rEY I X

(WA VA 754 #2%, pplb3-158, 2025)

NIV i R % B) 5 Fai N 14 St iz B e %43 D B
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WHURSFEREAIIZERT e - RIEERMT 7 A v AR a5

ANIVRAT ANV AN, HEEXFEEININT U AFBMEL L T AED, HIMAVRZAY A ) A1E
(HSV-1) 755 &AL, FINICBIEN R ERETH S, $4bb, HSV-1 IZ A
FERAE (CNS) ICBWTHEEREISEEZRFEMIZE# L TWwLEEZ5NA. i, 41X CNS
WCBWTIEEYF YV VBT 3 /7 1LEEE APOBECI 28R e 92T IA - & L C HSV-1 845 % fHE§
5—75, HSV-1 137 A VAR ER Y52 )V DNA 7)) 23 ¥ —+ (VUNG) @) » ERAHI kR %
FIH L, APOBEC]1 @#t HSV-1 {52 ¥ BT 2 E 2B L7z, 612, 77 /ity £ V2 (AAV)
N7 & —F T, ZOMFIZHERT L E, T AEFNVIZBIT BNV AENIE L HE SR,
—HEDHRIL, CNS 2B 518 ERIFEIGE & HSV-1 O O RN LR WS izt s L b
12, NVARAREGEOTHREIE L FrHLEFRERE ORI 72 B E DO TH B .

FUBHIC

Hi~N )L ~<_RZAY 4 ) A 1% (Herpes simplex virus
type-1; HSV-1) &, &b~k b7 A VAD—DT
HY, DEXEREOMNE - REREZTIEREIT—HT,
WY A VAR EDOFELRFERTOH 2 V. sy AL
AR OFEGAZ S b B, ANV ST BICICE B E
BIR, BOFRREINGEE 2 RSB D% v
AINWALIEEE, BWIGELOBEET, 53ITNEMERE-
FARRE - IS RET A, vANVREENS 2T 5
SRR ARRESETEZ Y. L) bIFALRAY
ANAE, BEFEBBEORER % 20 T 3 & ORI
EEE, AFEIIDIDER - BEELEZE) R LRSS,
BEIGBEOBRL 25 2912, BEMZEERETSY. L
L7eA%s, HSV-1IZ X B3 Biah i ko EE T

AT
T 108-8639
FRUERE X H &1 4-6-1
ESnNE SV R e S Tt SR i !
o A v AR RE 57 B
TEL: 03-6409-2070
FAX: 03-6409-2072

E-mail: ykawagu@ims.u-tokyo.ac.jp

HY A R AL (Central nervous system ; CNS)
TIL HSV-1 &g EM OMIS 28820k L9 5 2 & 2R
WL TwadY L7za- 7T, CNSIZHIF 5 HSV-1 #jiH %
W A1 EMOISE &, ZIUSHEPTT 5 7 A )V A DAl
B M XWT Z E1E, ANV ANE OB L (G
DINFEICHEKET 2 BEERWERETH 5.

TV T I JALEEER T TH A AID/APOBEC ¥~
7B, REMESEEOETHT& LTELMbNn 67,
v MEEARS Y A )V A (Human immunodeficiency virus ;
HIV) =7 A% 4 >~ - )8N—% 4 )b A (Epstein-Barr
virus : EBV) 12 & % APOBEC3 [mlB#ERE L X < BFgE S
TWbH00, Z0% IFEEMICESCHMRTH Y,
v MEET ANV AIZBITS in vivo LX)VIZBIT HEED
NERMERIEEITERF & 7 4V RIS & 2 R o A B A
., L 0bir 4V AWREICET 25 L idvwz
T8 KRFFETIE, AID/APOBEC % ¥ /827 BN
T 5 ENNETREDLS, HSV-I AT 0 & 95 12y 5
OhEHSPIZTHE LB, Z ORBERERE A 7 0 A7
RS T2 2RT. 5612, 7AIVAIZL A
PERELZ X0 B S - N IR RE 2 RS (LS 2 2 & T,
AR L NVIZBIT B A IV ADIFEMISBL &2 8H L S 57
REMEL IR T 5.

vUNG Ser-302 U > BR{EDEMF I E
Fe &1k, HSV-1 30— R4 5% 4 )V AUF R 7 BEFE B
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B4R vUNG VUNGEESE
HSV-1 S302A EiEH%H

