#5303 520 A Vol. 30, No. 2
201842 H Chinese Bulletin of Life Sciences Feb., 2018

DOI: 10.13376/j.cbls/2018025
XEHRS: 1004-0374(2018)02-0187-09

IR, PhARFRBERIR, MEFHREL>TEFARL TS (RIEE
) A5, B A TRMIBEELEERE T, EE2AFTHATE LRI
W MG ST AR . B RRE S T o MR . e AR A R4
FRAFTERE ., EXALHXRE . @ERAD, A3 “ LIEH X7, 8637,
“9737, “F hHA)4H” R B F. f& Nat Biotech. Nat Med. PNAS. JNCI % & K-F
e B R KT N00 B

REIERBRNASME L £ % R

B foat, F I, R
(1R MTRE B TS S0 0, K7 410008: 2 WIS 40 THOHTHR £ T 56505, K20 410008)

#OE. B 12% M AN E MR 5% % V) A 5K, W Epstein-Barr virus (EBV). high-risk human papillo-
maviruses (HPV). hepatitis B virus (HBV). hepatitis C virus (HCV). Kaposi’s sarcoma herpesvirus (KSHV) %%,
e G0 N 9978 7 T 42 40 S8 PR 2 A K R R AR T SR R g i B A O, (ELRE A A A R R R R R
MATIFAR R 205 B2 AR 4 i RNA FE B8 A A R e B 2 1k . IR L8R 2w Y RNA A v EE A T, (UAE
RNA JK-F-Z 55515 340 A 2 5 5 L drilf s 2 7 R . DR AT KRS AY RNAL FEE% A% RNA K
microRNA 7E il b (1 142 HEAT 2514

XBEIA - ARgRAD RNA 3 BURDRRE - JWERAHOCIR 5 R L - BURHLEE

FESHES . Q5225 R730.2 XHAFRARRS - A

Viral noncoding RNAs in virus-associated tumors
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Abstract: Over 12% of human cancers are closely related to viruses, such as Epstein-Barr virus, high-risk human
papillomaviruses, hepatitis B and C viruses, and Kaposi’s sarcoma herpesvirus. It has been well accepted that
cellular pathogenicity and tumorigenesis are mainly associated with viral proteins in virus-associated tumors.
However, owing to the development of sequencing technologies, now people pay more attention to viral noncoding
RNAs (ncRNAs). These ncRNAs regulate cellular physiologic and pathologic processes in a direct way. In this
review, we mainly focus on the recent understanding of the long and short ncRNAs as well as microRNAs of the
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viruses, and discuss their roles in cancer biology of multistep oncogenesis mediated by established human

oncoviruses.
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H 1911 4 Peyton Rous &I & PRI 55 - 257
TR R I AR AR, AR
FBOR LGN AT TIRABE L. IEFk, &
DNA 1 RNA M FFEORKI A e, ANATITAR 3 2 ok
TR AR YD RNA 5 A KMR Rk A RS
FKW, WEEIESIY RNA (noncoding RNAs, ncRNAs)
AT LA R E SR, B R B e AT,
T IR 1 0 3 S 75 1R RS G o X T BUR R #5170 5
Hogm g ARG 6% RNA 78 b6 &4 K EH 2
R A BRI T A R

UE L 20 i neRNAs 4% 5 < 2 0T 79 o4 /0 A 2 1
RNA (small noncoding RNAs, sncRNAs). H1 7 JE 4
fih RNA (mid-size ncRNAs) F1 K 4F % i RNA (long
noncoding RNAs, IncRNAs) 3 25, &4 X 41 5
N Z R A, 4 piRNAs (PIWI-interacting RNAS).
snoRNAs (small nucleolar RNAs). T-UCRs (transcribed
ultra-conserved regions)fll lincRNAs (large intergenic
non-coding RNAs), 1X % ncRNAs %] T 4 ¢ 41 Jifd 2
AzocEE N, N RBURMHEEEH ABRIIAR
B B sk AN A neRNAs, FFs2mn e E4 iz, %%
¥ f2 %Ak, Hoth miRNAs (microRNAs) A1 IncRNAs
Sl FEM A EA, W AR R A A,
FATIE K R AT — Lo AR G 0 5% S 2, G
sfRNAs (sub-genomic flaviviral RNAs). sisRNAs
(stable intronic sequence RNAs) %5, 1X4£ ncRNAs [f]
FEFEMI B B ] KB AR, 2 IR s EAE YA
WA 5 1 A0 ) AR BL R A 5% EF ncRNAs
B X R AR .

