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{E EBJ% % (Epstein-Barr virus, EBV)E TyRZ R & LA, AABF 2RI, 52WE. EEAMKREESE S
AEMRERN A A BT R, A, EBVEUEMN S TALEG A& #Z. EBVIESLRBRNAEEEBVEK A RNAs
(EBV long non-coding RNAs, EBV IncRNAs). EBVZz#/NRNAs(EBV-encoded small RNAs, EBERs)f1EBV i /\
RNA(EBV microRNAs, EBV miRNAs). i# it 5# £ ¥ X F 4 T (EH, EBVIEEAAZRNAL F & E#H S K. B
M. WM, BB EERAETENEEEAC, RUFRNA TS, RAXHEBV IncRNAs, EBERsAr
EBV miRNAs#EBVAE % P& F B o e R A S8 5 5 8 B HATE R, F 2B F w0 = BB AT 00, DY

#2 W EBV 3 4 AARNA B I R AL 42 637 B 3

*i#17 EBV, EBVIE4 ZRNA, EBVK 4 #RNA, EBV4 A /NRNA, EBV%: 2 % /NRNA

EBJpi 2 (Epstein-Barr virus, EBV)J& TyJid2 5%
WAL, —Fh KB EDNASGEE, T 19644 1EA K4S
MR E R R, B4 C60HF. R EIAEN
e IZ AT, I 90% N H Bk gL, HAth 25 —Fh
PEEHER ) N 8, 5 8. B AN S s Y
IR R (A AR b TR L AT U SR AN/ T4 i
WRERD IR A R BT IR, BB RIS AR
PR R AR R, LR R 2 0E. D EBIR
HBRH . RGBS 2 KA SE.

EBVIE4iBRNA B FEK IEHISRNAs (EBV long
non-coding RNAs, EBV IncRNAs). EBV#ifil/N\RNAs

(EBV-encoded small RNAs, EBERs)FIEBV#{l/ RNA
(EBV microRNAs, EBV miRNAs). IncRNA & —KK &
FEE200MZ R H 8= 2 (1 i il Bk /1 IRNAP), |5
YHAREEE . W, R REREZ A A 6
TEEN B 0 IncRNA BARTESE ) E 5 mRNAA
L, (E5% KT 4185 I mRNAANE. IncRNA R PLZE
FRPE AN X = AR R, angn A A gn RS,
b, IncRNA ) E 7 B A H 4 F 0k, EEmRNATE {57,
HAEN miRNA 458750 /EN miRNA 256005
M #FFmiRNA, S HHE I mRNA R mIRNARD. K
i#, IncRNAJE X Fl 5 rmiRNA ) 77 20 72 A2 FE 14
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Fik, M mgn a0 i, EBV IncRNA
AJ LA 5e 4 L 5 miRNAZE & 301 HL#E M mRN A A8
73, MR 15 £ KR IE, (ERFEB VAR &
ﬁE[HNB].

EBERsfU4HEBERIAIEBER?2, 1 HRNA%R A FEIIT
(pol IID¥% 55 (1 FEPoly AR AE 4R TS RNA, 43 71l 3 5 166411
172 R. WF 70 R B, EBERs/ZEBVIE R G4 i
W E PR B A, N AL R S 0 = B B,
HEF S J3 XUt 45 4, B 5 T R [ 2838, X b
TR EANRe S SR e ME A E/ER, W
dsRNAMK i1 2 (i (PKR), AT T B RNA-2E [ i
BEY. BWFFCIESE, #EEYI A EBERX PKR IS
B4 B T2 B BiiEM. EBERAIX R T BE
HETEBVAH MR H & 4. 1E4h, EBERW AL 1%
RIG-IFITLR3/ SR A VS 5, (et Sy & e,

