YL 1) f 2% 16 10k k4 28 %L
YER A, . HE S 2 e 1) K A2
34 vIL-10 vIL-10 & H EBV [ BCRF1 4 14 , 52
EBV 7E 18 3 44 P 7= A= 10 20 it IR -1 52 44 (0 A ful
BCRF1 s W14 A R TE 2L F BA MG B3R 08, (R AR
B4/ Y EBV J5 th g Sr ED Rl 2] H R ik . (5
RN, R RSN R, vIL-10 715 T
EBV AL fs & A, i BCRF1 Jx SCEEAZ T R m 410
i B 4l £ 4k , iX % B BCRF1 7£ EBV A58 &
AT AR R FE A AR Y. B AT A H A A TR
i BCRF1 7£ NK/T ik B 5% Al BL Hp %34, IF HAB B 7
Z T 5 EBV AH ¢ 1% 14 i o 45 2HIE 520
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VIL-10 5 3 NS5 Bi4 1L-10 ChIL-10) B A5 9E

BT BIARABLE , AR G I R R $E B BT
A& hIL-10 =& ey JLRP 28 Y (00 40 A = A=, G 5 i 4
0« 5 4 A0 % A PR bk B 0 B — 5 T, hIL-10
HAG G 9% 300 4 M, T BE 1Y S A I A A A 1 A
CDS8" T 4 fitd {24 B Al [ 48 % 195 ONKO 44 fitd 1)
T ) W 4 L R SRR 4T 1 T A 4 i IR
(R 8% » BELUT & AT AR D R A o) 4 A A/ e i 3 52
Y M AE . 55— 5 T, hIL-10 EL A5 % 28 ) 34 s
P£. hIL-10 A DL 46 N 25 B 41 i, i it 5
TGF-P P [FAE F #4035 1 CD40 21 A 1) A= i, 32 11 49
WA ERE [ AP, 5 hIL-10 M EL, vIL-10 B A 3%
L S B A0 A AEAS A hIL-10 (4 552 FlE L
L, £ 35 3 5 40 B EE 1 T Ik B 40 A CCTLD ) 34 5 AN
B A . meak BT LR B, 7E EBV FHE NPC
B PR R FE B vIL-10 F1 IL-6. vIL-10 7] DA
I8 T WS JAK2/STAT3 {5 5 i@ % i 1L-6 &5 H 7K
PR A AN B FE AT G S BAMI AR . BkAL,
EBV A DA% 5 40 i 25 1% T 40 M (9 7 5%, 10 vIL-10
IRYRUEN T2 s A O B N A S R N TR
AR B R vIL-10 B A U B EBV A G M8 K A
P W6 3% (1T E R H1 5 5% T vIL-10 BARAE T LA R A 5%
MU ik — 20 R &
3.5 BILFI BILFI &2l T H 5 D20 & 2
A1 E6 995 # GPCR &[5 1y [R) Y5 P 17 % CH & —F G
B8 B2 44, {3 H A D GPCR F I g £ €2 B 3
2005 AW I, BILFIAE R —Fh A i e A< 1)
GPCR, BILF1 RN 715 2 Fh 4t i 4 38 3% , B 45 NF-
kB Fl cAMP Jz i e At 45 & 5 H (CREB) i@ B,
BILFI %58 R R IR ALY, R Bt 5 EBV &
G 1) 3 LR ARAR 2 — S AE 25 o 5 A 1tk e g 3 A
A 217

1E PR R AE R 52 R L BILFL H) 55— A 5] N3
0 5 1 2 A Sy 2 R Th ReS . B AL BOR
BILF1 {EARAMGENS 5 5 NIH3T3 4 f & il R S 4k,
I I EKT K #6 1 Gai {5 5 38 26 75 K N T2 i 98 o
BILF1 & VL 82 7% BR 1) 75 =R B VEGF (1) 4 R
Uk Ah, BILFT A0 45 30F 52 A8 & 9 40 i 18] 286 B 43 7 -1
(ICAM-DP, %} ICAM-1 3 & T L[] NF-xB 45 &
Ar ST 8 ) AR, i) B BRI BILF1 i ICAM-1
(PR J7,1X R BILF1 J& 183 NF-«B i B AL k4%

H IR, 45 & 7E EBV R 5% iR ob kG I 21 i
BILF1, bk 45 53 B 1% 11 A5 W% M IR 1) 5 i AL
Hil PPy s A

3.6 BGLF5H1BALF3 BGLFS5 M BALF3 3£ 77 4)
¥ A5 DNA PIENE M, 3F CL9E B @ i L {2
BEHE R H AT E M. WF TR BT, NPC 4H M 11 2 A
HAFEE TEFE A Y R i A2 5 EBV 2L AR P I
(1 4% A IE R X TT B S B NPC 4H A L R 20 A
Fe s M1 EBV F. 2 S IR EAT 0 5, )KL BGLF'S
& —ANSRAT S DNA W 24 S A 1. 58S
e HhIN . X BGLFS 5t fe @ i B 4215 5 DNA #i5
FTA 46 DNAAE S, fil b 52 20 B A 1 22 (R4 AS
o B MR, NI 5 B4 (B R W A |l T A F e
(MSD gL AR,