1 HEHIEEIIncRNAS

ORI EF T LR S K F (1) RNA, (B AN G b
BAF Y, X5 ncRNAs 24022 T REAT) R 5 4 50
Bé, £x% ncRNAs 11, G 6 25 IncRNAs I Ll i
WA, 43902 EB W #4miS i EBER. v 22 &
Zuh5 ) HSUR. A\ E 41 5 25 4 B3 1) ncRNA B2.7
R VG PRLJREAE OGS 2 0 B w5 1Y) PAN RNAL B 75
BEMAG) sIRNA PL AN & KRS RNA. i 35
AR FIIT, 15 4 M % 5k — R 51 ncRNAs, )
[F) 5 B {1 2 e R R A

1.1 EBER

EBV 7F 4 MMELRBYEL (0L 1] ) $51365%2% EBER :
EBER1 A1 EBER2 ®', EBER & EB 5 2 1& (A 14 i
f¥% UL B = B/ RNAs (PRI 107 $#00),
IXAE Mt %k P, $27% EBER £ A% F 4T 15 Th it
EBER it 254 PKR (dsRNA-dependent protein kinase)
PO IFN 75 5 A1 PKR A5 10 85 1 923 40 1) &% 4 g
T, BAEWISTRIE, EBER] 5 AUF1I/inRNP D HAE.
AUF1/inRNP D (heterogeneous nuclear ribonucleoprotein
D) i i 45 & mRNA 3'UTR AU & % 7 # (AU-rich
element, ARE) /1 & mRNA % [%f#. EBER1 H 3%
I AUF1/hnRNP D Thfg, #0892 9 B9 (1498 AR
WABAT M E W AL b4k, Lee 257 KL,
EBER2 i i RNA-RNA 45 & [H] 42 5% g 3 40 M 4% 5%
“F PAXS5 (paired box protein 5) “ #a # 7 % )i 5
DNA, MR EE RN Rk, BFRrassuEEa
LMP1/2 [ %% 5635 A0 8 2 v P, #2878 sSEBER
VAR B OB A FH

2K, MMIE T EBER AL EURHL
Hilo JFRALAT G5 R oR, EBV LAk IR 40 i %
KB 7K EBER™ ., EBER 7E 7K 2B 4k £ | Rz 248 g
th LA HH TR . EBER PHZ0 L 2 NP69 (—Fil
AKAEAGH S E Rz A ) BT SRR ARG R, (H
AR ke, BANE % M 6E /) . Yoshizaki £ [
B R W], NPC-KT 4 it %214 % = /) EBER, {H%
A RIARAT A KA BGUH TR T S AT
Fiiwss EBV YL S A4 2515 5 IGF-1, JFLLH
orub e AR AR AR K MY, U8B 78 40 U IE B
EBER 55 bk =088 1 5 MR s 1) i A2 B A G . IR BB
A& RTRE 50 R 4. AR EBV FHIEA
il it AL 75 5, LA EBER 7E A [H) 40 P9 7K 25 11
# 545 5. EBER X4 RNA 2458 (& 1) o] g
TLR3 (Toll-like receptor 3) 11 RIG-I (retinoic acid-induced
gene protein I) P, FF55 51l 1755 Ik T 24 i 232 ARk
B R 1Y 2 T SUHGE T TLR3 R RIG-T 5
EBER /5 [1) 98 AE K & A Je 95 BE AL ) 40 56 U510,
Duan®s " griARF it 7R, EBER REWS% K RIG-T
MR ) NF-kB Fl IRF3 {5 5@ B & 4, AT {i ik
WA g K . HE— D #F 7 R, EBER #] % S RIG-I
I3 B A DR ORI, 1 A i R A OC R 4 i
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(tumor associated macrophage, TAM) F & 1k, & . 1 PR, MK EBV JEGL 1 | Rz 41 il 98 5E 15
Ak, Bush, fBf1E %I EBER @it TLR3 5 5™, ¥ UER T neRNA B EBV 8 4% 8
SRR AP S0 S R, HOd R AR = BE TNF-o AHSCRGE (1] 2).