ORI ICEH L, BE, EEMREZRREL TS R
42 CIZHSV-1 ™ 5 2 )V DNA 7Y 235 —+¥ (Viral
uracil-DNA-glycosylase ;: VUNG) 2B 9 A T & it 72,
vUNG 135 UNG & FBEIC DNA 257 IV V2L,
R FM518 (base excision repair : BER) #Bith$ 5 2
ETY IV VDNA LB AEEZIHIT L EEZONT
v 910 B A HSV-] % &4 & ¥ 72 HEp-2/ AhUNGs
MilLZ A — 2B VERMEEER BT 5L, T4 k-
b @ vUNG {EEDSIZIZH R L2 s, Bz
BT A vUNG OEEFIGEICIE Y Y BILDATT R TH D S
EMTRIEBE NI ) YEALEN OFREE By E LT, A
A HSV-1 % &g S & 7- HEp2 Milao V) v b7 a5 4 —
LT R FERE L 728 2 A, vVUNG 2 11 2T ) v ERILE
MAFES N, 209 5 Ser3021%, $XTHOL FAIV
NRATANVAHT— F$5 vUNG IZHNZ, WFLEE - BERk -
HBE 70 & A AE D UNG 12 b BRFF S T B ME— DRk 3
THY, 100 ns DG TEIFL I 2L —2 a3 2BV,
Ser-302 ® 1) ¥ EEALIZ £ 1) vUNG @ DNA S fEV — T DF:
HREDE§ 2 & AR &7z, UNG KB Tld, DNA M E)V —
TDNA ZHE L EANTA SN2, 7T 2% UNG
DIFLEROANE Y AK, NIKDRPETENDL L VI ETF
VIHIBEN TV Z DS, vUNG Ser-302 D) >
LIXEETHL Y 7 Y VORKERIFEOM EIZL Y, vUNG
BREEZRET L TSN 22T, vUNG Ser-
302 % Ala | E# L 72413 2 7 4 )V A8k vUNG-S302A %
e L7z & A, HEp-2/ AhUNGs #2513 5 vUNG i&
PEIZEP AR & IEZE L CIRT L, O TR BER A
P2 PR (VUNG-Q177L/D178N) J&Hels o vUNG i 1
EHBEETH -7 (B1A). & 512, vUNG-S302A B &
F-Q177L/D178N ZH1x, Wi b vUNG ¥ v /X7 B %

B
6;; 0.05 23%2%8\!—1 . 2 1083P < 0.05
SR —~ T o
3‘5},’%‘ x L.
i s 10
s > E &
wt b 50 o gy 10 ? %
VUNG-8302A BN o
. g X 2 102 g°
ke it I A}
] T T 1 o
ﬁ e VWt 0 7 “ 2 g
- BERBRBEH &

—e—  vUNG-5302A
—o— EBFARIHSV-1

VUNG-5302A

3
7]
T
o
B

1 vUNG Ser-302 ® U > E{bld, vVUNG BEREME{REL, YT RETIVCE T BANINZIBRDOMEN L RIEET] 5.
(A) V) UL 7 a7 F — AN CTRESE L 72 VUNG Ser-302 @V ¥ FRAL % 37 AR R AOZ B X ) BRE L2280 2 v A
VA (VUNG-S302A 7 4 )V A) TlE, vUNGEEREESAEICK T 4. (B) vUNG-S302A Z512 Xk b, HSV %
PN S 72~ A0FEH: (ER) BLXOBRHIZBIT 2 TRy ANV AEAR (GR) PEREICKTTS. X
k20 # 2%, F72, —EBOXIE BioRender |2 THERL.

Hsc70 B 1% HSV-1 IEGHF R AN B 2 4~ (Virus-
Induced Chaperone-Enriched Domains ; VICE F £ A )2
NBTES 2, —HORN S, HSV-1 KM 51
% VUNG ORI Ser-302 V) Y ERLAWIATH 5
EWTRENT. F7o, BENY) YEMLT U T 4 — AT T
1, Ser-302 V) ¥ MRAGIZEGMRIICBEE & 2 ), BUEBREN
) AL RS TldfE 3 ¥ — ¥ CDK5 & 7 £ )V A ¥ F —
£ ULI3 342 ) Y IRIL LS 2 L b oL o
7z

