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Advances on the mechanism of Epstein-Barr virus
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Epstein-Barr virus (EBV) is a common herpesvirus that is associated with a variety of lymphoid and epithelial
malignancies. It is known that EBV infection in the body mainly includes a series of biological cycles such as
primary infection, latent infection, and lytic infection. EBV invades the host cell through the CD21 independent/
independent pathway on the cell membrane. The circularized virus terminal repeat sequence combines with the
nucleosome to form a free gene. The modification results in the methylation and demethylation of specific DNA
sequences, regulating the virus from latent infection to The conversion of lysis; a separate EBV genome is formed
by the viral DNA rolling circle replication model, and EBV-infected cells transfer mRINA to target cells under the
exosomes, resulting in in vivo transmission. In-depth study of the mechanism by which EBV invades host cells and
their replication, expression, release, and infection of surrounding cells can provide new clues to prevent EBV from
spreading in vivo and inhibit infection.
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EB%%(Epstein-Barr virus, EBV)%—ﬁJR@z
P NEWy-RB W, 19644F H K HH Epstein A BA
FEAA L5 0K EL 988 (Burkittlymphoma, BL)H & FH,
1184 kb K/ XUEEDNAL AL, 32 23 o MR 1%
W ABRoso i ARG R EBVY, B REAE MR DY
ARG, WA MU LR &k, H
T 2415 EB VI G AH 5 1) b 9 A0 48 b Bz 1 e 33 4
A9 (nasopharyngealcarcinoma, NPC), B
(gastric carcinomas, GC), P T 35 i e
7} 4k L% (Hodgkin’s lymphoma, HL)FIAEE A 4
L8 (non-Hodgkin lymphoma, NHL). BL. &}
HHIC Ik LR (pyothorax-associated lymphoma, PAL)
FINK /T 240 0 94 B4 38 B At 2 UL F) 38 (AN EBVAH
PESE WU . B2y or i) 0 EBVAT AR
JPMEA (T, Bk, T EBVANMT YL T8 £ IF
TEAR N HEAT AL 1 A e ad R AR U H B

1 EBV £\ 75 £ 4 fa gy Wl

1.1 EBV {2\ B i B4 AE

EBV /& — il o M Vi A% 4% (s 2, 1 I G
FRAE R ARG EAMEASE M, EBV
B4 D SRR e A A R R SR 1 R B R S | &
B, JRYAFAE T Waldeyer’s Ja A 44 24 b 18 41 HE B 4T
Md. EBVXIBIM A0 ML o th B Wiy, A5
JE e B 20 i 5 400 4 B 200 B A A 398 B 1% S0k R
YN, AR 11045 gp3s0, gHgL, gBRllgp42%s
i 5 BN F 1 AMA Z PR CR2(CD21) A EAE A
SEBVEBAMML L G, BEJG A BERE Fgpa2 5
gp85/gp2sE Wl A EH =0 TEAY, &b
Mgp42 SHLA 11255 F45 4, 1FEgp85/gp25Mgpl10
WEHKZS S T LREMEMAY . Haverkos
4T\ S EBVEE R [1gHgL/gB Flgp42 L [i A &,
WM EEEH R TSR SERLRSS
EBV A @B . BAHMIZEBVEY KR ME

1.2 EBV {2\ T/NK i B 4 fl

EBVAL AT SR L T /NKk L 4 i, (HEBVEE K&
12 AT /NKIH A0 B AL 1 A BB . T/ NKk B
Y RE AT IKACD2 1A FRIXHLA 1128, {HT/NKilf
Eéﬂ]ﬁ@%@iﬁ*%%%?(integrins), T 32 2 1) 5 st
A ZRRIRGEIN, FIAERT /NI 405 3244
A5 1O 5% JEURA TR B 40 R 9K £ 4E 400 it 4 T e 5k
CD21, EBVWL Al CD21 [t % T T bk I 240 it | %
YeJF IR T 0 A ANk A A AE . SCHR[11-13 ] i 12
15 S PEEBVIE YL H 4 (chronic active EBV infection,