FEIf. A HRZ, EBER M EBV IREEE A 1 (latent 1.2 HSUR

membrane protein 1, LMP1) 1] LA NF-xB J¥ il 1k 14 HVS (herpesvirus saimiri) & —Fh y 290 5,
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Al 5] R RS T 40 (A s Abk (25, {3 A2 4)
46 T g4 U HVS 2R A 7 4 ncRNA
FHA, gmid 7 Fh Sm 25/M%Z RNA (small nuclear RNAs,
snRNAs), . ##5 N HSUR (herpesvirus saimiri U-rich
RNA), J& HVS B T 4i fg rb 2 ik 0 B 552 3 1)
RNA ™, HSUR 1. 2. 5 5 i B A & & 4R 57 1
ARE, W] DL ¥ 2 15 £ {2 a8 225 IR A 41 i 1R 1
mRNA faEtE. O iRkiE, HSUR RIEKFZ
Yl ARE 54 8 (4%, W hnRNPD F1 HuR™"?",
Microarray fll Northern blot 524 2 7~, 2 /Y T
Y1 M IE A FE dr, HSURL A1 2 £ b i 15 32 40 i A0
% mRNA ik /K P,

VT HIRE e iE, HSURI1 A HSUR2 E 53K T
Y1 B 4 B9 1 3 2% miRNA 45 4 (miR-142-3p. miR-
27. miR-16). miR-27 7 HSURI1 # ik [ 41 iy o &
E N, MmN RIE, 3R TR E A
M B RN KRB EE. R0, HSURL fg%
D25 BE £ miRNA BI U] 1, 4557145 A miRNA,
MG 3 miRNA FEf# P29, miR-27 2 T 4 is 1k
(i 7 2, B miR-27 K {2 3k T 40 M 544 S 3 A=
$#27%5 HSUR 5 HVS 5 T 40 e b 2 1k o< 9. 7 ik,
AR HSURT #0] miR-27 A HLA R T
fift T 40 Fpk EIRT 1) R A R R AT ELEE RS L
1.3 IncRNA B2.7

N E 41 fJ% & (human cytomegalovirus, HCMV)
eI 1E LR R B R, AR iR
SR TR AN B0 P FRAE, 55 4% 1 0 A0 bR 5 1)
F %, HCMV % 1% ncRNA 2.7, HF 3 A% 7
20% i EESE AL, EERIATER FRE Y BT,
WHCHRIR, B2.7 RE6E 10 i) £ e R 5 5 0 A0 R R
RG], M2 2 T 5 5 R, B2.7 RNA
EEE AT, JH] mortality-19 (T N K 2540
R/ FIMERF TR Y0 E T ) Heh.
i B RNA S8 [0) 25 & 5 &4k T a] DURS 4% 18 40
WA A Y. % EE BIHTR TR ) 5 MR T R
IR, o LAHEM B2.7 7 F- e g 7 it 2 h R 5
TER . AR, ik B & ot 45 R SR p2.7
W] AR E R NIK B, RAERBLE (s P
1.4 KSHVYRIBH) % R EELIZRNA (PAN RNA)

| % 78 IR A OK 96 92 5 75 (Kaposi’s sarcoma-
associated herpesvirus, KSHV) & — Fh U8 ' v 2596
PSR E A e Ik G AR AT f bk £ R e R B
KSHYV 75 B B B i oK B K B R g i 2 TR AR IR
1k, RNA, #:Jy PAN RNA. PAN RNA BELLEN,

YERFIN = (45 DUE (<50 #5014 ), S50
AEATIE SIS, 5 RETE AR R A R R DI OR .

