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# E . XWHE RNA KR R I &8 (adenosine deaminase acting on RNA, ADAR) & — 4 {1k XU5E RNA
JREF (A) a2 A G RIS (1) [ RNA Jw#Hl. ADARs B ZFIhAg, Wngmie s E i mig X ) o) & El
JRINEE LY ; g AEGnT X n] DL i mRNA K-PFRIRHE AR 5 4o miRNA J RS I B 2o FE g i,

5 miRNA FEA7 53 30N IE R U ER « 6 v DA A SR B G I, PRIUESS B IEW K E 5. ﬁE%Eﬁn
B, ADARs 7EJEE R S EHd R # EZAEH, W ADARs o {git VSV, HDV S50 21 & i,
Mmixf MV, HCV 2555 7 Bon B PUREEH . B35 Zal ADARs 7697 #3845 5 ) F2 WP 10 4F F S =40 1
B i — 2k

KA : ADAR ; JiEEiE gy ; 1E R BLE

FESAS : Q933 ; R373 XHEIRER : A

The role of ADARSs in viral infections and its molecular mechanism

LIU Qing-Qing'"?, YANG Zhen-Hua'*, LONG Jian-Er**
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Traditional Chinese and Western Medicine, Shanghai 201999, China; 2 Department of Medical
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Abstract: Adenosine deaminases acting on dsSRNA (ADARs) are RNA editing enzymes, which can bind double-
stranded RNAs and convert adenosine (A) to inosine (I). ADARSs have a variety of functions, such as editing protein
coding regions that can cause changes in protein function; editing non-coding regions to control mRNA levels and
translational efficiency; editing miRNA precursors to inhibit their maturation; editing miRNA target sites that can
lead to downstream target genes silencing; controlling the development of tissues and hematopoiesis to ensure
normal organ development. In recent years, studies have shown that ADARs also play an important role in the
process of virus infection and replication. For example, ADARs can promote the replication of viruses such as VSV
and HDV, while display antiviral effects on viruses such as MV and HCV. This article mainly reviews the roles and
molecular mechanisms of ADARs in virus infection and replication.
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IR T 2 dsSRNA fift g (1 36 ik, 9 HLIE B aX Fh
¥ At ADARs /1 3. W FL30Y) ADARIL & %6 W F
FF 41 A i 42 B vh dlifk 15 20 B R AL s,
H T &K IA = ADAR Z#Rg, 72 ADARI,
ADAR2 fl ADAR3. ADARs 25 Z Fh g, Wi
AT gmAG X AT 5] R AR E R DR s SRR RS
i X ] LA 4% ) mRNA 7K “F F B 3% 20 % 5 9 45
miRNA 7 7R H k20 FE g P05 5 4’E miRNA #
AL FECN AL RO 5 38 n] DL 4 ZUR &
I, RIESTEESREES.

ADARs ANH fg 4 5 75 41 fg N dsRNA 431,
i FL AT e i 15 dsRNAM, RIS R I, ADARI
#& MDAS5-MAVS 5 £ T 90 3 A g 42 1) 4 1 4% A
BT, JFH ADARI 7 5t 2 TH 3B R (IFN
stimulated genes, ISGs) 2 — ¥, 75 ADARI 7£ 41
9o B B L N G g B I FE R AT RE AT AR . BOA
ICEE A ADARs 7E 9% 5 8 e 5 57 i 7 AR
R H A TR g —
1.1 ADAREFE L

HEELEYT, BT RIA =FAFE K ADAR
GREETG, 4>WJE ADARI. ADAR2 fil ADAR3. A
% ADARI B[R 58 £ T 4« 4k 1921, ADAR2 A
SEAL T Ye ik 21922, ADAR3 3[R 5E A7 T 4 ik

A

P V]
Rk .

