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%41 o3 22 9iF (infectious mononucleosis, IM)?). 7E -1k
5L, EBVIERGYT/NKH A0 Bk i 5 B0 11 % sl 1
EBV/&#%%(chronic active EBV infection, CAEBV).
EBV #H 5% (1% Ifi ok (4 2H 23 40 Jig 38 4= %iE (EB V-associated
hemophagocytic lymphohistiocytosis, EBV-HLH) & EBV
AHIR I T/NK 2 Btk E2 08 A PR 503 5. EBV IR R B G
B A 2L RFR B8 (Burkitt lymphoma, BL). 2 &7 & itk 2
J8(Hodgkin lymphoma, HL). F&HH Ji5 bk B34 56 14 5 0
(post-transplant lym-phoproliferative disorder, PTPD).
A 434k &R JE (nasopharyngeal carcinoma, NPC). #43
B DL S 2 R REARE 55 B B S e PR A B R
A4

EB VA JUB G A T TR 5 R 4 A, 5 e
KIEIR NIk 2R, FEBAYH A b S ARk e,
7] LB A o PR 0 E N AR A ILE A, EB Vil i
IO Ji 7 4 o 5 25 UKL R B PP AR FR DT IR,
EBV I A i J&] 3160 55 W A A [ 1) i B —— 2R e 12k Uk
JUFITE AR IR, 7220 M IR By, EBVAETE E 41 M
P REAT 8 B 2 DRI Rk L s B 22 DR AH 55 DL S 7 A
WL (R 2H 2%, e 28 T8 R TR G 1 A0 23 80RL IR
TR A A AL, AT Rk G At A0 im0 A R 5 T e
EBV 2 21k (1) B K AT 73 9 ST RO EE R L 2
AR] RGeS 5 ], 3 e T R DA B 7 AR O P T 3Rk
HRRB RPN LR BZLFIMBRLFI, %ih%
EBVZ MR G b FH A 1, HEH T R
HI R ) Rk, Hoh RS 5% 5 IR AR AR
B 4 (A 20 52 1] 1) Bl DA A0S R 3 L D SRR W B
b6 )5, E BEDNAS HIAH G /E R R, B4k 1)
DR 2H 3l oo PR PR A AR Sk R A IE ) 2t 2 R Ak
DNA, 7K Ui 5 5 7 A1) A B 1) 0 s 4K B 1) 75
FER A S fa, W ST DR 2 i 1 AR 7 B 1 23 IR 5
I B T B D A, AR AR ST AR T g AL IR A R T &
Ve Mz =g p R, SR R E & H,
IR 2F 7 AR BUR B0 R A2, S8 R AR
TR AL 2ES) SRR B B, W BEDNALLIE AR ]
G PR B AR TE AR T A M k% N, B 15 5 20 i ik [
HE MR, I8 a 3R, 4R
SE M0 FEAICPE DL, E W AR G 1 id 12 B A i
EB Vi i R fil] 5 DR 2 8 K 52l 1) — 2R 51 2 AL i) ok
R G R AN, 4ERPR R AR, EARAK
WA,

2 EBREGRRA

R 4 76 98 AR SR GBS 16 40 Jf rh EB 'V B DR 35 T 1) A
7], EBVAE G AT (178 AR 20 DL R 482,

WEIROZY, EBVTER:SICIZBANM H v R B G T
T IX AN IR 55 1) e SR Y B o IR, AR I HE S
fiRNA, fU{EEBERSHIBARTs, L& HFiL, & WT
BUE A B e ik {gk B\ B .

IRIAL, 5l E4m iSRNA(EBERsHIBARTSs)At, i
I TR BT EEBNAL. EBNA X EBV 3 K 41 (1) & il Al
YEFFAR R E . %M EAAAE TG AR 12 M BT Y
DA KA b T8 .