RNA #4173 #ri 7R, #i5 PAN RNA 40 &
GBS T G B SOREAF O Ik IR i 2o L B
05, AMMERINERA K, SRS A,
S V1A A7 i 7 U SEAR ¥ 28 PRGN T30k B 25
% PAN RNA, KSHV B i3 K 0k I fm i, J&%
G5 1 ORLH A R B 2. PAN RNA 5 £ Ffif
B B AT A AE AR SC &R BT, PAN RNA il
i 454 KSHV 4 ff) ORFS7 itk H B fa e, 4ir
PR EE B, AR FURE, PAN RNA 5 LANA
(KSHV W AR M R BUER ) 45 &, A LANA 575 7%
U 5 DNA B 55, R 3E 40 i 24 /% ©'. PAN RNA
n] PLiB It 454 IRF4 (interferon regulatory factor 4)
W IRF4 /-GS 5 3 8 7% 1, W14, 3R
PAN RNA 757 5 o2 W63 Jy T & 4% EE/E A B,

PRC2 (polycomb repressive complex 2) »& — Ffi
AAPRENEREEEENE Y, HFERRZ —
#& EZH2 (enhancer of zeste homolog 2), #] DI {L2H.
B A H3 5 27 AL R K A = R B AL (trime-
thylates histone H3 on lysine 27, H3K27me3). EZH2
e T R 2H R s i A O e (A 4 A R [
Fik. NZEMgE 0 EZH2 3L, HIEH M4
T R RR A ZE TS . SE R, KSHVT
LR EZH2 KSPER R B, S dtpiiE ik — b
ilF ¢ PAN RNA 5 EZH2 I E (R B, [ 4 2 i
Ay PAN RNA Xif 41 Jfd Dy e i #2598 I B2 Mt A%
(EAIR
1.5 sfRNA

TR RS — KB HA B B IEHE RNA
B, JERE RSN P I NT AT A R T B i A
0 9 S5, T H A R 5 (JEV). 78 JE % T
£ (WNV). 5 5295 & (DENV) W 4% [l 2¢ /9 & (TBEV)
&%, sfRNA (noncoding subgenomic flavivirus) +2& i Ji
BE 2 Y 1K) ncRNA, A7 % 75 5 X 41 3'UTR X 45,
Je i 5-3" J7 [ R A D) g XRN1 BT 1) J5 1) 7
Py B, 3'UTR 18 l— N i = IR e e, Lk
BH 1k XRNT X9 55 5 st AL B e A Y, IR 9 8L
K& sfRNA B4 P,

sTRNA XS 8 = il . 75 5 40 i A2 6E ) f e
WA R, /£ WNV JYFV 2 K 20 RAZ 1
WA 7L B0 ) S M1 20 L 2R 3 e L B AR A R R
R AR W AR TR (IFN)
% R, T WNV sfRNA 7] BL X 5 X — e B 1Y,
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Schuessler 25 ™ G Hi, TFN i & FE A5 A/ fREg A 2%
AN AR sTRNA DJRE G RV, $27K sfRNA /]
PAXS 40 T2 IFN A SR PUR 2 OB . Al g e st
T — RSN, GBS A B TFN-o B A 48
IFNAR J& R U5 28 B 205, TFN-o fA7E 15 DL N %
b sFRNA J5 Rl s 5 2 411 55, P s e 25 A LG
{1 8% 27

Bk B 2 (R 4R W R, RNA K 55 2 09 (1)
ncRNA 2 553 G H & RNA B 24 lifi 4100 RNA
MR B A7 0 . BATOR 3 98], XRN1 BT 1)
i B¢ RNA A2 % sfRNA BB, sfRNA 37 b2 JE il —
AR =R %R, T XRNT FEM) Hg 1k,
T G 8 7 A DR 2 e e P . AUk Gt DENV Bl
R (Kunjin virus) J& 23 {2 32 08 21 mRNA
SRAEF XRN1 FEA# RNA B 7 1 B FEAK . 476
XRN1 v P [ I 32 42 325 240 i mRINA B AR K 1) 52
2 M, JEER AT RNA B ARHL G FI T 8 54 s 41
R, SR T T4 Mk R Rk R e