CAEBV) Ttk [ 40 o FINK4H At A Jk gy, ik — 4%
FREBV ] i JE e T 24 0 R0 N K 2 it e ] 6 REL 4 e

EBV-L A 38 2 2 B - 4 Jfd [A]Jge 4, R ANEB Vg
Y (B AN B b R 20 A % 45 T /N KK B 40
EBV/ER L (Y BAN A o] LA TS NKAR ML, 0 28 il 4% 75
(synaptic transfer) Y 75 i AR 45 CD2153 1, =4
% 1k S EBV S NRAIM LS A, ook m
TG T EBVIYT /NKIb T A0 38 24 314 20 it 75 P 43
T, tngEfLE | kBB AT 40 R PR (T cell
intracytoplasmic antigen, TIA-1). EBVAHCPET/
N 420 i g o UL BN A . CD8* T4H fifg Al
YT ML E LR EBVIER YL 40, J& T R g0
A, 5k s [ R SEEB VIR UL (1) B A Jf 5 L Kz 4 )
T/NKH L 20 i AT A8 38 3k Ho 73 2 ik 25 1) 42 fil 1717 J
EBV!",

1.3 EBV @ N8R - E 4R

EBV i ¥ 38 & IR 6 B E AR Py, 38 9
B Flgp3S0-5BAI MY R I CD2 145 & 1M B L B4
M, b RANAFEILCR2, EBVAIM{E A I Bz 40 i
Ko DN Bz 240 WO BETBCHL R v AR B . A B9 S /REBV
Al 3 7 T CD21(CR2) i e ik A . T |
B2 A . 1) 38 3k T sty 40 A S5 EBVJER L (1% bk £ 441 i
T 1 40 - 0 R ) s 2) B Bl SPLAE AR
5 EBV BMRF-245 [ 2 [i] (9 A B.AE H1 4 S EBVIiF 25
9 B OB HE ASLCIE s 3)PIUUR YL S, EBVE RS
1t SN RS B AR R A

PLEBVILR B R A& Wgan il W& &N T
EBVIR AWM I FZ 40 e, 455 IgARYEBV ] 3 1o 73
/IMA (secretory corpuscle, SC)I™FNAAE R AT
E R AR e R R G B I b e R
PUEBVHS S VEPU R IgAK V- T, X MEBV-IgA-SC
SN FFAE R 0T REAC R EBVAE IR N 1R A Sl | F7
20 Y 2R R A2 P Wang 25 PIRFIT S B M 22 1 R
F11(neuropilin 1, NRP1)/& |- 4 il /B YL EBV I 32
&, EBViE it NRP15EBVHLAKE 1 gBH L AEH |
fEFEBVINAL KRl , AN 3 £ T g FE A 1k
WAAE AR A S Lz 2400 . NRP1#843 4 FEBV
TG LI EGFR/RAS/ERKIG 55, NRPUKH 12
1Z|§@§/§L@§?§ﬁ@§(receptor tyrosine kinase, RTK){%%
i AR B 1 A EB VIR YL

