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fii%

miRNA (microRNA)JE T 4 K MFFE Fe 0T ) —Ff
W F, HH22~25 A ETTIRA N, BAEZEMNE
V¢ oihg. REE DR TAERRIIIR A, AR, 18
LR R AU AEAE miRNA kK-S 5, X8
A~ TR B A KRS miRNA 2 [BIfF7E— 2 A1 5%
.

S WA R — b Sk I L R R R A G R, B
A E M REMERE, & THhEBERY, e
KIR S s B Bk UL X EB %57 (Epstein-Barr virus,
EBV)EY AT BHK AR, o™i /R, miRNA 5
B IR AR B B . AR SCEEXT miRNA 58
MR s i s AL ) 22 TR 14 56 2R 7 AR,

1 miRNA A . 1 HBLEITE A P 2- D)

1.1  miRNA 1475 5% Be £5: FH DL

miRNA J& KK B8R 22~25 %R 4 9 514
JEHS RNA /N T, B BSR4 o 7E RNA B 4&
itg 114 FH T #2653 g 16 B8 24 JL T AN R 1R ) 2
SEW)(pri-miRNAs), SRS 7F RNA 4l 1l (Drosha fiff)

miRNA (microRNA);Z — & By 22~25 M% H B 41 i 1 3k 2 29 RNA /N F, et 5%
mRNA 8 3'-3F 45 8 [X DUA A B AN AT 0y 7 R &G, SEI e 80 3 R 4% 5 KT B T AR S AT L
®EHT R % ¥, miRNA 5 2%+ EBV, LMP1, 5% 3@ %, Mgt xE Mg, @ik
YR MEMEERFEEESEY AL Hl, % mRNA 520E X 4E LR A0
K%, BB T A H A mALE AR, Wb e R 2 sy SRR B T 5 RIE.

Kl
miRNA
B
EBV
LMP1

s RAK
Hepa
REED

YER 80 T8 BAT 22450 (K BEA 60~70 %
% ) miRNAs Hi{& (pre-miRNAs), i i %% iz 5 14
(Exportin-5)iR 5| 3145 & pre-miRNAs 7£ 3% 1) 28 H b
&, HKEE Ran-GTP [ pre-miRNAs %4z 2 41 it i ;
miRNAs Hi{A7E RNA BT (Dicer )25 N oI T4
X AE miRNA, 7 fif € i V5 H T T2 Bk 24 19 5 65
miRNA; H.iE miRNA #AZEARE 5K, S5IEK
i RNA ST E A R (miRNA-associated RNA-
induced silencing complex, miRISC)®™7, Jf3f i it &
AR B FER.

miRNA T2l i 54 mRNA 4 355 E 2 5 X
(untranslated regions, UTRs)F 8%k L 5¢ 2 50 A 5E 4
H AN ECECRT, FEFE SR KT XTHE mRNA E47 A
s, miRNA 125 3P 5 e KOs S 2 Fh
YR RE R AE DY — Y miRNA 5803 R 5¢ 4>
HAb, AT mRNA FEf#; 304 miRNA 55751
RIVCEC R R R 22, AN SR H T TR, Hegihslf:
G R 4Z miRNA 5¥ mRNA R5E4H 4,
PRI 3% 4 2 miRNA B9 F 28R R, — 4
miRNA A[/EHFZ 5 mRNA, i —% mRNA #]

HEICHRML: Zhao L Q, Chen X, Cao Y. miRNA and nasopharyngeal carcinoma. Chinese Sci Bull, 2011, 56, doi: 10.1007/s11434-010-4330-x
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%% miRNA J##5, miRNA 53 Z [R5 T2
R VR S 4%, R R R 2 Gk K B R PE S O T — A
B AR 2 i,