TEARIEY, TEIBY SR B R 2 Ab, ik ik T AR i o
FHLMP1FILMP2A/2B. %A ZEBVEAE K HO B4
M gy, SR, B AR . NK/TAIH
IR LR AN S A DR 8 KB itk B2 98 (diffuse large B-cell
lymphoma, DLBCL)H' [ EBVJ& T-7& R,

BARIIAL: RIEAME R, QOFEEmD
RNA(EBERsHIBARTs), EBNAs(EBNA-1, -2, -3A,
3B, -3C, -LP), LMPs(LMP-1, -2A, -2B). 5% 35
LT v 5 14 G AT B AH R 7 A AR PR 9K 2 B4 i R (Tym-
phoblastoid cell lines, LCL). f& 4tk Stz 4n iy £
RE AP 2 R R L AR v, anpTLD! Y,

TEBROIRE T, EBVIXRIA(R) D EEE, KGR
M5 R AE TR Nl AR IS F 5 S EBVA
BRSNS R IR B, %8 KR E HIHERIA
PR EE, A R R G IR
Yel g, HRTEE o — R e yT F B

TEBARL P, 4FPIEAR R ALER 2 v] REf¥). EBVIEBAH
JEL P (9 AR R o) T8 B IR A7 AE, B S AE b R 4H
it £ A2 ) DA R A G 5 v AR P PRV R TR A6 AN W]
D). BANNE N FEB VI AR GL 28 AL 38 5 AR 211
B, BT, AFETBYM, bR AR Y EBVAE
IEEAE LT BRI, g S AR TR e T 5
LR, R R EBVIEE R A ER AR R . LR
TR A G g% 1k ik

3 R BRI 2 AR N

EBVE R R GeBh B = B R IX 6N 1% HiJR = K EB-
NAS(EBNAI, EBNA2, EBNA3A4/3B/3C, EBNA-LP), 31>
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HRLL A% BB 5 AW IR MR IR ML 5 HE 7] S

TEAR B (3L RILMPS(LMP1, LMP2A4/2B)LA R K AR
#iSRNA(EBERs, BARTs, BHRF1).

3.1 B REHUFEEBNAS

EBY 8 PR 1(EBNA1)TE T A EBVAH & i
AN 3R IE, I R T 1) 95 EE DN A ST il R 25
AERE TR M — 2 . EBNATHINGG H & R AT &
RE&X. HERMANARERTY], FMCuHiDNALZ
Gk k. EBNA LB CUii IDNALE & 88 — Ak I 45
A FEBV DNAEHIFE S0P, JHEEBV R4 1,
YEFFEBVIBR BRI Fasg PEA R AMEN. EBNATEE
1 H =R N 2 R B 7 A e PR 2, AR TR
kil kAN, EBNALGH @S HEBAKE AR S
X EE EREALS S, NTEEBVIE R 4 LRI
SR OE R R E YOk b, AT s A
AR e 05 R R AE M SR R H R,
EBNA 101 il 771 75 iR 455 780 b U E B 2L B IEEBV
TR AR B Jir R 338 B 1 A

EBNA2E B RITIHR A M DUR, 2GS T
KW HERERE 2z —, AT HAEBNARLMPH: [
2RIk UL R AR AN R K R IE. (B 40 i
A KA T LTI 1, EBNA2KIER I 715
fE, EIT 5 ADNASE A 8 (A AR BAT FH L ) i NS 3l
. EBNA2i#H I DNAZL A & HCBF1, R ABEIE K =W
BRI L R () 3R 0E. IEAh, EBNA2E LT 55BN EE 5+
FIDNAZE & 1 5% Kl T EBF 1 34 58 37 85 45 2 4 o 66 5% [
TRBP-J, U Notch#: 15 5 HISEBVIER G 2h T
Eg%%[ls,lﬂ.