1.4 EBV @\ 7 £ K 40 A@

EBVI YL I b e 20 vl 5| A o B I AE R
PLEIANTE o F AT 2= A4 3R A EBVI &
TR AL, SEBVIR ABRIR T B 40 )
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ML A ESE: 1)EIEW A X gp350/2208F F 1
IgAREBVYR 224 T AT LA AU 5 R A W 1gAZ AR SE
HPY BAMIgAM A AET N, I 50
Ak = B 4 R S AN 2 T 2 3k 1Y S IR AR L4
EBV-IgA-SCHE & Wil i ik 42 N AL 3 iR 1 5z 40
i, 5 bR A R AN T SR G AL A
S, ATREZ RN T B 26 UK 9 A9 2R B R e B 2)
EFE7ECD21(CR2) B Z I IE AL T, gHRIgLE &
RRTVE bR TS AA, SR UE T BAH L EBVRE = 2
M5 co21(CR2) FATER b2 dn sl &, Ak
ZgH/gLE A RMEBVEL LA WAL S 27, 42
REBVR A M gH/gLE AR 5 I 57 40 i 4%
SRR AR (INHE G R avB6e MlavPs) B4 45 4 1 fil %
EBV-5 |- Jz 41 S B (4 il 45 %)L 3) EBV 4 At 1 i
FIBMRF25 Ak I B2 4l i - ) 8 & A B A/E 2
EB Vit % £ 40 g 3 18 A 55 — AT BMRF24r T
T = ik Arg-Gly-Asp(RGD) 5 5 4E HrB1, as, a3
Mavik & R MR E 5, R, BMRE2A 4N
it - 40 e kA T T RO BB (1B, O LR R T
FEAEBMRE27> AR/ H Rl A 75 2 BMRF2
58 Z A AR R A R ST B N/ B B
B,

AT B 5 R Eph A2 SR EBVIER YL | 1 41 i
B RHEAZ IR, BB E R S 45 A EBVIES M gB A
gH /gL, XFP+HH VEH 28 it Eph A2 24 Jfl &1 25 14
iﬂﬁ(EphAZ extracellular domain, EphAZ-ECD)'%EﬁE
B, HEMAEHEEBV YN F IR .

2 EBVDNA A ES S EHIHH

2.1 EBVDNA £ B B N ES S S I

EBVIZ ABAIMIG , 2Pk ¥ DNAM & 3% #290
A Ui &2 J7 5 (terminal repeat, TR)#EFTIRfL,
ot B EBV SR 5 i I AR 1 1 (LMP1)-2AE DA 1 7%
L G 5 DX 20 A B e it T g B A I ) B A B — A4~ ik
FEM B DNAJT FIHES B0 A% /A T, 38 o 5542 46 i
EH, WHEAMPARERE Y, HFHAOR
R Z2 NG B AR 2y, BIiF S 5L, RS EBV
i 9 B DRE Ry e WLt AR B i A 305 50, i
XoF 41 ) 2R U 38 A% A 1 8 4 R A s 2 58 1A 2 b R
FEDNAJT I 1 H LA A2 B Ak, R 05 7
PRI 2 28 (R 4 Y L 9 B S I 1 41 2R 1
£ AL (histone deacetylase, HDAC) il 5 Al
2 H AR AE AR 1 FIVAR P30S 4 EB VAR JE A
BZLF1 (W FK NZEBRA) S 8 7 X1 (Zta) . IR
A B NG B TR BEBZLE LR I R 5A .l %

TR0 75 4 A 1Y R b 37 BRI (TR ) e sk D B
S . BamH1F BEz 75 Bi%HE 1 (BZLF1) MiBamH1
BIRAEFEHE L (BRLF1) P, 0% — R 912 5 4 Hl9%
FEDNAIHE A Y,

EBVE 4 4t i 1 240 A% b B T AROIR 25 TN i
SRR, Sk [40-41 )30 . AEEBVIE R G4
B8], EBVIEE KA 45 AR R, A6 SHH i i
MMIDNAK FIPLEI Y 1k, I EHBZLF1#
IR | R B 20 DTS AR 005 2 Sy S i T B s, e A
TR . FEIB AR TG, EBVIERA
i i I BALFS DNA®R G [iff (Pol) . BMRF1ER & s
L4 R F . BALF2 ¥LEEDNAZE 4 2 [ M BBLF4-
BSLF1-2H Wl i 15 &2 THIAIL I 715 100~1 0005 -