1.2 miRNA )94 0hfik

miRNA HEIER S 59K . /b 395 .
JHT WO 28 e 1 20 B O A T B A R 55 Z A A )
SUIRERY K AE!Y). miRNA 76 MR IR b b R S
YEF, miRNA 25 T IR 40 i3 ss . 1. BhHE.
LA A R EE A 2t B, K2 50%19 miRNA
A7 T e Jod A 56 0 e (o AR IX I, A g & A 1 3 PR K
SR P R T Tz m RN £
miRNA 75 24 g 310 1 P 1 sl B0 IR 71510 g 8k
Je L R DD RE ) miRNA 38 5 8¢ PR OncomiR (B0 14
miRNA)! A 143E miR-155, miR-17-92 JLPH %
(miR-17-5p, miR-17-3p, miR-18a, miR-19a, miR-20a,
miR-19a-1 F1 miR-92-1)F1 miR-21 %; ifij H A7 9 3
R TN BE ) miRNA £245 miR-15a, miR-16-1, let-7 FJi%
miR-143, miR-145 1 miR-34a 2529 % 3F, Douglas™"
$2 5 MRHE) miRNA FRA metastamir (54 R 1%
miRNA), H {2 if Mg 7% % 194 miR-10b, miR-21
SE T A0 ) R A% R B9 F miR-141, miR-200a/b/c,
miR-146 Fl miR-335 4.

2 miRNA 5 BR300 41Ok
2.1 miRNA 5 EBV

EBV Wl 4t £ Fh miRNA JEH P, 2R —A bk
KIS miRNA (9. HHE miRBase™ H2 {4 %
Y&, i EBV 4it5% ) miRNA £ 45 ebv-miR- BHRF1-1~3
1 ebv-miR-BART1~22, “BEA 15 B T 75 FE 4
BHRF1 #l BART Wi/~ X JR%1**. Horp BHRFI W5 &
il ST DR, 7 o AL R A KT T e R A
B, 5 A A2 A R A 56T T BARTRY
A G A0 B3 AR 0T 005G S =1, PR B A, IR0
R R BAR IR KT

EBV #ifif) miRNA 25 75 55 75 2447 21 785 IR
B AL, B 5P 30 5 0 S O BT i
2 miRNA ANMUEH TSRS RN, SEHT
5 ERO ALY Xia 48 A48, miR-BHRF1-3 L)
5 EMY CXCLIT JAEREN, CXCLIT {35 MR 14
P4k EBV B B 21 S 7 40 I 2 1 T 4 M Y R 3.

10

Choy % AP, miR-BARTS LAfE £ 1 PUMA (p53-
upregulated modulator of apoptosis) HHEIHE[K, PUMA
49 R A ) o i 7 R P 1 A ML T

lizasa 25 N\ PR i#, ebv-miR-BARTG6 F4#] 947
77%) pri-miR-BART6 7E#% &K EBV 84k i) 41 it v i
Fomi%, MY miR-BART6 7641l £ Rk B &
PET HEAEA. lizasa % APYE L, miR-BART6-5p
RNAs AESN ] EBNA2 Jj 8¢ B A Y R 3A, T A
SR SRR AE T BRI R H AROIR A5 (B B AR s ) 1)
I 750 985 FR R A (AR 2 1 2 o ) P Ak 1) st 7 v 2 AN T g
BN, Zta F1 Rea i 85 8 H7E EBV 1Y 24 52 il i 2 b
R T EEEMD. XL RE /R T miR-BART6
£ EBV A RGL RV AR b & 45 T S 2 JE T VE .

iR W, EBV 4ifih i miRNA 7E &40 9 1Y
RERBERRELEHEEEN, BAMUEHFREAR
BRI DN, A R T 0 B AR AR T
TR IED, A R T B 0k ok A A A O N
R Al g A0 gE T

2.2 miRNA 5 LMP1

EBV it B AR 1 1 (latent membrane pro-
tein 1, LMP1)J&—fh 8 Z A% 2 808 & 1. LMP1
£ EBV 1 11 BRI A3 AR 7= A=, 1l 4% NF-«B 15
S S SR AR AE KNP TS, Natalie 25 APY
R F, LMP1 1] 58 11 NF-xB & 72 4% miR-146a 43 3
T, ES0E FA P miR-146a (93235, miR-146a %f
WP o 4EEE EBV AR IR GLIRSE mEEM, viE
45 EBV X5 = 40 M [ A 5y v B, Graziana 48
PO K B, LMP1 3@ 13 376 NF-xB 8488 S aC s
miR-155 (%5 5%, | miR-155 #9F635; miR-155 7L
EL 40 (4 345 I EBV A B 41 M e Ak b 4 56 B
fEH. PU.1 J& miR-155 TV EE N, 7F miR-155 ik
Al B 20 b s B ik, T3 80™ 4 1gG1 1% B 41
/b, $78 miR-155 76 B 40 G B b 2 45 T
AR DO,