EBNA3 @RISR, BHFEBNA-3A, -3B
F1-3C. EBNA3A~3CHJfE SEBNA23E 4+ 1445 5 RBP-
Jk, THHIEBNA2 Sz x Qi i 4 i 4 217, EBNA-
SATIEBNA-3Ci4 n 8 ik BH 5 20 Mg A G 13 [7) G2 HA A1
(BR) G2 17 ML 2 8t 1 410 o 41 e A K g g e

EBNA-LP[FIFZEBV KA L BN iy 75 2 A,
HIE R F X HBamHI-WE & 7 715 il EBNA-LPW] 5
EBNA2[RIRRIE, Jf52 85 1E MRS 1) 3L 80E
K7, S ER A 2 BEAL, A et 5 2 #1020,

3.2 BRIEDL R LMPs

EBJA 8318 M AR BB (latent membrane
protein, LMP)LMP1FILMP2. LMP1/& 5 1, ik
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X H6/N B K Fr B R, AR M SRR T2
EAZER. 1EZ FEBVAH G MR Be A il 2ILMP1 £
5. LMPI1AE A Coi I CTARSS # IR &5 & b SR BE R 1
S MR(tumor necrosis factor receptor, TNFR)F]H (S
S S TAMETRAFAITRADD,  DUREHL G028 3 il i
7y FCDA40RI T BE. CTAR2WE T 58 L E A A
TRAF6HI HAEH, SEL BNF-«B5 5 8 B BIE
pS0/p65 E AT e c-Jun N (c-Jun N-terminal
kinase, JNK)iE1k. CTARIAT IS & SAHES i)
NF-«xB1E 5 18 877 2 AN [F] INF-xB - AR (41p50/p50,
p52/p65H1p52/p50), NF-kB AT #IillpS 34 it i 40 M i 12,
FIHBCL-2, MCL-1 % A2050 4 T2 3 R, (2 2EB4H
Mu3G5E. HEAh, CTARIEREBUEPIZK, FifER f AR KA
F 524K (epidermal growth factor receptor, EGFR)HIZRIA
7J(g|z[21~24].

LMP2tH 2 B5 I 1, B BEIX 12N B8 5 B i
. LMP24 W Fh A LMP2AMILMP2B. LMP2AYEB
Y1 g rp R R ROVZH B S S B RS2 AR, B T RS
=, (EREBYI L 36 A AL, LMP2A L5 % SSH2
ghi. — AN 9% 2 R R B W0 2L 7 (immunore-
ceptor tyrosine-based activation motif, ITAM)FIA]
Neddd 7z R IEMAH BAEHMPY R T, ITAMBEGE
] FE A BE R AEE . GSK3BHIH. B-catenin
GBS S, BHAE AR . LMP2AE AT
I ITAMAIPY 25 #3564 b Rz 4t #0402, {2
BEYT I B AR R B A K2 LMP2BRH S
LMP2AM S Z LMP2AR) 5 — MR+, S ELMP2B
A B =Z LMP2A I AN A 5 45 KR 119N R LR, %
FHES5ESMBAMLZIAB cell receptor, BCRF LY
I Thee.

3.3 JEZHYRNAs

W FEEMIYRNA EBERs ¥ # L $FEBER 1A
EBER2, 43 %2 H 167N F11 724N % H 1R ¥4 B i
T EZBIEEHRILIIRNA, 78 JLF i EBV IS4
AR R #R R B R IE, AAEBVERGYI i oA F
BIIRNA, H4Wfe, #a-ame, SN RaE
10°4 45 UL, fEBAEBVIEIRIA A RIL. HIEEEBY
F IR 2R TA VU Fl 5 52 BR AT AR TR 400 it v (oK 22 B 2
FEARELSR), EBERstHRZA7A/E. EBERsAI @I £ Fiiik
RS AL . AR KRS, JEE T, i a]
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I TLR3E SHMAE SN TR RRMBH 11
SRR AR R S R IR I BARTSAE WS 4 i K
HmicroRNAs, REMHE ) 400 95 2 5= D5 R0 1 32 JE 051 1)
ik, fltebv-miR-BARTs 1/9/16/174E A LMP1. ebv-
miR-BART 224 [7]LMP2A, BART-microRNAst, 1] i
PetE EIEK, A3EpS3FBel-2 JfE T B M KA,
MHC-IZ5AH S HEB Dicerss, i3k fifrJag 4H Jfa frt 18 4 A
AEE, YRS 32 S A8 33 BHRF1 microRNAs{Y
BRI Rk, 45 BT BAI ML AL 30 7 5 24
) B 4 T ISUMO4KL (SUMOylation) it f£2 4331
BARTsFIBHRF1 microRNAsY) ]y 55 B4 i 32 A 11/
AL, A5 BT EBV A2 A #100,