10p15. ADARI 1 ADAR2 7 1R 2 40 i fl 40 44 b 3%
i, b R R B Rk B F e, T ADAR3 X AE
Kb ik, ADAR HEHAFREHIRST, WHE N i
WUEE RNA 454 451938, (dsRBDs) FIf7 T~ C i 14k
ZEt 8. %A~ ADAR B XA B 5 MR I 25 1)
U1 ADARI & 4 # > Z-DNA 25 &3k Zo F1 2B, {H
ADAR3 #EH: N Ui &5 A — /& S F AR 1 45 RNA
gEA IR (R Z5K938)( 18] 1A). ADARI 3 R 2% i ) il
EH S M . ADARI p150 F1 ADARI pl110, b
ADARI p150, AHX}7rF iy 150 kDa, 2+iiE
FIPHE R (ISGs), TEZH 57 A0 f A% rh #eak « T
ADARI pl10, AHXf4>FJiifEN 110 kDa, N4LRME
RIEEH, FESM TR ADAR2 4 %
PERIL, TE AT A . ADAR3 A H A 9 5 g
WE1E. ADARI p150 A1 pl110 5346445 (1) 22 1K 52 201 Jfu 7
W% (& 1B) : {E IFN 1 dsRNA i S#0E 5, M
HMET 1A PRI S TG, ATERK 1226
AN FERE ) ADARL p150, i 20 e 263k ) AL T
HNRF 2 I AR EL T AR, EARK
931 NMEIEFR Y ADARI pl10.
1.2 ADARsHIEZEINAEE

HHEFLIEH, ADARI [ EZE DR 2 MR
Fu g% [N, ADAR2 (1 5 # Ty e & Y 8 40 22 0 5%

Z DNA binding dsRBD Deaminase ADAR proteins chromosome amino acid
. 0 BB Ha e 1226
(W ] o2 23 701
R
O W W W] sones wpts 79
B M1 M296
E1B E1A EICy B2 —— ADAR1L
.  E—
| p150
>
| Ppl10
>

A: WA T R IE AR MADARG R, 472 ADARI. ADAR2. ADAR3. ADARIG Wift 3ik: ADARIp150
HMADARI p110. B: ADARUFARTEAIE. SML T 1ARIGADAR] p150, 5 “MEIASIS T THME T2, &IHADARI

pl10.

1 ADARZE AZFEM RIS K ADART R A AR FRIL BT
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& GluR-B mRNA, ] ADAR3 A B A g Bk
ADARs 1 w45 — S BL R 1) 8 (A 4w BB X, mIRES]
R A PR DAY 25 202 . T Higuchi 25 " R,
B AL % 4K GluR-B ) Q/R fiZ 5i CAG (43 &% )
WA CIG (FEIR ) J5, GluR 5513l 1 o A8 1y
B IE Ca™ 2% . Burns 25 " R B, 5- B0l 2k
G EAM G LA K 5 ML A S RS T
G EAMMAIIRE, S T 5- BEMTIERM )
MIhEE RN . 4, ADARs W 2m4EAEgIL X, b
WM T Alu B 448 T B8 T2 Alu N AMNE TRk,
S mRNA JK PRI 2R P G R R,
ADARI W% H 2 B S mRNA (CTSS) A
ff) 3UTR, AEWLK 1L RNA 254 & A A PR R
(HuR) % 4E 21| CTSS #% 5 ¥ 1) 3'UTR, M 17 4% il
CTSS mRNA () fa 5 P fir ik U, b4k, ADARs
A LU miRNA (R4 A R eI R ThfE . 0 Yang
1 Landweber™ # i, ADAR % %8 pri-miRNA-142
J&, ‘5% Drosha i 7£ il . pre-miRNA J& i i #2
WeAm ] 5 Liang 25 U9 2 B, ADAR W fig i i 4
miRNA 27 55 F 2 miRNA /- S 15 FTTER

ADARs W e 5 Z B KA UL S Hfh—2 A
FIERIAT Ko W Pestal 25 "R I ADAR] AE A H
R, ADARI pl150 M E A1 B 410
KB, ADARI pll10 Fi#=EIEKE . th4h, ADARI
B RS S B Y B & 2R YRR Alcardi-
Goutigres ZE & 1E (AGS) A1) L 28 o 4 25 19,

SRTT A % B, ADARSs ] 4 %8 75 2 RNA. 101
Suspene 25 " 43 B9 §K 92 9% 7 (measles virus) 5] E 1)
V2 R4k P 42N 48 (subacute schlerosing panencephalitis,
SSPE) 35 (1) MV B K}, RILTE M R A K
B A-G 45, HAh, Casey ™ 1 & 3l ADARI 7£
amber/W i 5. X%t HDV (hepatitis delta virus, HDV) RNA
BEAT gm R, T &R %0 UAG BEH1 AL AR % UGG
OERR (W) B0, 774 HDAgL. HItAl i, ADARs
AT REAER B 5 E S AR p R E B .