Lo 2 AV, A 3 f EBV 4ty miRNA
(miR-BART1-5p, miR-BART16 I miR-BART17-5p)
A i LMP1 (9335, Zheng 25 AP 91, LMP1 5] %
T NF-xB, AP-1 Il STAT {5 ‘7 %, ‘&t b8 mm
P 3 (Janus kinase 3, JAK3)HY KA R IN{E51%
5 Ko B SR 4005 IRl ¥ (signal transducers and activators of
transcription, STAT) Y % R b v] 1% JAK/STAT



EaEs

PI-PLC-PKC i@ }%; i LMP1 i & [0 3&E 2L B 1 {5 5
MBI, A — RV YRR, AT
A E IR AL, HEE GUS WA & G2/M )
453 ;. LMPL 3 o] 3% S N sty b7 il 338 5% S5 fif§ (human
telomerase reverse transcriptase, h\TERT)AY ik, fEf#
41 it 7k A= Ak

DL 4 % miRNA 5 LMP1 (BF5E 368, EBV 4t
) miRNA A LMP1 B335, [AE; LMP1 A 3@ i
55 ol PROE miRNA 263k, PRI miRNA 15
TP AH A FEIE N, Fe R S BRI Y & Lk KR

2.3 miRNA 55 BRSPS e St B B
e PR 2 I 28

Bl W5 o, ZF0ORTE miRNA ] [R5
] — 45055 5 % 3 I 10 A G B R IR R Y R
XA 5 B S 3 6 1T A ) A R PR A AE 5, R UE SR
miRNA {94912 D RE4R (37 L. Chen %6 N1OVR HH,
TE BRI ZH S UhRAS R 35 B miRNA (268 7K A
WEWAE: B LA 11, 955 miR-196b, miR-
138, miR-155, miR-142-3p Fl miR-18a %; 3% i
B4 24 Fl, f145 miR-204, miR-449a, miR-34c-3p,
miR-143 Fl miR-145 %; LR EA 4 ' miRNA
J& miR-142-3p, miR-196b, miR-138 1 miR-155; T
W B A 4 A miRNA & miR-204, miR-195, miR-187
Al miR-143. F£iLK FHAY miRNA A 5 FEENEES
PR )38 B (1) GL/S BIFE AR 8 S (2) 1A N
J7 42 K [K 7 (vascular endothelial growth factor, VEGF)
51 55 A R - 12 TS 1 Sl i (3) G AR
H(-)/r% MARK-ERK {5 5@ BT, (4) Hied
J% & F (transforming growth factor, TGF), WNT {55
S AN AR A () BRI R 2k 1
(estrogen receptor 1, ESR1)Y5 G HEHMEAE G
. H 2 SR A I E P2 GL/S IR AR
WA VEGF S8 A R -1 Z B XHE S
Sl %, Chen 25 ANV B, iX 2 £ Y 6 FhETAL
(CCND2, CCND3, CDC25A, VEGFA, PLCG1 #l
AKT) ) 3R 35 7K - 78 S Wi s 20 2 b 34 o, B F 9
miRNA (1% ¥ 3% K 75 B0 988 i 2238 B3R, Chen 4%
NSRRI, FiH miRNA R {E SRS 5 T
JELFE S Y A0 B A A R T Y R A R A R AR Y
FAY. EIRWFIEFEIA, miRNA 1335 F 5 540 0 5
IR 14 2235 R 2 (8] sz AH 56

TE LR 4 A HLA o, miRNA 5 50 SL B L
i B[R] R A 26 I 35k R[] 4 i T — AN 52 2% 1) i g
B4 R G5, Zhang % N B, miR-141 76 80595
B2k A, H& ¥ 5 3 R B VR ;38 1 ol o3 D
A c-MYC P RXMEILE SPLUNCI, W fif
miR-141 AFEIA F; miR-141 (9F35 T 8 ] 5200 &
MEEL s 200 6L P A B ) 0, AR T L AR L SRR RS
Zhang %5 N\ i 9 3 IR 15 S N K R LTk &
¥, BRD3, UBAPI } PTEN J& miR-141 fVAE/E 4D
/i BRD3 K UBAPI™% 5 8 (1) & 1 & &,
BRD3 12 5 Rb/E2F il A7, PTEN 78 £ F i g
RIS B IEIE T, bS5 AKT {5585
(TR ] miR-141 B9 2560 Rb/E2F, INK2
K AKT il iF 2 B85 F I DIRED. Zhang %5 A
INH, miR-141 FIMR A CIEH c-MYC, SPLUNCI,
BRD3, UBAPI }. PTEN WS S5HEE T —A <KL H-
miRNA” W2 R 55, SN E0 8 1 & R .

