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Abstract

Epstein Barr virus (EBV) is a new type of virus. EBV belongs to herpesvirus group, which is double
stranded DNA virus. More than 90% of adults are healthy EBV carriers. Although it is harmless in
most of the carriers, EBV exists in different proportions in cancer cells of different types of lym-
phoma and epithelial cell tumor patients with normal immunity, including Burkitt’s lymphoma,
Hodgkin’s lymphoma, diffuse large B-cell lymphoma, etc. There is a complex relationship between
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the pathogenesis of EBV associated lymphoma and the gene expression of virus and cell. This ar-
ticle reviews the mechanism of EBV in several common lymphomas and the related research
progress.
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1. Epstein-Barr virus A

Epstein-Barr virus, EBV J& THEZ Wi v WAL, HXUEE DNA #i#, /&H Epstein Al Barr T 1964 4F17E
Burkitt JF ¥ ) L bk LR A0 A R B — R 2K B IR AN B8, S i R I 5 N 2R R A G
. EBV B AR UM, YL 5 a7 78 AR K HIVEAR, 83T 90% 1 i N EBV R [1] [2].
MG RGIEE R, EBV @HE A GEMEE, (H2 Y012 206N, EBV Al 5| K 2 Ptk .
BT R 235 o F, EBV A RAAS [F] LU AE T 2 Fh b0 0% 0 (AT B RO AN [RS8 10 bk 208 A b
1 e Je G FR T KR AR A o, B D e A M X F Burkitt R TR R T, LT BT B0 N P RE 4 e b S A
£ EBV [3] [4].

KEWFREY], EBV WIS SRS F R A2 B2 3] T AR 2 510 %= H[5] [6]. K,
EBV GG R EATAT I 91 Gtk B A% 40 a8 220, SURUREIR AE BB SR e e M T Ik i 5] RS 1 A 4
WA 2 FNBUMK LS5O, BEJS, A2 PE T bk CS 20 Bk A T 1 MRS bk O 25 rh R 8 R 4 ey B A A FH 7] 8]
SR N T bk A IS, AN 24 R S BE K e o EBV BHTE B bk R4 38 A= #4920 (B-LPD), 1X
— i PR HILE DL N A R DRI T G, s 1) TAIMREES B . 2) T ke 40 1) REqk
I HIV B A[9] [10],

EBV i@t 5 C3d & AL IR 55 19 Gp350/220 5 B 40l CR2/CD21 43145 &, i@k 4l i iy 7 1F
FHHEN B 4HAf[11]. A B 42 REANICTZ B 4HM3 v 7EAR SN EBV B HFAL Kk ARG A &, X Ff
H EBV /&G E RN B 4 R PR itk CAE MO F A AR . M C A g &b, J53 301 Cp 8L Wp 3R
AR R G0 T Mrna JAH N 3R E RIS, 2L M) A4E: 1) EBV #4515 (Epstein-Barr virus nuclear
antigen, EBNA): EBNA1-6, 77#4 EBNAI, EBNA2, EBNA3A, EBNA3B, EBNA-LP fil EBNA3C.
2) EBV ¥4k i< 2% H (Epstein-Barr latent membrane protein, LMP), LMP1, LMP2A 1 LMP2B. [ Fid&EH
Ah, YR E, AT A4 EBV R4S RNA, 135 EBER1, EBER2, BARTs, EBV microRNA.
RAEHFE EBV MRHERIRIE, W80 N =M, 1 BY(EBNAL), 11 B4(EBNAI1, LMP1 Al LMP2), III
RRIEFTEBRIER) . ARVERIBEURESL T R0 R AN 7 G N8 DL R TS RAS . 78 LFE
FE{ EBV MR, SCPRIGHEIME 44, 178 EBV B £ Z H PR SRRk R b, (HEEAR TR 2K
RUAFEFRRER o, EBV RS HAM I o ZRid JEH L3 ok Az 2 8 s 7 M Burkitt kB8, JL°F 100%
BEEN EBV, [HEBURYE Burkitt HEJR ., 29 10%~80%%KiA5 EBV [12], 1 HIV A5 Burkitt k&
JH, 2 30%~40%I AT DL Y EBV [13]. 5R78 K B #k2J8 (Diffuse large B cell lymphoma, DLBCL)
RAEETSMER P i WA, £ E, DLBCL (AT AEEDT S MER 1 45.8%, HFTH MkERE
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40.1% [14], HHZ)10%N EBV fHYE DLBCL [15], MR#EFE EBV MR AA R4 11 Aoy, 111 #Y
EBV J&3 . Jife it A6 2 7k B 98 (Pyothorax-associated lymphoma, PAL)JgE T-18 14 4 YA % DLBCL ) — 1,
H5 EBV RPE ML, 60% A4 11T B EBV MR G.