2 ADARXHRE B A0

KEWFEB, ADARs X dsRNA )2 48 75 Ik
B R A EEE Y, & TERPURTERKT
SRR, FESHRIBMME RS E EMHE
HAERA %P, ADARSs 5 # B4 ] g 3 21l
o =R FHLE] : 55, ADARs Al DL % g 5
B # FE ) dsRNA ; 7k, ADARs i
Al g1 £ RNA 201, 8 A8 1 32 1R 2

T R B A ELAE A 5 bbb, ADARSs & 7] g A
WREEH g IhRE, MAE i SRR 7R KR,
T8 5 8 0 B IR ()RR EAE P T e i )
e, T ASFE ) ADARSs J A 78 40 i 3 A 5] &6 4L
R 7 5 A7 AE A-G (B U-C) 58748 ] LUK 35 H 75 40
L PR 84 B PS5 57 AT 42 75 A& T B ADAR 2 3= 2E4E
o QREETE MR M 5E, 1878 ADARI pl150 7] R
EEEEH, FNEmILSIYH ADARIL pl50 2 e
—1E i 225 1 ADAR & (. 1fi b T 7E 40 i k%
A ()5 3, W WUEE DNA 3 2 0 IE B 5, 3
&I ADARI [ A F644 p150 A1 p110, LLK ADAR2
#r BEZ 50 E RNA 14 .