FREBER4N, WFFT R, EBVZ/Ditgminaa &
R5FHFImMIRNA, X A& 124 A 1E7E N0 I Ak op 4 e
K % miRNA. AR EEmiRNA YL 5 A 1] 43 NN T
BE, ElmiR-BARTsHImiR-BHRF1s. iX % 2H 4w i miRNA
(LR 8 67 T EB V3 PR 4H 9 /N AN [F] X 3k, B = A2 40 1l
HmiRNAFIBHRF1 X 3 A1 7= 440 B 2 miRNA 1)
BART[X '] 324 A1k, B AREBV miRNATE4E R
B0 R T G Pk b Jeg % 108 1R 5 7 T R 4% B AR
F, (HF £ EBV miRNAZJHEATI SR A %016,

AR E SR TEBVSRIL HIncRNAs, EBERs
AImiRNASTEEBVAH G MR A5 S (0 kA ) 2 3 1Y
AE S (E ), FEEHZ AR ) @ AT T

g

1 EBVKIEZSRNAs

AFEIRIRRNA (circular RNA, circRNA)FK LN
I BE R 200 nt H %A gt & (A 68 71109 55 3E 40 i
RNA, #AHEKAEGILRNAL, EBVK AE4M i RNA
FLFELE M IncRN AR & Hi 4 cireRNA2. - H TR 7T
Z9], EBV IncRNAFIcircRNAZ: 5 TEBVIEL. H
IESS AW N I i > 271K 1150l $ 1 Al
(#1), HRZEBV IncRNAMIcircRNA T FEATIANE 4.

1.1 EBV IncRNA
IncRNA EZ ZERNAE AT (Pol IN)HH: AT

EBVIES T
RNA

D

Bl 1 EBVIEZIIRNAS GG R EY) 2 R 5
Bk, EBVAR IRNAM G e ki . IR (e 8 SN 75
SR BRI T R . AISE TR
Pl BRI T B MR S I B AE P PR8N Fi R s I 25 DA
xK

Figure 1 The tumor biological phenotypes and signaling pathways
meditated by EBV non-coding RNA. EBV non-coding RNA is closely
associated with the eight hallmarks of cancer, including immune
evasion, tumor-promoting inflammation, induction of angiogenesis,
evasion of growth suppressors, activation of invasion and metastasis,
resistance to cell death, unlocking phenotypic plasticity, and sustaining
proliferation

). e A a5, IF B3 K T e L S PolyA
BE. &4 K1k, KRIMEBVE /DS FAHILIncRNA
X 3R, — M T BamHI-HZ RIEAE(BHLF 1) X 35k, F
S IncRNAFR ABHLF1 IncRNA. #E— L1 5t % 9,
BHLFI3&— Mg AR A TT U6 R IA M RARIG IR E N, KB
91980 bp H. & & G, fEEBVZLAR I KB FRIAP),
Y], BHLFIZ{EEBVIE YL 2 A5 7 4t
RIHIKE 125 bpMEE T, REEH NI
54 324E (open reading frame, ORF), {HI%H % 5€ 2 AH M
WA, RIYBHLFIFEF G070 # & IncRNAPY,
WK, BHLFIEAIIREEIncRNATETE & & G
RNAFH, A LATE ifa & FIRNA-DNA A AR, If5
DNA B 45 5 8 FIBALF24S &, B2 E#15Y. it
4h, BHLF1 IncRNATERNAZE & A HELEFEBVIE S
(1A% 2 Wil A o R S A RN S B/ E P, ERARBHLF 1
IncRNATZIRE AN £, HIF 20 A $E R IX IncRNA
S5 T RERGTE . BRI R LA R R A R
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Table 1 The summary of EBV non-coding RNA in malignant diseases