PR RIS — KA AR R, W
HCV (hepatitis C virus), HCV )& T RNA W&, 4
A 1.3~15 2 NG HCV., KT HCV &
¥ S B E Th i EREAGR E . HCV il
XRNI Bt B 5'-3" Feffadm A2 0 R mE s, BA K
41 A% % %5 75 B ) mRNA 52 8 I 10 B35 12 7.
HAS— 12, HCV B 4], 40 ir 2 5
o 5 DRV 11 5 2F R - mRINA B8 - Fae ™ Rt
FOREADH] XRNT JEME R — % OR ST R, d
I Z RPN B TR e AR .
1.6 A& TFKIEHIZRNA

mRNA FiABI Y] 5 2= 4 — 2ok 2 R IR
H ncRNA, HF NN & F K IES 5 RNA (intronic
long noncoding RNAs), B AN AMTEFIHIA snoRNAs
(small nucleolar RNAs).sno-IncRNAs.ciRNAs (circular
intronic RNAs) fll circRNAs (circular RNAs)™*, i3
HHEm, A—EBTH R RS NS T
K A% Y RNA 356 .

1987 4, AAITAE o 92 W 7 HSV-1 H1H X
K L EF 4% 5 1) IncRNA,  Jf fir 4 v LAT (latency-
associated transcript gene). LAT J& T ciRNA, 7£%%
RGN KR B RIEHREFIEE—A “BR” H4
H, WRRAREvE. ASIe oR, LAT BAAHE T
Bt 71, DONTE LATS J5 2 25 [ 4 v LAT B[R 5
MEMA ST RN, MREXIH S5EAR
AHIE B FE LR . LAT 182 515 s kit s M,

Wik hn HVEM £k (JaEB e Nz BN 5+, 8
TR SR SRR T 50 ), A0 T 40 i Th g ™.
LAT (1) 15 368 3 407 1) 200 e 000 1 4 4o 08 B R IR 4
[FIIT, 3B 2 25 D8] I 3l e G €00 5 45 1 DT BR e 2
AR ERMERIE Y, ssh, AEREIE MV
1] PA4RAS 5 HSV-1 LAT ciRNA 251925811 ciRNA,
[FFE AT Lad o BT U 9 T B R A5 i 1 08 5 & Ae
]& [48]o

fE EBV G0 i 1, RNA-seq FH1AZ 4 14 i
2 J5 RNA-Seq 73 #7170 il % 7€ H 95 2K sisRNA : ebv-
sisRNA-1 (81 nt) F1 ebv-sisRNA-2 (2 791 nt)**!, EBV-
sisRNA-1 £is &4 5 21% ) EBER1, 5 EBER2 /K
EAESE. 5 LAT AN, ebv-sisRNA-1 /B /M3 %,
HAZM T, NERERMNSN. HAin] LUfE
(172, ebv-sisRNA-1 F &K FFHIa & —BREHKE
o CA X, XA AN EBENEDLS S
K7 5. 1 EBV-sisRNA-2 [¥] i 2 7 IF A& H: RNA —
s Hida e ™, B — R KIIRICEEH
(586 nt), ZEHILRF, AEBREE T FULEAS A bk EL g VR
93 B S A ] B