4 R RGA I 2R N

R R AR YL, EBV A RELE 4[] 24T
fefh. ERPIERAIBL, JLF I EBVIE A # =
I, ARG, AL R IR 2 W
[ e 5%

EBVHE N IEIR G 2 Ja, ZRIKIH 35 5L R AT A
PAWSIVALLY: B~ 2PS IR B PN N 1 5B 3PS I =2 S5 IO
BT AR IR R R AE.

4.1 LRHER

SLEHEE KR EBV EH I AR 1 B G v A R R 1 K
P2 Ja e RRIB — AR R, EAIREA KA
T HAMBRHEE AN S . BZLFINBRLFI 5 B
SEEHAFE R, EAgRmAG IR A 4 A i ZtaFIR ta, X A2
EBViE N1 B G i R G S IR 7. FEARL T AR
TG BE 4T, RIABZLF 13 R AT LLIGE 24 1
JR YT BZLFIFIBRLF UM Hif4%, JLR 5 540
RN, BZLF1 RS M2 BRI a1 &
S C R RE (L BZLE 1 IDNAZ5 &35k 22 Z B2 186437 151,
W& IS LR PR AL BZLF 1 I 2 FR 167 17347 15
BZLFHUEBRLFI %, Ja& (M £ s R+ 1t
B R, {RRbm RN ", BZLFIZE N R 3T
LA LA 2 Mk B, WZEBL, ZEB24i&
BZLFIW R 5T )5, M#HIBZLFIN#: 5. SUMOAL &1
W2 5% BZLFIFBRLF IEVERE. WM 0T
LF2i% 3 BRLF1FISUMOAL &M, I BRLF1HiEPE.

BANA /N A, X — i FE o] DL BUR

BHENRRE S, EIX— i R RS B A AE
M BLIMP1MIXBP-1, 78215 SFEBVFHPEBZH A
ZLR R Y B 75 1T e R AR
KLFARIBLIMPURFEFAARIE WL B, HiEK
DR F--BRIBCRI, A1 A LA 50 2 g 32 DA s s 140,

4.2 RUREH

HHR N384, FE R SmMEENAEHH
KIFEN, WIBALFS, 4miYDNAZ KHE; BALF2, %wtd
FEEDNASE & 8, BORFIMIBARF2, Yntdizbiizig
W5 EE;, BGLFS, YmidDNAFMY; BXLFI(TKF:[H);
BHRF1, H4wmtaE £ BCL-20I[FVEY), BA IR
IIfe; BMRFIFMIBSMLFI, “Ymts#s 3K, BSLFI,
BBLF4, BBLF2/3# 5| K 8§t e B &2 & 4K 54y,
BKRF 3% bR 6% g DN AN il

L IR — 2 DA /MR 2 A I DN A AR T
ek, AN SRAEEAE—ENMEES. DNA
Z BEBALF5 1] 2EBV DNATE N R 1~2 K
JE A 1 100~10001.

ZLfAR WIDN AT S ) 4 1 A Bl 5 M A% 25 M I S 4,
R EEDNAZ 5 B A ER30%, SEA iz EEE
R, ZfRIDNAS #] SEBVIE &K & #| FH I, 76
FHIHLA S, EBV BMRF 1R SR O oo, F6 & B &
T 52 1] (10955 7 DN A ARG 393 35 (R g mRNA LY,

W15 2R IR YL A W oriLye 7 A OB A ) 6 18)
K#18 kb, BZLF14 Gorilyt)a, 1HHN— MR
Weay, REHRSZAMBEMEANSES, O
BALF5, BMRF1, BBLF4, BSLF1*4,

FRNASS & 2 A BSMLF 1 (SM) & 24 i &2 1l ity — A
WS T. SMEABIEBVE AR B8, HmHia
EME. . BTY). BERRRPY. SMAIBGLF4(4
SR /75 R B B ) X T e B SR R TR ) R IA AR
K.