R R, RS LA R R R, —
F ) AL 2 I st AL 2 AR R T 2 42 1 W 4% &
G 149-531 JrURE B RIS R B4 0] 4% miRNA )36
ik, (AR AR A9 miRNA ik v] i — A5 4 B Jad #H 5
UL B, H miRNA 5508 5L | 309 2L
FFITJob T8 R O 35 PR A ) g T — 3 P -miRNA-
PRI 25 4 ) 52 2 W 45 R R 8, MR i T S5 W i 1)

3 miRNA 5B K A b i) 7 9 -
Yriig
3.1 miRNA 545225 5

Plk1 J&75 2255 5445 By B il — > S S 1 [ %,
(5 W 987 (1% 48 B AN a0 8 vt e — N E B R IR
Plk1 AYFRIK 5% 5 miRNA AZIK FEAH &P 1Eh
A 225758 G2IM BREE AL SRS -, PlkL 7E 40
JEVST A I s o 4 R B D). Wei NP5 &
PR, TEERJE B, miR-100 WP Plk1 A9 335, siPlkl
(TEHTF PIk1 B9 siRNA, BEAF5ER A miR-100)A] i 28
2 R 2540 IR S SRR TR B, Pk L AR A ]
AR {6l 93 41t v 22 b e S B R R R 4R ST O S R
T AT . Wei 258 AN PYE & B, siPlk REANTHI Plk1 (Y
mRNA FI% (5 #2355, siPIk1 507454 0T A R A%
C666-1 HLAFIERE ST . HMBERR L 41 5 FHyH2AX

11
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Y 2 ik KF. siPIk 1 A 38 3 175 5 G2/M 3 () 4553, 1
5 R 4 24 TR R S 2 b 2 R £ 1 88 (cysteine-con-
taining aspartate-specific protease, Caspase) 3/7 i 1
i & AN T8 R AT N G2/M 45 K 4N
PAT=0 PR siPlk 1050y 48 A T 4 i i A

FE SR H, miR-100 AYERIA T I8 AT 58 Pkl i
BEFRIR, NI S BOR RN LA K. FI, DL Pkl
R AN PIkL Yo BE eIk, AR 2250 S
21 JE SR A0SR S RO A A0, XRIG YT R g
FHEEH AL
3.2 miRNA S8 45 A B S 13 256 7

L A ) V2 A A T A B R Bt R
EEIARAR GO EA  SAE KRR i k%
BRI VLN e i A B R R R AR T
TYER, VEGF R EEMEERN 72—, ek
K2 Z RN 1. Hua 25 AV B, miR-16, miR-
20a, miR-20b, let-7b, miR-17-5p, miR-27a, miR-106a,
miR-106b, miR-107, miR-193a, miR-210, miR-320,
miR-361 il miR-15b SE¥ AL VEGF A#E A, 6
VEGF [y #ik.

Olsson % N'V% 3, 7EMRAHF, VEGF HH
NI =Ry SRR O S vl we 1 Mt 1 2 0 A 4
FUAR FRIREE] | 23 6] 2500 T, miRNA F 22 fi i 25 ] a4
]85 22 Fh D) 6 A0 5 B9 36 R I A A R 7. Hua 55
N3, miR-15b, miR-16, miR-20a Fl miR-20b 3k
[ E FH - R s 200 it w7 L5 26 R, TR B 7
5158 A2 A R B (VEGF, ¢-MET, COX2, uPAR,
PAIL, MAPK7 1 Ang)7F 5 WA 46 4t M b i 35 1.

Li 2 NTVE B, LMP1 A Ry — R i {0 93 5 75
(R SR 7O, R S SEIR T Twist BYRIE,
LJHAIR ) miR-10b Feak, MR (5 5 0 g 5 6
LMP1 0 o] 5 0% 2 R 55 S i, SRy 28
YA S (U0 E-cadherin, MMPs, c-Met, VEGF,
EGFR, COX-2)"*"}335.