EBV it gmig— 2% B A5 4 . C/D box [1f] snoRNA,
fir 4 N v-snoRNA1. C-box F{& Xt T snoRNA & &
PEYEFF 2 OCH L, RF RN BR B AR T 5
v-snoRNA1 Kk 584 24| . AATIEE A 2 58 52
ARHfE T v-snoRNATL AL T %A=, ah, Af1id
g 7 3 Ph# i v-snoRNA1 4548 1 —fibrillarin.,
Nop56 #1 Nop58. v-snoRNAT1 A DL 4% b T /% 24 nt
f] RNA ( #% A v-snoRNA124pp), [ 1 ‘& A A 76 24
miRNA FERTA R M. [HS—42M2, v-snoRNAI
1EJLF B A EBV [H 40 i & rh 36 Rk, B4
LCL (lymphoblastoid cell lines), &7~ v-snoRNAT E.
GIAE MR R A B B, HiES ik, &
AW FT R 7~ v-snoRNAT A1 EBV A ¢ ) L iz 4141
SR e 988 1R A DA

2 REHREAImicroRNA

MicroRNA (miRNA) & — 2K /N 4 7 3k 4 15
RNA, —fr 20~23 nt 25k, 50 55033 5)
SR AU B, R gE AL IR 37 g UTR PR g6
DR] a7 b R 4 B R ik B2 /o — 2R B i % T
miRNA 2 5 40 i Ak 2 A= 305 BRI R, G056 o A=
FFRR T2 VF 2 93 25 8% G i 987 350 32 05 993 5 4 B 1)
miRNA, $E/RIX e miRNA S 155 25 78 R F0 i3 1
R EEE
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2.1 EBV#zAZHImiRNA

EBV 2 5 — MR IR i miRNA ) N 7% .
B4, AT 5E 25 B miRNA H 440 48 Ff B
#h miRNAP, MR BT e 33 5 R 4L P BT AL fr 7
‘B 74>y BHRF1 (BamHI fragment H rightward open
reading framel) A1 BART (BamHI A rightward transcript)
P, BHRF1 [X$k40 0 3 F miRNA F &1 4 Ff i
2 miRNA, T BART X3 ZmZ M1 cluster miRNA,
Ht 22 Ff miRNA [ 1A 44 F i miRNAPY,

WEFE 278, EBV 4l (] miRNA 7£ EBV AH 5%
R R R E AR . MRIEAYE B AR
WIIHRESIHT, 1X 48 miRNA 8 7 #EFE K 15 5 o8
KA P, W W], miR-BHRF1 1 Ll i
BN A I pS3 A1 TPA % 51 EBV R K
il *Y. miR-BARTS 1 $8 5 [K 2 — /& Bel-2 X i {2
AT 7 PUMA (p53 up-regulated modulator of apoptosis).
7E EBV &G4 B 40, miR-BARTS ik /K-
5 PUMA & fi#l 5%, 47 47 T DNA #5443 57
Adriamycin 4t B!, miR-BARTS 7] DL 4" 15 3 40 i
NEEhFET AR P A B ikIE, NDRGT (N-myc
downstream regulated gene 1) 7E N b b & &
[ R R #0961, #E EBV BH % 41 ff o 7] 4 BART
miRNA cluster 2 P4 & 2 #0 ©. LMP1 (EBV latent
membrane protein 1) /& EBV % i 1 8 2 308 & A,
5 R R AR R B B, 7T, miR-BART
cluster 1 383 1] LMP1 35 [ IG5 MR g 200 1 Xof it
B U E ©Y s 55T, £E NKUT 4 ik g,
miR-BARTY i i |1 LMP1 ZE#F EBV R 245 .
miR-BARTO fF LA v i & 1A, W% miR-BARTY
S ) R e 40 AR 22 AN B R 18 0 Y AR
#i%, EBV-miR-BART10-3p iffi iT 4% & BTRC
131 B-TrCP (beta-transducin repeat containing E3 ubiquitin
targets ligase) £ 142 i, AT 471 L4 B-catenin
A snail (AR, (2 &M EMT R4 ™,

2.2 KSHV#zRZHImiRNA

KSHV H AW AR AR i SRR AN B, 2
e 5k DT R 9 8 18 36 e S8 AH 9% 36 TR K 22 FE T AR T 3R
iB. KSHV % fith miRNA AJ BL4E #5 9 75 38 fROR 25,
METE R R AL, MR R E . BT ATE
22 %5 13 M KSHV miRNA Fif 44 A1 25 Fft bl 24
miRNA, X% miRNA 7€ 7 T KSHV AR AH G X
1%, (KSHV latency-associated region, KLAR)"",