4.3 MR R

ML R KR 367, B Rt E O,
e EEDNARHI|Z JGFFIRREL, WBLLFI(4ii%gp350/
220). BALF4(%wi%gpl110). BXLF2(4it5%gp85)-
BCRFI(H:4wt5 85 1 2 1L-10[FJR47)).

MGG T e R 110) 2 T8 4 0 T8 B8 TR 48 2 A ) (viral
pre-initiation complex, VPIC), H6EBVZE A .
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HRLL A% BB 5 AW IR MR IR ML 5 HE 7] S

vPICH 5#RNA £ SR RG 113 i S EE DX 1) )2 3 7 oo i, 3K
B RS R (G 5% M BE Rl (I R IA I 75 2 BEDNA
HHIEA. orilydi=\EHTHENZ 5.

R H =4 k- BAHEMEBV DNAEM 4,
BB A E B R DN, PR ) g e A
BALF3/&i 8 K, & 5BGRF1/BDRF1, BFRFIA
&€, BIBEBV DNAEIME. EBVHI K HE )75
(terminal repeat, TR)fL% 538 bpKHIFF1, T2tk
EBVE [K 41 i i, 235 50",

R R SRS I EBVRE K ZH DL Y 28 19 05 70 M
B, fERR it —20 . . EBVEZSH B &
{AEFEBFRF I FIBFLF2. EBV 1 #f51k (tegumentation)
AR AEAE AR 55 B3 M0RLF FH 40 A Py 17 70k i
PRI BEAT IS5, ZMLH R LA KB Rab  GTPHg
(Rabs8, 10, 11). A H2EUF FKIEBVYR #EkL 1l
3oL 5 4T S R PRI LR, 4 3l SR,

5 TR-RURRRGL A TR
5.1 JERFNZRAFE EDNAS H 1 815
TEERIRAE T, EBVIEK 4 LA A 3R 5 hr B iife
BRI AFAE, 7R 1 S 30 I 400 i 52 o — IR,
HAEH L HW B E T RABRE. EBVHEILK
EBNA 1 FIDNA & il J& 55 OriP7E 23 K 41 4 5 vh & 5
wEEMEHDP. OriPH P #EEBNAL%; 4 7 %1 (B DNAJT
TN, —AN 520130 bpa BEE E P8 (family
of repeat, FR), 73— M@ &4 MR 145647 /i)
IR FR(dyad symmetry, DS)F51/PY. EBNATEFR
X5 tafkgh G, VS0 EEDNALR B 75 T4
T34 EBNA KA el s i, X F MR DNAK
il R A T 18 E4ME. 5 OriPFkL I & i A T 41
JH Kl F-ORC2F1CAt15Y. EBNA1-DNA [ A2 3 52
FEOriPAL (26 IR AR 333 B AR O 4E 07 16 F iz &
BFUSP7 SEBNA14E & U GEHIHIEBYV DNAK #1658, 74
SIS W R Y], EBNALEA] LSS 43530 & A(cyclo-
philin A, CYPA), *CYPAILRIAR, EBNAI-CYPAfE
fEPLEBNAL-USP7THIMEH, MIMI{E i 2B DNAKE
#1059, MICYPATEEBVIE et iy b 35 FiR, ixfh i
H T LMP 1% FINF-xB, CYPATR] LLISOEAKT/
mTOR/NF-kB IE [ A %10 OriPif R 5 Yety )i 48
& I SNF2h AN e 8 5 12 1 B2 FTHBO 1L FTHP 1A ¢ I 2
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R E & ¥ (origin-recognition complex, ORC)A %>
A AR N,