FEAIIRNA Thik ML iR s Y S R
TEREA AT . SERS R 2% , . s
| T LIAMETTL3 % % =F] [25]
RS i e AR EMT
e O AT F 38 4 M 30 filmiR-31, miR-203 Al miR-451 SRS [49]
MR
circLMP2A E3niin e g e 815 miR-3908/TRIMS9/p53 il 4k K eI £ g+ 1tk e [26]
circBART2.2 JiirEg G g2 R L YRPD-L 131k Ik T4 T e B [27]
R R IR TRASAL i
VAR 2B 1S MEEUDNA F B L R AL =] 3]
BART IncRNA R R K AR HREALCpG i R 3, 5 350k e 2 R Bk i
BEEA N IRMUPRE BRI T ERCAT
i AiolosZ 5 R ML &1 % B [37,41,42]
i 96 s ki JEILHE [ PIAS3 H G STAT3, _EiAPD-L1I£ X B [90]
miR-BARTS5-5p FLI
O e 4 R A2 T PUMA . [76]
mﬁiﬁﬁﬂ;p Ezgzﬁﬁﬁ BT [FIFOXP1RMIPBRMI, {2 #PD-L1#&iA S [91]
miR-BART13 ) S M 20 0 48 B HHINF-xB& 5 SRy [63]
miR-BART11-5p ﬁﬁ;gii% B A RbAIp21 =] [64]
{23 P e 4t 344 i
miR-BART2-5p SR L A0 1) R ] R RIBRT 4 R 48 B4 32 [ p 21 =] [64]
It B M e 7 L] Rhof 5 5 # 15X+ RND3 A [86]
I3 5 7 40 484 B ALK 738 1% SR [65]
miR-BART10-3p {3 B Je 0 A 8 5 NIADKK 1Lk, #E WNTIE B - [66]
R AT R HUFIDKK IS EMT i (66]
miR-BART20-5p & 33F 1 0 4 NIHBAD %Ik B i [67]
miR-BART4 {3 P g 4 44 7 AR R FPTEN R A SR [68]
miR-BART6-3p ] S P 240 O 18 B I~ 1 248t 0T O Bl Rk R [22]
miR-BART12 0] 15 i P 3 el e [69]
MIRBARTIS ) e TR R R EphA2 I 7
miR-BART18-5p BRI [71]
miR-BART1-5p O] 15 e 4 P S A1) L R A B GCNT3 515 [72]
miR-BART4-3p 5] 15 4 6 A i 55 200 O3 B A DR )RR T AXL LT [73]
. 1) P o P FBID# A =] [74]
miR-BART4-5p R . . . .
R BT R 22 TIHPTENR A LR [74]
miR-BART1-3p 40 A T A AR M R T DAB2# i e [75]
miR-BARTS-3p 0L 4 YEIHPUMA i 4 7 TPS3 A7 [77)
SR [77]
miR-BART20-5p it oy A B TiABAD®E X G [67]
miR-BART1-3p R [85]
. i i3k SR e e 7% A% PI3K-AKT, FAK-p130HISHC-MAPK:# LR
miR-BART1-5p [85]
miR-BART9 AR T3 S5 A 40 L T FIHIE-¥5 %0 B H &1L, 5 FEMT SR [80]
miR-BARTS-3p (Rt SRR A2 2R A 7% BUENF-«BERK /215 518 4% 55 [83]
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(F148)
LM IRNA g Bl i yeg 2578 S SR
miR-BART12 A 3k P A0 P A R4 28 TFHTPPP1 55 [82]
miR-BART11 {3 15 Jim At A AL FOXP 1 INIL-1B, TL-6HIIL- 1004314 BRG] [88]
v e FHIPKRIE 5 - [14,93,94]
fREdER T3Pt T — Ny 03]
75 S AN R FIL-63K1k W [97]
4 bR o 2
FBER TEEMARRMRRL s o e A L ORI R (IL 9% e [95]
P 3t g % J #HFIGF1£IA e [99]
Ak AL A JE I A AR e 7 I P B A0, R T A B [100]
Je 332341, /DUPRAHSGIE R Rk, 1% 53T JHRIE 7 /R B0 1 S A g

EBVZifid ) 55— N ncRNASZ T BamHI A [X 2.
BamHI A X 154w % [ mRN A i ] 48 8Y $22 77 AL ) 4 5%
AP FNBamHI AL [ A (BART)PY. BARTZ
EBVAHIC bRz I b & & & =i i 85 PolyA. RNA, £
&% NORF, fegmislUFIncRNA, 43 % NBARF0, A73,
BARTHIRPMS1633),