EBV il 47 78 Ji & R gy | W AR e RN 24 fi 1k
WG — RVEWIEA, R RE R0, 1,
1B 111 #4945 Ho 8 R EBVHE 2% . Whoe £ HiB
21 i v R JER e 1 [) 8 38 1) 4 0 T AR EB VL R AL
6MAZ i [EBNA 1, 2, 3A, 3B, 3CHIFE FHE M
(LP)], 3FhIRMEEE (1 (LMPL, 2AFI2B), 24~/)
M EBVZi IS RNAs(EBERIFIEBER2) FI3 1~ /NRNA
#f(miRs) o TE ARG IR VIME], R38R 2 B0 5 I
i PR o R LKA 7= ) A e B R A S 9
W ORI R A A BRI B AT IR AR

2.2 EBVDNA 7 NK/T fif A E 5 5 RIEVLF

ST EBVAEBAN M (W e A=, EBVIE R
43H0, 1, TIEKII 4Fp2EH0 BRIgtRIIoRISL, i f
AR ZE A1) FAEBNALZE . EBERIFIEBER2
ANEZE R K V- miRNA, RS (LMPL,
LMP2A/2B) £ R TTRITTI R ip 33k, Hifly
EBNAs(EBNA2, EBNA3FIEBNA-LP)7E R A1
IR SRS SR EUE S AL, BBV
iy T/NKAAEE TR IIIIAY, {U R IKEBNAL,
LMP1FILMP2A 35 52 (1. A4 RNA(f]
QIEBERFIBART )t A MRS 35 . FEWS IR 1T
RirR, fE BAYEPUE . EBNA2FIEBNA3s RE ik,
KL, JERYYEBVAYT/NKA ML Rk &1 % 40 f st T
OB EL 200 B T, R A R G RN o

VEZ B R . JYLEBVINT /NKZH il
TR 2R PE B R, BBV S L DNAK H
DHRE AR, WK T A RDNAK §l . P
¥t oriLyt &2 il JC 28 (24 52 il 1) e ) 7 284 figf R e
WIE BEN TR BEDNAK H, 765 H = W N AL S
A R B AT A AR A R S AL
¥ Bl G R A IR R AR 45 A B 1 (ZEBRA) , Hgf
DNAZE & (1 (BALF2) FI Sl 52 i 1t F i g, B0 it
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JEMNF (BBLF4), 5¥HE(BSLEL), 5|4¥HAH&HF
(BBLF2/3), DNAR i (BALES) MIDNAZK & Fify
Zr G R F (BMRF1) . BHIE — LR F RS G
H 1 (ZEBRA) HoriLytH KL W o454 S5 HAL &
ﬁi‘u% EI [42-43,47] .

2.3 EBVDNA E#R FEHAMANEH SRIE

WF5E ke IR & e HEBVIR 2R 1R A I B - 2
gifeL, DR, PR AE R RN EE . B BN
B ORLY B 1 B T 2 YL PR B Ik 1 40 i
S7 R R R TR B I, EBV LR 4B
RFIR Y2 0 R FEDN AZE #4 i H 75 = DNAKE il L
TE TR AR BRI 4 200 B0 P A S 39352 il — ok 150 AR L
YL ], e B A AR &2 I X 9 15 100~ 1 000
00, kR S DNATR IR IR A, H KAy B
DNAZ T i &4 V) E B sk R EBVIE R 41, JF it
B AL YR B AR 2 40 i A0 i K A AL R Y

EBVAHXMENPCH, ps3 Kk E 1 p63[al Fli Al
B ANp63il & i B ik, T EEA B T4 FFEBVIE
RS p1eVT B X | B A FF L EB VIR P 2 %
Y BBV A 2 T R Bk A L s -
Fe 20 0 3G 78 Y, BB VIR YL 4 40 i 455 v B A 5
%, pleMip21iAmne', p16% 1% M/ micyclin
D1t R A M EBVIERYL A KMEER, S8%
TR 20 i R R TR TR W AR L IR . R i D) T
B A7 AE p 1627 Ml cyclin D1t FIRES s
A 3R FI Bmi- 1id 2235 R B0 4G 1 Rz 4 i ok 2B 1k
IS FFEBVIRR IR YL B 15 4 K T i B 3
PRI 263K 1) B2 2% OC R T BB S EB VISR G 1 I K7 24 Jifd
AP 5 ALY