2. EB iR E 5578 X B iKEE

PRIGVER B AMEARER : R W HEE S S R . EARRVEE N, SRS K B 41k R 5 T
A AR A RO TR T L1 290 40%, R IPR b5 Wbk 8 o ARy — SR RARFAE . TEZS
SN L AR R T YRR S SRR, DLBCL AR [F 4> BUbR gl 0 N 2 R AL, HORTH
EAY ) DLBCL 7E I ARk 2 DA K G 245936 7 B BUR M 2 7 T AR 0 38 72 7. 2008 4Rt A4 ZY(WHO)
HR 4 T B H1) R % TA #  DLBCL 40 N AP TR . AR O FESRIE K B 210k B2 98 (Germinal centre
B-cell-like DLBCL)FIiE k. B 4H it 7578 K B 41 Bl itk E2 9% (Activated B-cell-like DLBCL) [16]. BiJE, #i—
AW FAIESE GCB 5 ABC ! DLBCL A7 7E A 7] 1 35 K R IA R AIE S R AR A 17] 6

2008 ik WHO ik ELJR 73 2 o 2451 EBV + DLBCLE N — N & W2k, % 50 % LA L% DLBCL
£ EBV IR B T0 B B4 0 5 1R 5000 8 UONEAE EBV B, DLBCL, [R] B 75 9 2 4028 T A 8 4 F0 B A
To bk LR S AN 2 A, X R B TS EBV B4 DLBCL %[18]. {HIZ KR IR Z 1) EBV +
DLBCL HIUEAR s S e g v, HAEMEAT RS > 50 & 5 034 22 19] [20]. 7E£ M. Cohen
AT, BIRRAEHLIX JLE EBV FHM: DLBCL AW E S5 AL, HEFE, x5HMERPERIL
FARE A R R AT AT 45 AR [21]. B, 2016 4R/ WHO 20 2B Hoy — NG Sk, 54 « 2487
BCA “AERFFR(NOS)” R T B HAR A JF EBV UL IR B A BRI A AN, dibk ELIRTRE PR 2 i
[22].

EMEH, Z4 EBV FHYE DLBCL (575 DLBCL (1] 8%~10% [23]. fEFE T EZR, HAKRERR, /N
T 5% [24]. EBV [HYE: DLBCL &%, JTLibFwe, HEAA RBTGIREFEAREE 2245 i, B R AR08 2H 1A
AR ENZS . EBV Y DLBCL RIAR EMEMIGADRE, 8280k 10507 ik e ) K Pl j 15 22
] [l Br 70 /5 #8 % (international prognostic index, IPT), A4 AE AR 24 4~ A [25].

K EE EBV BH1%: DLBCL &k N ¥ 2 W E 2¢, 1T EBV Y DLBCL F 2K A FE 4R 18 T+ [ 2 4%
R, BEE N D Z AL AN, EBV FHYE DLBCL ZE 3 (1) & 0% R4 R4 ETF s . AT
YWHNEZFEM EBV B DLBCL A2 HHAFE#S T O T SRR G 523 TovE XS EB 9 83 AH OC G2 R 545 201 sk
YEF 'S5, R4 D. Cardenas 254158 K B EBV FHT%: DLBCL )& 2E 5 EB J5% 75 H 9% S e B R A 2038, 2%
MR CD4+F1 CD8+T itk B2 40 ff g/ o¢, {EAT Fs 22t — B Ji 32 5 EBV BH1% DLBCL  [A] (1) ¢k
[26]. Z4EME: EBV M1 DLBCL #£ EBV %! -5 B-LPD K AIDS J& ] EBV FHTERIE K B AHL, @H &
oA T B EBV EARIES([27]. AWEFRE, EBV 4wty B 40 1L 2021 EBNA3 S2f5 B fe& Xt EBV
HOAE A, &Y EBNA3B SRR B 40 SR I0H BE S X 8 AE /1(28]. 524 DLBCL #H
bb, fERAERE N, EBV I REERH 2RI 11 BUKYy, XAl 5 2R R MHLELA ¢, 8% IAH, ABC
# DLBCL #H# T GCG U % £ (IR T 3R, FINT EBV 5 278 45 40 DX 1 A7 7E K Il X — Fh 35 R
Ko