AR 2 HIR A, EBVIIDNAZ I 52 Hi7E
oriLyt/A S Z ¥ 5, HEHIFEXTEBV i ¥ & 5
JRA R IHESY, HTAN LT EBV DNAK
o FR, B4EBZLFI, BALF5, BMRFI, BALF2,
BBLF4, BSLFIMIBBLF2/3. BZLF1(Zta)"]{F AoriLyt
GRS E AR BRBZLF14N, B & E# AL
TR X & — e A i BREB VI R 41 1) A 5 B A
JEHECY, R HIEIR B TG AA, TR EEDNAKY
W, TADNABA B I OB R e iz A, AT aefl
JehiDNase TUIE, AT AR I S| 4 Ak 2 AR ) AR AR
DNA.

5.2 EBViSREAGERR RIS

TER RIS, P EERIAIRD 1E A FIERITRNA,
It B s s EANR 2 T AR, ks
F WA, (RIS RS i 32 40 M O B B AN T2 AR
SRR, REDRESHRMNINE, HRE—ENEUE
VEFI®L. EBVYRE: AR W OB ER & B BZLF 1 (£ B4 i
A b Rz 4 i HRO)ERBRLF L (XA b 5z 240 i A i 20K T 15
_@_ %[63,64].

STATHR [ F G S IR 77 VA 5 40 g A= B 2,
WEE. Ak TR AR P R EEEER. EBV
AJ DL I STAT3 W0 - e R & Big9F7,  [F]I & S EBV
YA RIET:, FEE A E5E . EBVAIKSHVIX
PR EUR S B R R ARG fS, TS STAT3.
STAT3EHM I X EB Vi J& [l sl A& 1) 52 1] 23 FTDN A 47
15 )< ¥ (DNA damage response, DDR)F A2 EE/EH, M
AR B G 5, Fe & IR 7. EBVIE ] LLiE
T 0E STAT3BH IEChk LB ER AL, M T 401 S 5 P 441 e
JE ARG 7 (PTG, A BT 4 REB AN A o B R T AR
/ﬁ‘ﬂ[&i].

kN TE2F1Z 540 M0 8 . DNAKE#H] . &
2. A 2 2R aris R EBNATRIH
RIR-TN R R 7 51 m] DUl K mRNAFH 8, AT
BOEPI3KS, [FIBAMDM2E FHfaE, ifSMDM25
E2F1JmRNAZE &, RHEE2F 1R, HEMEIEMYCHI
YAEEE, DALERFEBVIH R A0 OO HIPI3KSHN
il 7 Idelalisib(CAL-101) M AT $1 | E2F 1 fIMY C/K - 5F:
SEEBNA 1A S (1B 41 i bk E58 A 11 41 i 22 fi3 A1
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-7 E2F1IA A LMEBNA3SCE SRR E &Y, 16
E2F 1§72 & -RE A A R G B AR, 1XXTF #HI DNAS
1% SIE2F I SR T B2 6 HE, MMt A R
FEBV IR BRG],

EB V& fk 52 ] 1) 314 52 21 HIE K ZHDNA H 2L L
F ™ b A 2P i 7 A i (— FHDNA B 6404 S 4
il 750) AT LA p 73 A 55 [ FRUNX3 1 i 3 7 (X 4 2
AL, FIA B, Bnf L EIBZLF1, A FEBV
F B IR ) SR g 4741,

IAh, MYCH] PSS Gorilyt, I 5BZLF1 A
BTFHEEEHITE, BIRMYCEMYCHRIA I E EH
WA T2 SHEBVEBIE. Ak 58 & EBNAL
L5 5BRD7, 5 Gt 57 5 S R A AN 2 A
MYCHER 5%, MWMAEBEEBVIB R IR 4R, ix
W BHEBV 3 512 5 18 5 T AR- 24 AR i R 4.