2.4 EBVDNA R F RN EH 5RiL

4 L DA A AIE S FE DN A 4R B 4 5 21 15
e PR 1 A R A LB BB VAR G B
(EBV-associated gastric cancer, EBVaGC)HJEBV-
DNAF DLEL (<1004 ) A5 o AH R B /9 45 D14
REfZ B 25 T A0, DAZE S sopE A K EBV AL K 4H
PR o e T B I EBNA LR 5 Ui 525 5 IR 3 4
BfE EQe O, SH A0 R R 2 S R Bk T
DNAK il 42 21 (oriP) ™", 5 8 1Y & i 53 B9 5 16 &
20 L 52 FAT 22 3 R A R T T S A Y

i B ARG EB VS, BR T BE T TR AR R
KA, AT TN R R A M M R A, A
R g O B e . HE N RSB, DNA
PRI DA B g 9 o AR A 52 R T 1

S5BLAML, EBVaGCsth FH (1A, F*
RS TE L, fUfEEBNAL, EBERFIBam HI-A%%
¥ (BART), EBNAJT 3T (CpMWp) 5 i HI 4t
b, DI XEBNAJS 8 FQpiIfil, RIWEBVER 4
3 Ak BE VA 5 EBV FH 4 i 98 40 i v 7E 3 R 1Y) ik
[ S

3 EBV £ C R M PR B S EEIE

EBV& — PR LR, A% 0k
fig PR I Bz 40 T 0T v R 2 S DS A1 00 R 1 R 1) A
5, WTEHAR W MAEBVIE B I S E A B Yy,
[7i) 1 308 2 A2 SRR A I £ 0 97 A5 DL R AR AL 4R ), Ik
YLEBV W B (40 M 75 5 5 S IS, RO B R
TR UM [ Rz 4B 3012 B 40 A Ak B 40 i
25| KRG, FOEBV IR YL 11 B
g1 T

WALEBVEE 41 & il 7= A — A KM DNAKR
Gk, ZREERIE— LB A EBVILH 4],
HaEARIEREY . EREDNAZHIE, &M
JREELE A E L, WL Fgp350/220, FROMHE
WIPUR, 5150 B8R T 4L FRs

WEgE R B . AN IR A S W EYLEBV I 41
L 5% F m RN A # A Ry /2 i 5 2F A Btk L 48 it LA #b
N2 A T REBL ] . AP AR 2 1E 20 i e
R R, A AR REYERNA,
FEmRNAFImiRNA7 | DI REPEmRNAS ] DL 7%
FI LA, B R B AN AR A T E S MY RE R
B, LGRS T BRSO A AR e
53 21 F W EBV FH 1 41 i = LMP BH 4 40 g 41 6 44 4
W I BB 1 1 (LMP L) 1 IR 32 i e 1 a0 e s A%
LMP 12& 2% 2| Sh s A ) i 72 1T RE 592 & CR i /K i
fiffL1(Ubiquitin C-terminal hydrolase L1, UCH-L1)
2 YISy T4 3¢ . EBVER % /NRNA(EBER)fF
e T EBVEL AL 4IRS A i A v, 38 i Ak W A
La%E [1EBER-115 2B AL/ 77, Kimura%: %
PREBERs 1 H1 EBVIE YL (1) 41 g 18 1t AN b A4 o i, -
KON AR TS K EEBVA S miRNA, 45 F
mRNA T A A 1 3 40 M EBV-miRN AT 4 (1)
A5, PIHEBERFIEBV-miRNA ] fE 18 35 4P WA A 1)
B RAEAEH

4 4515

EBV A= i LM LA RN E ] ik,
R SR B A B TR AR S AT B W EB VAR A
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