EEBVE G4}, BART IncRNA 3 520 41
MO SRR, SRR . J8RE R S S A
IR FIAL Y B RR B, WL EAPol TJE 3 F X
3, BART IncRNALF-FZMHIFN-B1FICXCLSI K
KB Ak, MarquitzZ5 APYE 31, BART IncRNARA] L
AR HI R FRASAL, $#275BART IncRNAHR] fEAE
HEE & A R MarquitzZE AP 5E, BART IncRNA
A B R 2B U PEERDNA AL R B, (L kR
KA. BAWFFIRIE, FEEBVEH I B H EB VIl it B g
HCpG i Ja BT, T8k e NPT L FEEBVAHE
SR A, B E [ AlolosZ 5 £ ML &, H
KIEBFZHTIEWHLR, #—LH ALK, BART
IncRNA{E i3t Aiolos ik, $#2/RBART IncRNA T figid it
i AiolosZ 5 R WB LB M AT, (kS & AR
ﬁ%[ﬂ,“,@]'

BART IncRNA % 55 £ #7185 H XM (un-
folded protein response, UPR)JFEK KL W70 R,
BART IncRNATW] ¢ B 4% 8 (5] # T W UPR 3= 5% 5% K]
T(H3EXBP1, ATFARIATF6)Y, ix ekt 5o 1 R ifi ]
REJSE FE EBVAH MR A A ik 78 Hp SEI B J2 R 9
AR SAETFIRE, RS0 & A LMP LE
NF-kB | BART IncRNA/K-FBY. ixssfff 7 %W, 7
EBVAHICHE HLMP1 7] figidik FHBART IncRNA7

LMP 1 A8 BLH 0 1) 5 S UPRIE 8% 1) 45 Al — 5. 4%
F, BART IncRNA ] fit i i 15 2 4605 53 e 05
BEPR R A, (B A OB R RIA 1 2 T AL 7
BB

1.2 EBYV circRNAs

circRNAZRNANGE NS B #2244 e [ B 2 3] |
W3 B AR, L AN B AR I HPRIRRNA S T
circRNAR[ @I (1) H4h3E 4 EALHHIH miRNAE
) A EmRNARIRE T, (11) Mae s s Al Oc 2k
R, BR(Qii) B TTRNABT B A FE LI REY. mE ek
B, EBVH]LI4WFZEBNA1, RPMSI/BART, BHLF1f1
LMP2AfjcircRNA, FIET AR KR Fln,
EBVIPUREBNA RNABY#: L [F)circEBNA_U, {7
T DHAIBHER RGBT, MicircBARTSYE
ANFITE AR 1Y K ik O8] BARTHE PR B 5 i w]
A AL A, A YRS 4 R A F cireBART, HEfcir-
cBARTIL.1 (711 nt,&@%54ME FI1, 1lla, IIb, IVAIP &
“FIlla). circBART1.2 (509 nt, {4541 711, 1lTa, ITbAN
IV). cirBART2.1 (609 nt, £3 & 4 F1Ia, I1Ib, IVAI A
& T1lla)MlcircBART2.2 (399 nt, {045 4M & T 1la, ITIAI
V)L circLMP2MlcircBHLF14) 5 I LMP2FBHLF 1
TR RSN T R BT =4, AR Y EBV I R

P B2 2 P s,
HHj, EBV circRNATE ImiRNA 47 78 S 07 5 o
CA/F R, Fla, FEEBVAHIL &MY,

circRPMS il il i 47 1 55 4 P41 miR-31, miR-203
FImiR-451, MG HEBV BH P o W8 965 20 i 3 5
EMT, 7 Hi% S yE T-9GE ). AN, Qiao%s A7E
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JRYYEBV FTHEK 29341 i H 42 B circRN AsF: 73 #ir H
TEMImMIRNAZE G 07 1S, #iE T 215567 AEmiRNA
ik, Ho, FERE &R RTS A miRNA % A AmiR-
15b5p, miR-30c-1-3p, miR-30¢-2-3p, miR-424-5pFll
miR4286, F£THIIX 5 miRNA ] 4% 42 i 14044 #1 2k
[R8), J S L IR & 4 S0 A1 JOREIE %, $27REBV cir-
cRNAsH] it SEBVAH IR ) & A= 3 DA 2.