2.1 ADARs¥ f1$ERNATRE BLAIF2NT

2.1.1  ADARSsXT Rl &8 55 2 G4 R 52 1)

JFRIZ I 75 (measles virus, MV) J& T B &% 5551,
JRIZ I B I8 R 0 o FLFE R AL 45 6 ANJEIAL, 43 3102 N
M. F. H. L fl P/V/C. K27 B i PP I8 % 3
FE GRSV, (HAD R AT 5]k X
P2 R G R SRR B IF RO, W1 SSPE. FUHAT 5T
RKIL, M SSPE H# 73 B k) MV 5 2k &4 1)
54 MV A [H, SSPE ## MV HEREEE A-G 1)
ERGEAY, FERIEMIEEAMF ERE E, M3
JuE. [A#E, Suspene &5 ¥ iz A ¥ A 3DI-PCR
FEAAE B U6l 25 PR 5 P28 T 75 1) ML DR A7 A i A0 R
AFFEHI] (% 1). Suspene 25 " K HIAE ] MV Schwarz
PR Xt TFN BB MRCS 40U, MV 2K 45 K
B A-G R, JAMIE MV EGA =4 1 8 IFN-o
BB (A A TR P 2 1 ADARI pl50) 1)
Vero 4f ffd i), MV K&K Jo B & A-G R4, Pfaller
2 VR I, ADARI A fig g MV & Geid 72 ik
HIELE T4 RNA (defective interfering RNAs, DI-RNAs)
(£ 1o RELHRBHIXEE DI-RNA A # 1T #4095 & A
1 MDAS H1 RIG-1 K firh & [ A G B2 %5, 10 4 9
(1) DI-RNA o] BeANFa e, M BRIZ I B 16 i o
FEUEI . #R1f7, Toch 25 Y A RNAi $ AR HeLa 4
Jfi ADART p110 F1 p150 JLER 5, KB MV 52
[ 41 f 95 42 (CPE) #5%, % S 41 i8 CPE 5% 8
% PKR Al IRF3 % (% 1), #2785 ADARIL ] X
W B LA PURYMER (£ 1. 54k, Ward % &
¥ B MEF 4Hff2 ADARI p150 Ji#k)5, &I MEF 24
Jxt MV [RURPER 5, MV 5] R4 £ 1) CPE
(£ D)o A, 1L HIE, MV Y SSPE &3
1) MV ZE R AFTE A-G [ R g AR, 1% L 5843 411 il
BEARTAE, FEURRRHRFIRROR D, m&
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1 ADARs/ MR R A0S HI 80 E 45
3 2 2k K] 2R R 2 T 975 23 R 1 5 1 B 23T L EE BN
TUERNASK 2
JRIE 0 B (measles virus) A-G; M RNA [22]
DI-RNA, & #84F H [23]
TR 4R S = AECPE;  fIHIPKRAIRF3VE M [24]
ok EEH [25]
SHIYE % 7 (newcastle disease virus) LRA7 21 ik S = 4= CPE [25]
R #1555 (canine distemper virus) P47 4 i 28 40 7 42 CPE [25]
{ili 9% #(Sendai virus) TRA 240 it 36 47 4 CPE [25]
VLB B (influenza virus) A-G; HARNA [22]
A-G: MIRNA [26]
U REAEH [27]
KR 4 9% B (vesicular stomatitis virus) PR EAE M H0HIPKRYE M [29]
XA [28]
HARHIRTE(RIft Valley fever virus) A-G [19]
TP EEL 01Tt ik % M\ I 8 978 7 (Lymphocytic choriomeningitis v.)  A-G; U-C; GP RNA [30]
Ve O SR (| [25]
T RYBF 597 % (hepatitis delta virus) ERETEA-G; amber-W; 1IEWAI T, {EE [31]
fEH; IR IEADAR, HiW#EH
U REAEH [32]
IESERNAR
PR 9% 99 B (hepatitis C virus) YU EAEH [35]
N PS50 5P 2 (human immunodeficiency virus 1) A-G; RRE, fJEifEH [36]
HIPKRIG [37]
PURTEM: MHIHIVE A& [39]
SE[ATHIV RNAREfi# [40]
SUFERNASKE
W 95 B (reoviruses) A B [25]
MEERNA
298197 # (polyoma virus) A-G: FIRNA: [42]
N2 758 Y (human herpesvirus 8, HHV-8) A-G; K12 RNA]1179904% [43]
EB #%(Epstein-Barr virus) A-G; miR-BART6 [44]
A-G; miR-BART3 [45]
A-G; OriPF A [46]

FEUR R EUR G, IEA, BRI ADARIT pl150 4t
i Bk CPE RN AT MV, X Il &b s 5 84 1 HoAth
5, WH % 9% 75 (Newcastle disease virus). il &
J73 7% (Sendai virus) AR J& #4J% B¢ (canine distemper
virus) #AIEH (% 1),
2.1.2  ADARSsYJ IE R RE L ) 5 R

Uit B 5 B (influenza virus), J& IE &K & B}
(Orthomyxoviridae) I3, Suspene %5 ** | 3DI-PCR
FEARAUE WY A AN AE Jol 75 R B 2 ¥ 7 I MO R o
T HAE K3 U 26 % 7 s 25 1 HA JE R h 3 i 2
A-G RAZ, H B 5 1) RN S T RRE e
(£ 1), Tenoever %5 ) F Jii s 33 )8 e IE 5 /N R,

Far N B2 5 & 1 M1 RNA #i9miE, (E2 R BYR
J Y TIKK e a8 A% 11 i B /s B DL TP 25 15 R 6k
B ZNER, TR IR A-G 9848 (% 1) Sarvestani
A PR, TR IR HE 1) B RE RNA (ssRNA) 1]
Aeid T dsRNA A4 g, 2% o 1Y ssSRNA
Toll F£52 44 7 (TLR7) 5, #5724 IFN-a ( &
). Kk, M ADARL Af 83 o 2 3k Ht 3 B
RS R 42 i) FH R Y i 2 YU
2.1.3  ADARSsK SR 25 2% G4 1 52 1)