TEEBVPHYE S F B b, B ebs &Y
ANp63aA] BE5 FBARFIRIA, XAERE T 1R R A 2
BOm B L R BARF1FZRIAT7. ANp63 ouids 7] Ji 1 411
HZp e BEEBVIEIR . A —Fhp63 3[4 85 B 45 {4
TAp63arft B Atk B8 Hh th ] LLAMHI EB VI 25 (1) 24
B, AT A R R R B EB VB AR e 78,
EBNA1KEBV%i 5 ImiRNAE 7] B30 H]pS3 1%
B0 TTEB VA pS3 3] AT FEL W ps 30 4 K
HifSRNA IGFBP7-ASI1HZRIE, MG 3E4H fuss 5 Al
AN TS, XA R T EBV K AR IR G A 0% 1
%[81]'

R FYY ITEEBVIE G B2 g 1 6 £ 4%
BZLFIFIBRLF1#43%, {E4ERFEBVIE R 1 ke 5 2 4E
FEBL BRLFIFER R B F oYY 145 &7 s R AR, B
2 ERFEBRLFIH X, XML YY 15w
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Figure 1 Brief introduction of EBV lytic reactivation therapy. According to the different EBV gene expression profiles in latently infected cells,
EBYV has four gene expression profiles during latent infection in population: type 0, type L, type 11, and type III. Upon the activation by lytic inducing
factors, EBV enters a lytic replication state. On the one hand, EBV enters the lytic replication phase and produces a large number of progeny viruses,
resulting in the disruption, decomposition and death of its host cells (tumor cells). At the same time, viral protein kinases expressed in EBV lytic
phase, will phosphorylate and activate antiviral nucleoside drugs such as ganciclovir (GCV). On the other hand, EBV expresses almost all virus genes
to meet the needs of virus genome replication, and more EBV immunogenic antigen molecules can be exposed to the immune system, inducing
specific immune response and expanding the elimination of EBV positive tumor cells by the host immune system. PK: viral protein kinase; GCV:
ganciclovir; CTL: cytotoxic T cells
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Epstein-Barr virus (EBV) mainly infects human B cells and epithelial cells. As a herpesvirus, it has two main types of infection: latent
infection and lytic infection. Epstein-Barr virus infection is predominantly latent. According to the difference of EBV gene expression
profile, latent infection can be divided into type 0, type I, type II and type III. The establishment of lifelong latent infection is a major
feature of EBV. During the latent infection stage, EBV maintains a stable number of virus copies in the host cells. Lytic infection
means that the virus replicates, packages, matures, cleaves host cells, releases virions, and then infects other cells. This review
describes the characteristics of gene expression profile of EBV latent and lytic infection, the function of representative molecules, the
regulation mechanism of latent and lytic infection switch, and the targeting strategy and clinical value of reactivating lytic infection.

Epstein-Barr virus, latent infection, lytic infection

doi: 10.1360/SSV-2024-0183

2287


https://doi.org/10.1016/j.antiviral.2012.09.021
https://doi.org/10.1128/MCB.26.4.1569-1577.2006
https://doi.org/10.1128/JVI.74.13.5810-5818.2000
https://doi.org/10.1128/JVI.01197-10
https://doi.org/10.1128/JVI.02560-10
https://doi.org/10.1182/blood-2006-01-024703
https://doi.org/10.1158/1078-0432.CCR-12-0574
https://doi.org/10.1360/SSV-2024-0183

	EB病毒的潜伏-裂解感染:  调控机制与靶向策略
	1EBV潜伏感染-裂解性感染
	2潜伏感染的类型
	3潜伏感染阶段表达的主要病毒基因
	3.1潜伏核抗原EBNAs
	3.2潜伏膜抗原LMPs
	3.3非编码RNAs

	4裂解性感染期表达的主要病毒基因
	4.1立早期基因
	4.2早期基因
	4.3晚期基因

	5潜伏-裂解感染类型的调控
	5.1潜伏和裂解期病毒DNA复制的调节
	5.2EBV潜伏期维持的调节
	5.3EBV裂解期的调节

	6EBV裂解诱导疗法
	7总结与展望

	Regulation of latency-lytic infection of EBV and the its �therapeutic strategy