B, EBV circRNAMY & BT DU i 1 #2456
Bt B R R, WA E M, EEBVHIK B
o1, EBV circRPMS @it FIMETTL3 %%, /e it B &
ARG JERREZE, FEEISLE T bl Lk,
EBV circRPMS15Sam6845 4, it 5METTL3)H
ST HEAER, SEMETTLS [ G, et 8w
HERPL AN, FEEBVAHIEH B+, EBV circLMP2A
[ FRIE HEBVAH K B B A B lE 2 3%
FHECO, S — B9 R, EBV circLMP2 AR #E ]
miR-3908/TRIMS59/p53 #1175 5 F1 4 47 Jit I8 -+ 441 ffa
PO,

EBV circBARTIEHY & LA S5 &2 oy ik ik A o5
(FE1). GeZ NP, EBVZIDfcireBART2.27E &
MR i 95, cireBART2.23 it 5 RIG-1 ) fif e il 45
Py AH B A P 0 e S IR FIRF3AINF-xB, M F i
PD-L1JFHIHI TN INRE, SEUMIR G dbif. ZH 5
7R TEBV cireRNAET 58 [ B AF BE R FE s A
T RAEThRER —FhEriE R, JEFEBV circRNATE R
JATE . AP0 TR 1R BN G it vy v (1 B L
fth, SMEBV circRNAR] G867 EBVAH <& 11
B R

2 EBV4ifymiRNA

miRNA & — R FEAEMISRNA, il 5% EmRNA
(3 FERN B X B2 B ANEC XS, (2 ¥ mRNAFE AR, BF AL
FW], miRNA SRR SRS . BiE
FT i e g R A DM 95, EBVAES — Rl &
LS miRNA K15 257, EBVZiid I miRNA 3 Z k5
T B R A X IR, EIBARTHIBHRFE1 [X 5259,
BHRF1 miRNAZE R R HATIT bk B 48 o o o 3
k8312 TBART miRNATE A3 YL EBV [H 20 i 7
ORI, IS S . B R &
K BART [X 38 [\ miRN AsZE AN [5] il )32 R BN,

2302

MBHRF1 miRNATR/DIEEBVAH I 15 i A1 S g o
Fik, LN EESHABART miRNATE b Rz 41 ffa fit 8 o
(PRI B FAH AL

BARTHE R ALE WA 122 BT AR miRN AL % i) %
(miR-BART1~22), X MEEEL T W& F 1. F—
AN FEA A8 miR-BART, 5 A% 13 miR-
BART. miR-BART2{ T/ MEAL, FA1E T BARTHE:A
I & 4l X e Rl AmiRNA SR IE HBART)A 5
FPIAIP2E 4. HiAmiRNAZZ 5 # RNase 11§ Di-
cerV) &, M IE [F]-5pk Fll Jz [7] -3p e o 7= A2 40 B A
miRNA!057381 B9 6 0], BART miRNAFI) 32 f#fih
RV SHAT NA R, BFEMEA . £, B
T2 R ZRN Gs W A 50-621,

2.1 BART miRNA 5 i 41 i s4 58

JIe 96 24 A 184 5 2 EBV AH O IR (1) B B A ) 2 R
fiE. ANEFIBART miRNAXS 41 38 5 (1) 5 i SR AN F],
FERAM . WA R, KB PN E
BART miRNAs KEA] LA AP RE, — 2 e 4
PO ST, S — A0 ] e e 4 1 B