D vVUNG KIEZEFE 7 AV 2 D3 & FEEIZ, HEp-2
B & UV HEp-2/ AhUNGs #iflg 12 B1F 5 vUNG-S302A 5 &
OV -Q177L/D178N %2 8Lk o> 3 5l | X B A R HSV-1 #k & [A] 2
ETH oz —7, ABRERETY ZETIVIZBWTI,
VUNG-S302A ¥E28J& G L7z~ 7 ABEO A A= 3 » b
O — )by AV ARk (S302A &R &2 B AERNICHER S 7
vUNG-SA-repair) AL D AEICEL, BE7HEO
MBI 5 5 4V AEER D vUNG-S302A #RIE G
HETAHBIT L (B1B). vUNGQIL77L/D178N #k &
Z D E I vVUNG-QL/DN-repair C & R D #E H % 1572,
—EDMEFR LD, vUNG Ser-302 1) LB & O vUNG B
FAEMEAS, HSV-1 O CNS B 2 0EEB L O 1 VA
WICEECH LI EDHL N E 572,

vUNG (& APOBECI k78 & 471 HSV-1 JEHEICHERT %

MY UBRT I ALIIREN LR EMEPTY A L A RE T
»Y, AID/APOBEC 77 3V —Afllit LT A V27
AT NEELEEHOT. —F, DNAHODOY T
JVIZ UNG H3BRE 3§ 5 DNA BHEEKR TH 5 BERIZE D
BB END T EMNELASHOENT WS ¥, HSV-1 % fi
Bk X 72~ 7 ZORTIlX, APOBECI & APOBEC3
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A B
. 100 e
8 e VUNG-5302A - 93.8°C  889°C  B8T.1°C
\ .l
g i s O
W 50- B8|35|88 VUNG-S302A ﬁtﬁ
A |r| .| ¢ % 1-KO
o - s .o Apobect-
ins mpamusv-1 Al

P 0 T T 1 %w

BREAR BEmHSVA

—@— VUNG-S302A / WTYDR
—0— VUNG-S302A / APOBEC1-KOR™IX
—O— FFEBIHSV-1 / WTXDR
—O— SF4FIHSV-1 / APOBEC1-KOT™IZ

%ﬁg
” \‘% €
& Apobec 1-KO

3D-PCR

2 ¥ ARICEH TS APOBEC] (7RI % DNA ZRICL 2V 1L &M, YV BRIE vUNG IC& > THKR SN 3.

(A) VUNGS302A ZHI\Z X B~ AXIEMDOE T X, APOBECL KIRIC X Dy L 72,

(B) HSV &~ A D

Jii 7> & BRHCL 72 DNA %, DNA Z iR AR 1912 HSV 7/ 4 @ DNA 225 % #i it © & % 3D-PCR T~ % &,
vUNG-S302A 7 1 )V A8 &4 L 72 APOBEC] % b DHpAERI~ 7 A TO A, DNAZE R S 7z, 2D DNAZERIL,
APOBEC1 ZK#H%) Y Wit vUNG OFFFE T CTldtrih Sz o 720 S0k 20 2%, £72, —# @M BioRender

2 THERR.

O mRNA L NV A EIZEH L, AID & APOBEC2 T
R EA GO SN0/ L72A > T, CNSIZ
BT APOBECI and/or APOBEC3 % /%2 &A% HSV-1
) At D¢, HSV-1 BGE & HIBR LS5 — T,
vUNG 12 BER ##EE)4 5 2 & T OH T A )V ATEEICHE
PThrZENnEZLNTL.

APOBECI K4H~ 7 A |2 vUNG-S302A % S ik % D3 N
EPe XD & EFRIFARM Y 2L HNEEICEKTL,
BXPIIC B 5 Ty A VA EERITARIC R L7z —T7,
1513 Bk T & 5 vUNG-SA-repair % §H #% N & 4 X & 72
APOBECI R~ 7 A DEAERB L OWMANIZ BT 5 T
ANWAFEEFIZHER <Y ZLERBETH- 72 B,
VUNG-S302A % # ik % JHZ N &Y S & 72 APOBEC3 K48
< AQELERIE, FER Y 2 EFEBETH D, vUNG-
S302A ZEH12 X 5 5531LAHY APOBECL \ZKAF§ 5 2 & AF
HEE -7 (R2A). T2, BTEROE N~ 7 AR (T
b B, vUNG-SA-repair % BHEF B X & 7-FARI<
A, F 7213 VUNG-S302A & % \» 13 vUNG-SA-repair % 5
FNEY 472 APOBEC1 RIE~ ™7 A) ORNTIE, BT
KO~ A (VUNG-S302A % e S & 728 ARl <
7 A) EWEL T, HSV-IHUEAES IZHm s, v A4
VA MRS E DBE DS ERE ST\ Cel3, Ccl4, Cclb,
Illb, Osm, Tnf7Z & 6 MOREMNET A M1 v E2ELR
FERSICBE G4 % 42 BIZ T OEERFB LA LRI
2. TS O LY, vVUNG-S302A % £ ¥ 721X vUNG
HEANEEALERICE 5T, Y7 ACNS THBIEEINS
HSV-1IEEMES & OFH 4 )V A EARROEKTIX, WA
PG E AT TCTd 5 APOBEC1 K TH V), Ser-302
D) YERALIZ & A VUNG &% bAY APOBECL KA1 0 15