BALF3 j&—Fh 2 11§ , 72 EBV 22t JH B R 1)1
WG BN P EE DNA, K 57 K B 1 25 5 D) 20
A7 | 76 4R i, B TR B, A5 NPC 48 f s 8
BALF3 W] 155 DNA #f W 2 \ GO T 1A G 8 44 iy
A R, BALF3 WA FI B T 3 k% 8 I v 1 .
HAFVEE M2, BALF3 B2 B 1 NPC 4 fia (1) 2 Pt
PER AL, WAk S0 s 41 T 7% 1R 22 AERTE A, DA
T A P 2 a3k g 2
3.7 BNRFI BNRFI1 & —MHE /5T E A, (2t
A, B A% e R B RIURE N N 4 A8 B Al A% 7E—
TS E W70 CD8' T 41 g id 42 o EBV 2 2 (1 1)
G M A e R AF ST, =AM R B BNRF I 5 57
PE T 20 i o [ 0 B P00 78 AR B L 1 AR KB K B
MEBREA AL & (LCL) , iIX & W% BNRF1 B EBV
YL B M R IA , FE T B 50 B AR I R A
S A B A O LR B, BNRFI REfg 5 41
A H3.3 £ 18 & [ DAXX 45 &, JF fift Bt DAXX-
ATRX &%), H DAXX 1 ATRX 2 4101 ] ¥ (R #1
AR RIEMAEE A . BNRFI 5 DAXX [
HAE & 557K BNRF 1 5E 47 3 5 15 £ P00 5 91
TRV SR J0 1) K 2% 1) T 6 P 13 05 (PMIL) /M, (R
1 33 1 36 A 0 2 0 AR 6 DR 1) 3R A T 0K e R i
K EBV 5 5 141 B 41 A 3 58 A1 7K A= 42 06 75 1Y
RNAseq 7 T 7£ 5% Fh EBV BK 3l 1) % 4 i 87 o 55 48
Kol E) BNRFI (R IE (R D, — 5T LR
R,
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K1 AEEBV AL A iR 2 2 o RINA S0 A 00 38 F) 282 g i R

B SRR S I Dhe JEAE R
BZLF1 Transactivator GC.NPC.COAD.BL.DLBCL
BRLFI Transactivator GC.NPC.DLBCL
BORF?2 Ribonucleotide reductase large subunit BL.ENKTCL
BSLF1 BSLF1 GC.DLBCL
BSLF2/BMLF1 mRNA export factor ICP27 homolog PTCL.DLBCL.AITL
BALF1 vBcl-2 GC.NPC
BALF?2 Single-stranded DNA-binding protein GC.NPC.COAD.BL.DLBCL.ENKTCL
BALF3 Terminase large subunit GC.NPC.BL.DLBCL.AITL.ENKTCL
BHLF1 Involved in viral DNA synthesis AITL.BL.DLBCL
BHRF1 vBcl-2 GC.NPC.BL.DLBCL
BMRF1 DNA polymerase processivity factor GC.COAD.BL.DLBCL.ENKTCL
BNLF2a Inhibtor of TAP GC.NPC.BL.DLBCL.PTCL.AITL.ENKTC
BNLF2b Notreported GC.NPC.DLBCL.PTCL.ENKTCL
BCRF1 vIL-10 GC.NPC.AITL.BL
BALF4 Envelope glycoprotein B GC.NPC.BL.DLBCL.ENKTCL
BKRF2 gL.gp25 BL.DLBCL
BNRF1 Major tegument protein GC.NPC.BL.AITL.ENKTCL
BLLF1 gp350/220 GC

COAD: 45 H % : DLBCL : ¥R 18 P K B 41 il bk B8 ; ENKTCL : 45 41 £ 78 NK-T 40 fitd 4k B 5% ; PTCL - 4b &
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A AE A2 b R b o N R G A I R IA 1
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BL 8 547, BF R KW, /£ BL 40/fi+h , BHRF1 LA
TEAR B (1 R 2N S 3R, I S 2 it 0t 4 B v T 3K
P 5 kP T, X R e v B A B T EBV IR
Bk R I & A2 . B S, /£ DLBCLNPC #1 EB-
VaGC #H 5% B % 1035 2 230 Fr WF AR SE | BHRFI
R IE,

— RYIF R IL T BHRFI Wi T4 k. W
FLR W, BHRF1 [ D ae 2R LT Bel-2, R4 DNA
TR S AR T, 9 B BHRFI BR3P A2K
20 L G 52 LA TR SR B IRl F- o BT Fas 36 A6 5L k%
1 i R I3 R 2SR 2 RO EOE S AR T B
0 38 3 BH ok 2 U TR B R B R 4 i ) 25 OR 4y
A 3K TR A B TR R T R I R AR T TR T —
EAEH . £ BL RAERITEOL N, BHRFI H) R IE T
T 2 R AT 25 B SR AL, T AE ML A A R

T e et 5 LR 402 8 T Bel-2 2 A (Bim. Bid.
Puma 1 Bak) #H B AE F %5 FL b A7 0=, gb4b,
£ BL LA H, /N B I 4 i R AH 40 i - BHRF 1
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e .
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Yo BILF1 Fifl. XA ILFM A B TILT
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