3k iR A0 B 4 5E U BART miRNAsfLFimiR-
BART13[%! miR-BART2-5p!*", miR-BART10-3p!¢3%],
miR-BART11-5p!°*), miR-BART20-5p!®”/FimiR-
BART4!*I(3£1). &M, miR-BARTI13#] LLAN
NKIRAS2[J3"-UTR&E &, TIAHKIE, MImHHINE-
kBfE 5, 5 30E T 40 M3 i R RS A
miR-BART10-3p AJ L ik B #2258 [ ALK 738 4% 12 i3k &
WA e 4T 484 515, FEEBVAHIS I B H, miR-BART2-
SpMImiR-BART11-5pitiid E 340 M RbAIp21, it H
TR ARG TEY. miR-BART10-3p 4% & B m DU 45
ADKK1 mRNA3-UTR FiHZFRZE, et 5w
H5Ee HATHEF R B, miR-BART20-5pA] LAFIBAD
mRNAJ3"-UTRZ: & 4 KBADZRKIL, {EHEBVAH<E
TECH AR, T miR-BART20-5p ] 771 i) A 136 # 3 —
O sk, miR-BARTAZEEBV FH I £ i 41 41
mEIs, HA S iR # I P PTEN R R4 2
FAH. WFFT R, miR-BARTAKIHIH] AT B4 JPTENF
mRNAFIE FKF, 58040 g 50 N B, Wiow
PTENH] A ZmiR-BART4 B $3  yife e 3k R %),

F0f) Aok R 4 g 38 5 O BART miRNAsAL#fmiR-
BART4®), miR-BART6-3p*?, miR-BART12*” miR-
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BART16"", miR-BART1-3p”", miR-BART1-5p!"?!,
miR-BART4-3p! 3 HImiR-BART18-5p!"(#1). miR-
BART6-3p i — N % 58 41 i 5 P s 4 i 38 5 1)
BART miRNA. Wang%§ A& I, miR-BART6-3pif ik
A1 IncRNA (LOC553103)3# iIISTMN1 mRNA I ASE
SENME, T UG R AR DG B SR IA, AT ) S W s 4
MU3ggE. 78 5 — T 50, miR-BART 124 A A4 H
SR 20 3% 5, 5 L AR ML A7) 75 3k — 20 bl B0, [ REAE
EBVRHMER B Ay, 5406 A < 4 £ B b
e B FGCNTI 2K KL, 3 — B LK B miR-
BART1-5p B #40 [1] GCNT3, #0120 3572
HiE Eon, EEBVELH B4+, miR-BARTS-
3p B B ) 5 20 B 3G A OG I B R A XL, A i
R FET. Ak, Shid AUE L, miR-BARTI-3p
FmiR-BART18-5p H 1 Fl i & IR 4 i 52 /R Eph A2
mRNA[J3-UTRE &, FIAHRIE, 05 g g
JE. EiRFESE R, BART miRNAs# £ fE Sl
VTR AN, MR T — AN IE/SROREM S,
AR T EBVEUR AL ) R A L.

2.2 BART miRNA 5 iR 4 yaT:

K E P BART# HImiRN A i3 5 411 i 97 1 38 4%
(R S I A LA P R e 4 B b, H AT S e
0 R 40 BB T2 IBART miRNAfFEmiR-BART4-
5p" miR-BART1-3p!"¥), miR-BART5-5p!"%), miR-
BART5-3p!"", miR-BART16-5p!™, miR-BART2-5p!"”,
miR-BART11-5p!®* miR-BART4-3p!"*IfimiR-
BART20-5p/"/(#%1). Shinozaki-UshikuZ A% 3,
miR-BART4-5p EL#Z F4H R T- & [KIBID mRNAF3'-
UTR%i &, FMBIDFE, NIHMHIEBVAHX 15 Ji 4 il
TS AT HIRT A KB, miR-BARTI-3p AJ B4 4 [ R
i FDAB2 mRNA3-UTR, 6|40 T, [FlAF
B pPEANA RE R B 1L Ak, miR-BARTS-5p#
RIUAEEBVIEGL ) S A E F b s &L, |
B EE TS PUMA mRNA  (p53 L8 A4 i T 3
B, (et R 40 i A28 5k, miR-BARTS-3p
A LU S 8 17 PUMA E i % 56 K TPS3 R I PUMAZK
%, AR s T, 7E B AGSAI L R,
miR-BART20-5pidid B 445 & MMM T L K BAD
mRNAF3-UTR, FIHBADZIEL, FHIAGSHfyE 117,
FAEBFRIE, FEEBVAHIGH B H, miR-BART2-5p