FKIEME 1 28995 B (vesicular stomatitis virus, VSV)
F BRI FE R AL 5L . Ward %5 PR Li 45 P 7E R
TR FHEL T, KIVUER ADART FE K JEA
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I VSV B E ). Li 2 P 7F HEK293 40 it 3%
15 ADARI 5 ADAR2, 4 & Bl ADAR &3 5
VSV [, HEE VSV 102G (£ 1).
4N, Ward F1 Li 258 & 3l ADAR % [ T 2k % VSV
7S 410 CPE th LB M. SR, Nie 2%
I ADARIT AJ 3@ ik — P A dsRNA 4 %5 1) 77 20
fie gt VSV iy & 4l (% 1), 75 ADARI ] 5 PKR
(double stranded RNA-dependent protein kinase, PKR)
MIEAER, 40 PKR f#seE . 78 PKR™ [
B JIA 2T 4E4n it , ADARIL A2 HE VSV R,
SRIMAE PKR ™~ 41 Hh U G 25
2.1.4  ADARXI A JE P57 25 IR R0 B3 B GL 1 72

A Je M Jp FE RS R 25 81 A 70715 B ik RNA
JEE. HOHIRT (Rift Valley fever virus, RVFV) &
i R WIH TR 5t . RVFV EEHAE K (L), & (M)
/N (S) 3 > RNA #5B%. Suspene 2 " iz ] 3DI-PCR
FoR,  FFFIH NSs J K 6 (s RVEV #k J& %% MRC5
4Hf, KIAE RVFV i 8 RNA HEE 2 4k A-G 9%
{HUR G Vero AL, #LHEH A-G %, RAE
HEFH (quasispecies) BN F AL (R 1), BIA
Vero 41 il y IFN-a F1 IFN-B 43 Wk B [ 40 f2, 1
MRCS i fiu A7 58 BT IMER P . XATHES RVFV
NSs & [ AT FH W7 IFN 724, Jf /-3 PKR 2 [ B
(Y B ARAT K

T 20 R bk 2% A TG JEE % P8 B (lymphocytic
choriomeningitis virus, LCMV) /& #} #7955 25 B A& 72
LCMV J:RZH4 2 > RNA 5B, 207k L RNA A
SRNA, H1 S RNA fisidwmtdiiss 8451 EE, J)
¥ 5 H NP (nucleoprotein) PL A JIE 4 i) 4 & H GP1
1 GP2. Zahn 25 P | LCMV WE 775 #: % 2% 4% 1L.929
BRBAT AE A, 7 B Gy L UTRRGE I 40 #7 i 55 GP &
KIFF3, REE R G 4] (2 d) I ok e R4, H
T HJE I 1 AER A-G 5848, = Th
RERIFEER E (3R 1o LCMV RGN RG], A-G
RASE MM H HR S IZE. 54, £ LCMV
&G 1929 g AN /N B, T B3 ADARI pl150 )
Fik. LCMV 40 i 2, T pl50 FEAESH
o Joi v Rk . X e gh RARIR, fE LCMV QL
ADARI 5 B HUm 55 B GLAE L 1T 78 26 % 300 )
X KL ] BE e B P (R D).
2.1.5 ADARsK | BY 5875 B3 L 1Y) 5

T % 9% 7 (hepatitis delta virus, HDV) f&—
ol ik FF 67 BE RNA 5 5, 4 ZiL7E HBV B3 A 1 JiF
DNA JREEIHBI T A4 e B Hlg5H. HDV A58 5K

21 1.7 kb HI L G EE AR RNA AT HDV $iJi (HDAg),
1t HDV A 5241, B4 HBV KPR (HBsAg).
HDV &l gL ¥ fhdi 5, HDAg-S 1 HDAg-L.
Casey™ &Il ADARI 7E amber/W fi7 i %f HDV RNA
AT, A& IEE T UAG 48 i UGG &
g (W) %R+, F=Edsz, F30d%R1% HDAg-L (%
1). Amber/W 4bIEH K A-1 gwa A R T 2 10 2 i,
# ADARI i 3k ) amber/W Ab#t i & gmd, 45
3 HDAg-L (1) 574 FA 8 & | ok b ¢ 1, Rkt
Xf amber/W &b A-T 4§ (1) 7™ 4% 3% il /& HDV & il Fr
WM (£ 1), Hartwig 25 P £ TP R T HBV &
By, KRB IFN-o 7% S ADARI 724, {2
it HDV {948, 361 F#AK 7 HDV & (R 1).
SR 1M, Pugnale % P i1 18, HDV & 4L 7 IFN
5B, 18 ADARI p150 FikPFk. K, ADAR
4507 HDV (1) J8% G 2 ke A2 3 B3 41l 4 FH nT &g
BT g R A L 15 32 DA TRN 5 3K = AN 3
2.2 ADARSsX}IE$ERNAREBERHIRN