T+ EBV HIf£4E, EBV [AE ABC %! DLBCL 7 HHl S BRE (A EHER e B i1 . 5 EBV [Tk
DLBCL L, EBV FH4 DLBCL A # B/ Je Rk S8 AR B, 4 LIS A% 22 0 AR B, B ik B0 5 DL 5
MYC, BCL2, BCL6 i fi#l, EBV FH: DLBCL A& # &K B A {1 5028 [29]. ABC %4 DLBCL H, 1%
35405 5 B0 NF-kb 3 J [0 FF SL 305 118 PEFS AL BCR 15 54% Sl I, X iR 1 L 30 BE1 o 2 78 i 24 1k
[30] fEIEW ) B MRS, Nf-kb BUGHEE IRF4, Bf)5 i@ < RE0E PRDM1/blimp-1, M5 S:
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4iffa /1t . 1M ABC %Y DLBCLs ', Nf-kb il EKFFEH0E, {H PRDMI1 U B F2E [ A AR, Bk s oh R %
B UCER , DR I bR 20 B A S R P SRR R B 31 [32] [33]. B 4k, Nf-kb _EEFIYE T2 2 4 Bel-XL, cIAPI,
cIAP 2 ¥ S T MG PE[34]. 78 K4y EBV BHTE DLBCL 1 /E(E LMP-1 ik, [FRER 3 H0H Nf-kb
%, XWAERE T EBV X DLBCL MEVG 8 73 — P2 . Harumi Kato 55 FH 2% DA & 42 40 Ak DR A
S HTHE 2 4% EBV FHE DLBCL 5 EBV-DLBCL #HAT LLXT, K IBR Nf-kb i@ #4h, EBV BHYEMR ik 17
TEE P M SOREMI M R I 8 IE, 45 JAK/STAT, NOD %24k, Toll FE32k(5 5Bk . 5 HARSMIF 7
1, ABC %Y DLBCL 1 GCB % DLBCL 7t EBV /&#4f5, STAT @Ml Nf-kb il %523 &4 ER[35].

JHR R G AR L9 A A I P SR 5 | A P — P LU B 2B () EBV PR e, AR 2 B 48 & <
AT G5 A 80 5 28 3 B8R G S0 g U s AR e s R R AT 9 [361,  FR ISk SORE T e B 1 bk R . 10
FEIFE], HRR T 65~70 RN, X IR SHEE — e iRk, S EEEIRNELE, S5&
P2 1A%} B K MEAE 4:1. Sanchez-Gonzalez B Z5AJF 78 & B 8 [ < RN 428 BT 51 2 A48 28 S th A EBV
At DLBCL 2 [Bf7AE— € IR EE[37]. PAL 7F EBV 2884 3@ & R BN 1T BRI YL, FE18 M JOREAL,
EBV i b A Sz i 7] IL-10 [38] [39] H WM K IL-6 [40], T MHC Class I Fik[41],
PL K EBNA3B &1 52§15 B i & Bk [42]. BEAh, BAEEZI 47228, 5% M DLBCL AHtL, IFI27
52 PAL s R RN FE R 22—, TFI27 MRS R AR BEAS R R I BN A2, HO0 T TFI27 1Rk IR TR i
(I FHIE AT AAT 21 BA B (0 AR AR [43]

HIV #15¢ DLBCLs, RIEAMILESE, w0 N OB AR s REGN AR AL . s R R 2 R AR
7£ ADIS Wi IS, b EBV PHYERRGL R 2 90% [44]. Aaron Arvey ZeffF 50 &8, fEAEAE K+
OB HIV #H2¢ DLBCL H, 27/48 {519 EBV BHTE, FHAE T84, 112, 11 A EBV AR Gy vh R I H R
By Aiftiiash . MAEA: & 0287 HIV A15¢ DLBCL 1, 25/98 %4y EBV BtE, Hrh 76% 4 1 % EBV i
fRIBEG[45]0

3. EB mESRESFHEE

AR R PP e 28 AR E w7 4 B 4Rk E2%, B Denis Parsons Burkitt 7£ 1958 4FF-JE
e R AR R IE S S BB 7 BRI G G (1 bk ERT , AR B — Bl R I S0 B AR O I N SRR (461,
BAGMARRE m, SER R R AL, A0 A5 1 B (AL Oy 24~48 h, H R T L [47]. ARAE G R AE )
SEUEAE, S AR SUB AP SRR R R e =2 o B BOR R (R B R AE T AR X)) R
REAAH 1