MmiR-BART11-5pAJ LA 4258 [ fifyeg #10 f1) Kl RB AN
Y I HE AN B Rp2 1, M) B A e T, (R
S AL 5 38— 2D i e,

2.3 BART miRNA 5 iifs 2R

REMERZFEUMRR AL T EEER. H
Rt 28, BART miRNAJE i §E 7] il 5 12 28 5 74+
KIBEKZ SEBVAH R MR 12 B AR 1) A ) 2
T2, A5 I J7 - 18] )i ¥ 4 (epithelial-mesenchymal transi-
tion, EMT) R AE . L2845 % 2 MR HEEBVAH S
FIE 2 BART miRNAGfimiR-BART4!™, miR-
BART4-5p™, miR-BARTI®”, miR-BART11®", miR-
BART10-3p!!, miR-BART121*%4 miR-BART13!%*!,
miR-BARTS-3p*, miR-BART18-5p!"", miR-BARTI-
5pt>34 miR-BART1-3p!>%*) miR-BART2-5p!"" ! f11
miR-BART228714%

BRSE | miR-BART4-5p B4 45 4 i g $ i [
FPTEN, FEPTENMIZFIE NI, M40 L #%
RN, BAWFRE, miR-BART1HIF A5
ZmiR-BART1-3pMmiR-BART1-5pif i Bl 45 &
PTEN, FH1EARANEIEPI3K-AKT, FAK-pl130f1SHC-
MAPKGH# I, ek Sl Fk ). oh, wriag
B, miRNA-BART2-5p7EIIfi PR A &0 £ 2 14 138
FIEH N, H¥ ISt e 2EEC. HE—Dat
F W, miRNA-BART2-5pifif B4 [ Rhof5 5 it
TR FRND3BIEROCKAE 5, M AL 3k 2 NiH g 4%
RO AR, Wuzs A7 R BImiRNA-BART2-5p #]
DUt SR R, BE-45FE R —FEEN, 7F4E
R M -40 MO RN b B AT TR OB E . S
A, miR-BARTOE R IR E- R SR R
KSR EMT, M i 32F £ 0 g 41 i i #5150,
FEMFREY, miR-BARTS-3pili i 45 & RNF38HH
NF-«kBFERK1/215 Tl %, {Eif &M, REmM
RS M EARAREEAL (TPPPHS S5 S
B, ERARES, RIEEMT. Wuds NPIE L,
miR-BART12E # 5TPPP1 mRNA[F3'UTRX 454,
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The function and mechanism of EBV non-coding RNA in cancers
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Epstein-Barr virus (EBV) is classified within the gamma herpesvirus subfamily and is prevalent in the human population, exhibiting a
significant association with various malignancies, including nasopharyngeal carcinoma, gastric cancer, and lymphoma. Nevertheless,
the molecular mechanisms that drive EBV-associated carcinogenesis remain inadequately understood. EBV non-coding RNAs
include long non-coding RNAs (EBV IncRNAs), EBV-encoded small RNAs (EBERs), and EBV microRNAs (miRNAs). Epstein-
Barr virus (EBV) non-coding RNAs significantly influence various biological processes, including viral replication, latency, tumor
cell survival, proliferation, metastasis, and immune evasion by their interactions with potential target genes. This area of research has
garnered considerable attention from the EBV research community in recent years. In this review, we provide a comprehensive
summary of the functions and signaling pathways associated with EBV non-coding RNAs, while also discussing critical issues within
the field. We aim to offer novel insights for the clinical application of targeting EBV non-coding RNAs.

EBYV, EBV non-coding RNA, EBV IncRNA, EBER, EBV miRNA
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