KSHV £y —MEURp 5, HIFIE40 i arik
B IR B N B BELH AR . S HISE T K HE 4

JJE BRSE 7 i . W SRR, KSHV XJ EiR FH 435 5
A 4% /E o kshv-miR-K12-1 — J5 [fij # #% IxBa,
BT NF-«B AR #81 ¥ 995 2878 AR A0 40 A7 9% s 53—
J7 T A% p21, B b4 E s T BR T kshy-
miR-K12-1, kshv-miR-K12-5. 9. 10, 11 f1 12 {4
2 5 8 05 2 2 57, kshv-miR-K12-3 Al
kshv-miR-K12-7 i@ i #fl 4] C/EBPB, i % IL-6 #1
IL-10 % 35%, {2 3k 41 A 386 4 A ifn %5 A= & U kshv-
miR-K12-9 454 3:401#] GADDA45B (growth arrest DNA
damage-inducible gene beta), ZEFF4ifEtdr 7. 5
Z L, kshv-miR-K12-10 #[ifil] TWEAKR (tumor necrosis
factor-like weak inducer of apoptosis receptor) /3
IL-8 ik, HEHT TWEAKR 7 SR E kw7,

KSHV miRNA i g i i 14215 3= mRNA {2 i
S B T R [ .. MYD88 (myeloid differentiation
primary response 88) 1 IRAK1 (interleukin-1 receptor-
associated kinase 1) /5 TLR/IL-1R {5 5 i % 1]
B4 T, kshv-miR-K12-5 I kshv-miR-K12-9
43 IR 5] 45 4 MYDS88 Ml IRAK 1, 38 i 41 oy i
B AT 4 L 2% R S B2 70 41 i PR 7t 532 KSHV 145
kshv-miR-K12-10 $JIfi] TWEAKR (tumor necrosis factor-
like weak inducer of the apoptosis receptor), Ml F
8 IL-8 A1 MCP-1 (monocyte chemoattractant protein 1)
K

BF %t &%, KSHV miRNA ] DL 2 5%
5 B S AR - B . kshv-miR-K12-7 A1
kshv-miR-K12-9 ]I #il]l ORF50 #: %, W5 & & T
RTA (replication and transcription activator), XJ %
fif S T AR A B2 77, Rb FEER A 2 (retino-
blastoma-like protein 2, Rbl2) i# i #ffifil] DNA F &
B % W v E B S RTA S 3+ &k A B2 40 & 1,
miR-K12-4 7] L] Rbl2, AT 40 61 RbI2 1 3%
it " 5 — AN RTA ) miRNA J2 kshv-
miR-K12-3, JBH # I A2 RTA #ahs ™, a4
PUILAD B miRNA X RTA G, i3k 5
R o
2.3 HPVZRIZAImiRNA

HPV e N 2 ¥ LM N KL —,
5 e U SR R ERBERGEEKRR P,
HPV16 %ifi% 9 Fft miRNA, 3 H A Fow vk (P F i
HPV16 % fith, —Fh i HPV38 4 i, H & 13 h
HPV68 4t ), 1] LAA 2 40 i i B 40 B il & A
FERA B, AR, HPV % B4 A0 (1) miRNA X 97
BN kiR B R R AR H R A B . UL
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B9 5F miRNA KA 1T g T 1000 25 808 1 A2 &l
i1l Ff IR e PRI AR S
3 RE

JUE N BUR R E gm D 1 E g RNA T8 iR &
AR HE R R R RN, (B E B A2
AN R = SCIE H 2852 B3 V) e . R EZ U, U
NRFE A AR AR [E (1) R EE AR TS RNA £ 80U
ok 5 o AT B B 0 3 R 10 KR AE A A S BR
WIEEE . T AR, BREAATRE S, R
it RNA A REFIERLE R4 5 (2) W]
FIA AEZR IS RNA ) 15 5 (4098 25 o P2 1 4 2 A
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