Hb 7 R FERR b R S e R AT AR ORI, JF B LB #h 7 B BL S 5 3l R I EB 3 2R e
[3]. AWFAR, EB a2y B0 EERR BRI 10 B . EBV Befg 5| ik sh 3% B sk B 4L, 78
JR R AR, OB AR ) LE AR P R IR K TR EB R B DU [48]. HE, EBV Y B 4S5 Hh oy A
BL &A= 2 [0 AR ML 5 A4 18] BH . 76 FTA o 7 BL #F, EB W& 13R1L EBNAL &, HAERAR
ST 5 A e S TR RE P AE 8 40 IRl v HE B, 378 EBNAL 7E bR 2 8 B ME I [49]. BRCH EBNA2 BEWE
FE A1 EBNA3A, EBNA3B, EBNA3C J: R IL[50], A i, EBNA2 J R G2 4 i i o L 20
HEE SR PR TRE ST, R T RS EBNA2 R & AE R4 [51]. EH 7R BL v, EB ##g nJ LUlih
15 EBNA1 &1, BHRF1 £, EBER #3oE4M SR #AE MYC KAERKN, BE EBV B REEA
LMP1 SRR T8 A BIM P90, AmFHLE T B 40 & A8 12[52] [53]. SA Kamranvar i 7 &3, EBV
e (2 105 Il TR R A O R N R 1, SoRE T RE RS, 5 TR L4 i DNA B35, Rk, X B F 2 (R s e
RAHEAE R [54]. ERGTATFTH, EBNAL BN NEERS U0 2 M| B 40447 92K, [F]iS EBNALT
RERGAMHI A T . R AR AT KL, EBNAL, P53, Mdm2 ¥J{E(E 512 28§ USP7 N i TRAF [X 15,

DOI: 10.12677/wjcr.2021.112006 41 SR k7T


https://doi.org/10.12677/wjcr.2021.112006

A b, RARAR

HI45 G 551 [56] [57], 185 P53, Mdm?2 #HtL, EBNAL A& B &M, K, EBNAL feig 354
P P53, Mdm2 JE1E[58] [59] [60]. H4h, EBNAL EAEEIT 5 Spl 15 £ & A2 B k4 A4 4%
FACE. i Pl EFR 70, EBNAL TE B bk L4 -h 4 i T R A (61

FFAAFERRMR R LG T4 & 0 B 4IIE 21042 B 41 H BTIEAFAE G, X — [l R A 5 1y 7Y
BL H EBV fF1EAHK . fEMERIE EH, EBV ERIEGET NS 212 B 404224 . Donna Hochberg 55
PR TSR B, MR IR T BBV R IICIZ B 4R, MIR{XERIE EBNAL, 1X—45 5 515 AUf 5
etk R AEE S — I — 2 62].

R EB JREAEAE T K27 BUA R R b, 78 FL A S AU JEAR b R v U 5 /D B, Rk )
EB J7 #5 1] 58 -5 I3 20 P 40 e 43 S4B 0 55 (1) 5 R 9% . 7EAE Cristiana Bellan (B 787, EBV FHEH EBV
IF) 1 A1 JE AR bl EEL 980 A7 B vy MR 2 1) S e 3K A 1 T A Xk R ) Ak 4 P SR8 R e Bk, BRI L P BB AR EB
REER ST, AERRRRERRIE T AR B . —MalGERIMR 2, EBV BHPEAAZEERR M R IR
TAciz a4, T EBV BIPEAG BEARR I C R A U T A R 0 [63]

4. EBRESETSHERE

EA SR IR AR R M — R, R R A SR AR bk OB R . 1832
4, Thomas Hodgkin B X KIUAHHIH]. 1865 4, Wilks KAl 44 NE &7 & hi. EBE/E 1989
A1 1902 4, Sternberg F1 Reed 73 il iR 178 75 &0 IR 40 Ly — PP RRROR, WA E 2R, I
FR9 Sternberg-Reed 4Hiffl. 2008 4Fhi th 5t T AR 20 2Lk EL98 43 N 26 A5 bk (B 2 4 48 LY E 25 4 bk 10 0R
(Classical Hodgkin lymphoma, CHL)HIZE 5 ¥4 bk 41 ff Oy 3 AU 7 64k 298 (Nodular lymphocyte predomi-
nant HL, NLPHL). A, NLPHL /b4 EBV FE. 48 SR FE 25 Sk B8 SUm] 43 A 5 5 T Ak U7 25 4k
298 (Nodular sclerosing HL, NSHL). R4 4 i B4 77 4k E2J8 (Mixed cellularity type hodgkin lymphoma,
MCHL). & Ttk R4 i 14 40 ML ZE 5 4 bR B2 8 (Lymphocyte Rich Hodgkin Lymphoma, LRCHL). ¥k =L 41 g 74
ok B 2E A 42 R B2 98 (Lymphocyte depleted Hodgkin Lymphoma, LDHL) [64], 7EX PUFp2RBYk e o, ffed
MR E AT S/ 1 - WAL 1%~2% [65], HRAERI KSR MR 5, A4 T e,
BRI, EREANM . ERRVERIAIE . F4ERIIIES, RULMR ORI HL [FIFE % X E 2 66].