2.2.1 ADARSXTHCVIEHL 15201

R BT 28 993 75 (hepatitis C virus, HCV) 52 ¥ Ji%
1EHE RNA 88, 58 TR B R BT R B8 o
BRI IR 1 22 PO B 28 00 B3 B Gy 4 TFN-a 1196
J7 i 5%, {5 Taylor % ™ R L HA HRE G110
HCV S il 1R E1%F IFN-o JEH BUK. ] IFN-a
AFRS HCV Il RI4aM, 20045 RNA 1)
BRI, MXAIGE3 25 PKR Ml ADAR] £ik
. #4%] PKR F1 ADARI ik, W HCV & 4|1
RNA £i& T, [RIB S04 RNA [R5 I e
. i@/ T3 RNA (siRNA) R 540
#l ADARL, KR¥ HCV & #|FFIEB N T 40 £,
X ERLOR ADARL A REHIH] HCV RNA fE i,
AT gl I g 5 0 B RNA SRIA 275 B HCV RNA
MHEE (£ 1),

2.2.2  ADARSK % S0 B I8 (1) 52 1)

N 2 4 % BB % 75 (human immunodeficiency
virus, HIV) B 3 %499 9 75, 25 [RI 41 O 9 4% o IE %
RNA {300 5% 5609 85, 5 S000W 1 K 03 % V) AE 2%
Phuphuakrat %5 " & 8, i ADARI ik Al fi¢ 3t
HIV 25 4 85 [ (9 308 F0% 2 1 39 . (H 2 ko ok
ADARI i %8 i 3 1 1Y) 9% A8 44 AN g Af HIV-1 p24
ik L. RNAI JTER ADAR1T A] DL 1] HIV-1 f)
W5 (£ 1), NWF 5T ADARIL K RNA %i %5 1 fig,
SL#E YL pNL4-3 1 ADAR1 ik Jii ki pSS151, 20 #r
HIV XU X 35 TAR & RRE Jei 17510484k, 4553
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R I FRIE ADART 20 i 1) 9% 8 RNA BoR H ¥ &
BZ M A-G 227, RRE BIJ7 %1 T (8164-8166) th
W A-G RAZ (30 P refEH A 84> ), T TAR X e
PER I EAFEEMNREM A (KD, B 1E
8164-8166 417 1E A-G X AZ 1] pNL4-3 Bk, Lb 2k
R R R /K () p24 BEE, XU B ADARI )9
BINRE A AR IFE HIV-1 34 . Clerzius 25 BT & 11
ADARI p150 5 PKR # B /£ i 3 # ] PKR, M
Wik PKR X HIV FHHITER (32 1) 1MiX 5 ADARI
() Z-DNA 45 & 38R0 X RNA 45 4 45 F s 55 D) A 5,
{H5 HA RNA S BB M 0 4 45 /38000 R AN K
R TI RIS S ER ADARI p150 il PKR 7£ HIV
SRR AR R AR LSBT, E S HEN ADARIT 1
TRBP (TAR RNA binding protein, TAR RNA 54 &
) iR — N2 EAE A, XANEEEME T
PKR (3% 1% (% 1). Doria £ P¥ %% I ADARI 7] i
i o B T 1 DA % JE RNA 4 48 B0 14 (2 3k HIV 18
Vi, I Hid ik ADARI 2 b HIV-1 9% 3 B 50k
R, HURYeVEE, WidmiE Y REi k1) ADARL R
AR AR HIV-1 1R RE ) 55 HUBGLEAIC. 177 Biswas
A 1) 4351, ADART % HIV EE HUREE M (£ 1),
fh A1 &3 ADARI Zw%E HIV [ rev RNA Fll env RNA,
SECHIV EAABZ 6. 55, ADARI ZwiE
env 3[R S HUR TF YL E K. AL, Weiden &5 B
RIUAE HIV-1 / g5z L gL 835 v, i 5 &
ADARI 4m# HIV-1 GRS 1) RNA %4, 1]
RERE A 4% HIV-1 RNA #4758 (£ 1),
2.3 ADARsYIRUERNAGRH BRI