Sikumar 2 A\7OVR B, 7 SRR 40 L, miR-29¢
() 23K T R AT S 20T U 2 AL IR 0 ek A, ng
T S A K A A A 174 22 A A4 40 35 T AR 1 (A D R 1
KIZRGER Ay DS 5 B 40 i i (=2 22 fG 5%
I, AT LR R 40 P miR-29¢ 19283k T EAE Sy B
TR . Xia 2 ATVR T, miR-200a 7EH
5T 95 2 e ML H R T 22—, 7 B R A
Jarh 8T, AT T RE R SESE N ZEB2

12

K CTNNBI ik T, A [F) 2 B A0 i) 5 0 g
gff R . RS

DI FAFE SR, 27 miRNA N A0 LA 5 8 e
HP R I A AR R RS S M T X 4 miRNA
SR DR 0 ) A R 55 MR 8 200 B ) 1R 2B R 75
WA X B S AL A E miRNA AYFEIK2 L fay B I
HESL A W) 2E DRI R 452 X SEEEAR R AT,

4 5 ERIPEAERY miRNA FIUR ST 2

i Lk, & 1 hAIEET BRI miRNA
5 ERIE Z AR 6 2. R 1 nT DL, ST4ER A 56 B
5 0 &AL S miRNA SRR BFFE A8 T ok
B3, N EBV 4t i) miRNA %15 377 48 19 LE 1) 2%
BN, BN1E B4 A B RIS E) miRNA 16 S e &
KR IR A ETIEE, X ARG TR E KA
B R %R, A, 7EXT miRNA BYRFSE a3 T
V2 AR E R IR, Fn: (1) 7580 i &R L
fil s, R EA AZIRER miRNA, BERER K
FER I FAIVER? (2) 78 miRNA 5 #IERAE Y
AR X 3B e T AETEZE Ll Dead end 1 (Dnd1)fY RNA 45
BEN, BREREEMH miRNA 55 9H T AEH 2
(3) FEEMRIE M2 WIARYT Y, S A AT R i SR
G 1000 1) £ MR g v AR SR MRS miRNA 3k, BRERE
N —Fh A bRk SRR L T RS (4) ZFb
miRNA [ 3552 75 AT Pp R 38 InALAAT Aey7 ) fek
PE? 3k BEHR A e T L E AR ST A [ A

H A, 7678 5 S g A& LI id i o8 o ) & B
LMP1 5 miRNA A& VIR, KA Gl i
LMP1 {555 S5l & miRNA 530 . #5017 &
B R A VR 45 LMPL A 5 2k 05 (557 Sl
BETR miRNA 355 2k S0 6 B AH 6 56 PR iy 9
DAL 1M o 5 % A 5 32 PR 118 49 1) S K A B TR A T fif
miRNA 7¢ 8RR 225 h R FEAER, b &
MR g P % s R A B AL A A A5

AN, PIk1 A& — N 15 5 O i i #4 1-.
PIk 1 7E I8 5 W 9 200 00 10 A 22 0 58 K 440 i ) 38 vh
YR AR H A AR, i B T B PR R,
I ABFSE PIk1 AH 6 miRNA 5507 AH 45 6 4
BLL, B BRI IR OR BT A . Bz, X
miRNA 5 ELI IR 2 9 HL A =2 0] 56 R R A 56 Ry
ATV BRI 1Y & 2 & R SR L g i, s
Sy MR 12 W RTA T R BT Y LB 5 s



F1 5EBEMHRXE miRNA

miRNA B Y E T RE TESLEE P I FGR AL Y B IR

ebv-miR-BART cluster | LMP1 B . kAL, W, e 1 [37]
ebv-miR-BART 6 Dicer EBV [ K RS t (31]
ebv-miR-BART 5 PUMA B AR ok R t (30]
ebv-miR-BHRF1-3 CXCL11 A P {3 t [29]
miR-141 BRD3, UBAPL, PTEN  sZmgufEil . M-, EK . E#. 228 t [44]
miR-29¢ 21 o1 5 K 2. %% | (70]
miR-200a ZEB2, CTNNB1 K T . BERR | [71]
miR-15b, miR-16, VEGF B0 1045 A= iR | [65]
miR-20a, miR-20b

miR-204, miR-195, CCND2, CCNE2, Z S5 5@ 0 IR R AR L AT | [40]
miR-143, miR-187 gll?géiAAgGFA, O L T A

miR-100 PIk1 SLUAT 424y 24 T 440 L A 40 | (551
miR-155 PU.1 ek . k. W, S 5ikE t [36]

1 43T
miR-10b K R, t [67]

a) 1, MTILEH S AL miRNA KF; |, RFIER S0 E A S miRNA 7K
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