ZUMTVEA SRR EB IR R 5B H IR, YR, FhR, HXIEE—ERRE. KIA
E %, EB IR LN 30%~50%, 16K EF b 5 @) EB i 2. EBV P62 K
AF/NF 10 Z)LEMKT 80 ZRAEYS . Hrb, JLEW LR M TVIR EBV &Yt H)LE F, MTEEE
N ] B 5 G TR R A K [67].

R, cHL A2 AIDS 3 qpfsl, (AR AHE, AIDS B#FA%E 10 50 cHL w3, JFHK
AR Z )y EBV BH VR A 40 B0 A0 bk C 20 90 ek B0 82 7 i 2988 [44]. cHL £ CD4+T 4H i385/ 1
AN R T HIV AR R, I BAE HAART JEIT )5, cHL KB EA BT m[68]. X 7] RE
STEAEARRER T, CD4+T #f EB i85k B k401, 1M7E cHL ", CDA4+T k41 BEA% 14 Al
Jieo e 4 PR R B A O

EBV FtE cHL ', Eb Ji i o 1 B (R s, 3 2Ri1L EBV &Pl EBNAL, RS LMP1
I LMP2A, itz AMEH AR5 RNA, EBER Al BART. LMP1 @i #i{}i CD40 324k, ALl 0% it
NF-kB, JAK/STAT F1 PI3K {554 i, Mk SAER 0 B MREFE = SE[69]. 74, LMP1
R G )9 i A R B, N Ak BEAE T . Vrzalikova K 256 70 &K B LMP1 J#i 3 Blimpl
FESRANE AN 0 [70]. 5T LMP2 EEZAESMEIBENER, HirE KRB S5HAMRE, £ T LMP2
AT BCR P4, 1fif BCR Al LMP2 /£ HRS 40 rf SC88 T il % 15k 2k, Ikl LMP2 Al A2 AE BCR
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I EH 1) HRS g iAgi e RHEER[71]. 545, BT LMP2 7£ EBV PHH:EE 75 47k EL98 o 4% v 1) B
PELLG], AT HE LMP2 77E bk BCR g 4h oAt 5 24 A

R EBV FATE S EBV PHE cHL EASRIRA A — @ AU, (ESRE 2 & BIE B e AT R Rl
HARE . JLFFrE BCR MREEH cHL Jy EBV PHE: cHL X —IL R KW EB ## e 4143 BCR Ik
BRI R 0 B IR T[72]. TNFAIP3, ZRi%EiasE A A20, &Rt cHL R i 3L [,
E RSN Nfkb 75 1. X — R EHELE EBV M cHL HhR 245828, KW EBV fegThAEVE A E
RAMRBREARE T A20 (MR MEIFE 73] [74]. )5, Leonard S %¢HF7CK I, EB i RpE YL RES %S
B AT IR BRI DG I AR R R L B4 M 3 LB A AN S A ) R [75]. BRI, FEREE L, EB JREREI N O
AN A R AR (O RMEE AT A A5 IR A A BB AT T, RS HRS AR 5

5. GIBMARERE

AR, ATARE], EB WS 2R KA K. EMER T, EBV BHYER AT EBV Bt
i 3 o 5 22 BAGYT RCRANERAR . H il A 2 DT FU s B M e e ket . R UL e AL 5577 T 1/ 38 EB
TR BRI GRR ER R A Bs (BN EBV FHERE o EBV RIAEIFA—2, EBV Mt AR,
Blt, 5T EBV X itk IR A A B SEMAATS it ZEAS T I BIE 7 o

FEIRYT EBV BAYEM R B, BRMEGyr . 5 EBV IBURERITAh, AITIEAERER G 2Uhia
JYO7%, e Ak CTL Y7 MUBDREHT . EBV IEALA T514%, BOR H ATIEAF & S e R PE e as . g
Nt 2. 5 EIE A IRAETE 2 R, JR9T T SIS A Rt BT, (HEEE AR EBV Sk BB S AR T
IR, RIS 73 FAEW AR SO RANWTAR N, W] DA B3R TR 47 (i B0 7 BE mL ShaAS T R0 1A TS
M2 S B S825 EBV MM SR HIG T 77 ), AAE AR ZCK Bre EBV BH b ELRT X — MR 0
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