IF i 91005 75 (reoviruses) J& L 73 7 B 1 X 4
RNA F R4 — 2957 . Ward 28 ) I 7907 75
JE L 18 5 M B 2 ADARI p150 () MEF 48 ffd £l 85 4=
A MEF 4 g, & 300 79 ol 200 Jfa 1) 95 55 2 O |6 3
PR, b, TENT g0 E RS B R MEF 41 i
s A IFN AR B, R I 35 3 25 228D I 2 AT 28
T EMEZR, 1M H George A Samuel! %31 ADAR1
5 DRI BR OGS W i A0 5 175 3 41 il CPE JC S35 52
XL ADART H] 58 0] IF [ AI0 25 B G A
BEFW (£ 1),
2.4 ADARsY W EDNA R R A2
2.4.1 ADARSX Z I8 85 B L (1) 52

5\ % J8 % B (mouse polyomavirus, PyV) f& X5k
Ak DNA J%#, R TAZ R EER, ZEWEE.
B, 22 R B L SR D T BUUR, T B KR
DNA [ 5 il & BLR P E L, 1 g 5 5 32 B

IR BARTEEA. Gus ™ RiE, 78 NIH3T3 41
N H ADARI ik, FTLLBHAG PyV A3 35 5]
(e, HEM PyV B 4u0 ADARI 8 H Rk K-
LA UK (3R 1) NHFIT ADAR Xt PyV BSR40,
George I Samuel ! 75 /N B IR it 5 2T 4 40 i o 43
HFFE ADAR] 1 ADAR2 %:[A, &I ADARI™ Al
ADAR2" 41l fd 4 PyV & UL )5, #i#E VP1 B AR
BAKPRAREZES, 1 ADARI™ 4 T Hi)5
3215 f th ADAR2™ 4l ffd 5. AthAlTi0 & 3 ADARI
i[5 I 9 B | RS P 240 L 8 28 L ADAR fiB IS
R, A% ADARI p110 A] PLER 40 8690 7155 5
IR M RN . X R IR ADARL sk KA T
PyV % 34 1A%, {H /2 ADARI B ADAR2 [{]
BRI PyV BRI A 235 50
2.4.2  ADARSsXIEZ I B3I G 1) 520

ANz 8 B (human herpesvirus 8, HHV-
8) s& AIDS FHIC )M U A% (Kaposi’s sarcoma,
KS) B F ZHUR K, 2 5k TS I
(primary effusion lymphoma, PEL) LA & % .0 = 7
$F 3K 297 (multicentric Caseleman’s disease, MCD) ]
s JE A . HHV-8 JB e A 45 T AR I Gu R A AN SR A ik e
K& K12 Hg )2 i B R & R FE W
. K12 gwtdn] §77 2k kaposin A\ B, C LA K
miR-K10, 1 % i kaposin A 1 miR-K10 [#) %% 5%
A B AL 40 B BUR B BE JJ. Gandy 25 ™ 4,
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A X 45 — A7 PH 1E miR-BART3-5p #1 DICE1 mRNA
MI&E 4, T Y8 55 = A7 5 U BHAS miR-BART3 ) A%,
P FE . A-1 G AN miR-BART3 {4 4E i A%
AL R )45, AT EEXY miR-BART3 £ b J7 41 i
W) R IE R T AT B RS Cao & MO 4fE, 17F
75 5 AN gk N SRR A2 1) JE A 2K 1 OriP % 5 A vp
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