FINEFIHEIT 2 2 & TAMRANEIEE S TV DE S
ENHOE otz BB, ARG E R, FEENE
ey b, vUNG-SA-repair 8 & N EGFP L 7K— % — HSV-1
(HSV-1/EGFP) BEZ:IC &b, ~ 7 ADO[MANTIE, FfEH
fal2Bir %5 APOBEC1 @ mRNA L ~N)UAs, EEGefifeic B
175 APOBEC1 % ¥ /87 BEB L NUVHPEREIC LA L7
EHIL, YT AORE ST, b bk E 5 g CHP-
134 B L ek iPS Al kAR IZ BV T b B AR
HSV-1 & 412 X b, v b APOBECI (hAPOBEC1) O
mRNA LX)V and/or ¥ V87 BEHL XUV EHT 5L
L bR S N,

vUNG (& APOBECI &%/ % HSV-1 7/ LAfREEIC
By 3

WU 72 % 43 F A F = X 5T, APOBECI 7% HSV-1 %47
% HIRT 5 D% MEET 5720, HEp-2/ AhUNGs #Hlg 12
vUNG-S302A F 7213 vUNG-SA-repair D &gt 7/ 4 7
O — ¥ &, hAPOBEC1 %3l 7 9 2 3 F (EGFP-P2A-
hAPOBEC1) % 7zi3FatExt 8 (EGFP-P2A-stop) % 4L3&
AL, THYAIVAEARE L hAPOBECL IKEFR T/ L
% % 3D-PCR™ C2F1ifi L 72. 3D-PCR (& DNA 0% i B
KEWZFH LT CG) —» TAEROER A WHILT 2
HTH 5 W, EGFP-P2A-stop & vUNG-S302A, & %\ i
hAPOBEC1 & #4: 7 vUNG (VUNG-SA-repair) % #lA4
725 TIE, HSV-1 DNA (% 938C OZEMIRE TD A
Bl &7z, ZHUSK L, hAPOBECI & vUNG-S302A @
HEEFLMETI1L 938T TNz 889TC THMIEA L, 7
AWVAT ) MBI HBEEE O /X—3a—7— 3
V) OFEIIRIE SN, FERIC, 889T THIME L 7z Wik
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DY =7 T AFHCTEILHZR C— T EfE il S,
1) Us3 5T 2 T CAG 5 TAG ~Of&ila F

ALDREFR SNz, —TJ7, 938C THANE L 7z W H 1234 B
MFEAEROON o7z, 512, 3D-PCR EEHEI
BIUBEB 2N RE LT — Ty =7 v AT,
vUNG-S302A % 7 4 |2 3 13 5 hAPOBECI & £ 7% @
CoTBIUGAZROWELIEINA RO LN 28,
HSV-1 7 ) A DA =3I a—F— a3 EMEL,
hAPOBEC1 & vUNG-S302A # $L58l L -Mifa T, T3
TANVAELAEB L VUNG, #5237 H oB OFEHw
A, RPHESAE (VUNG-S302A Bk, ¥ 721X hAPOBECI &
AR VUNG) ICHARFEICKT LW Iz <, ek
B L O~ X APOBECI i3 HSV-1 DNA ## 03T 5
KAZJRTE L 7245, vUNG & APOBECI O 45 & (3 M
ENMenroi:.

B TS MR & —8 L T, 3D-PCR D%
VUNG-SA-repair V&g L 72 AR <~ 20 kB L O
vUNG-S302A ¥ 72 1% vUNG-SA-repair 7% & 4 L 72
APOBEC1 KIE~ 7 AD A 5 1%, 938C OEMEE T
& HSV-1 DNA it & 7z (B 2B). — J7, vUNG-
S302A AN L 72 B R~ v A7 S 1, 93. 8T 122 <,
L ARWEMERE T 5 889C TH HSV-1 DNA AT &
., 889TC THAME X N7z PCR WFTH IZIZZH D C— T ~D
BERERDPER L T 2 EDMRENT (B 2B). ik
Rx BRI~ 23 X OF APOBEC]1 K4~ 7 2 DIZ 5
17 % vUNG-S302A B & OF vUNG-SA-repair @ FIHE & #7%
A9 5L, vUNG-S302A ORNIZBIT 5 T#H 7 1 )V AL
wB LU CNS TORREMEDOIKTIX, YA IVART ) ADN
AN=Za—T—arybPETLIEIRBEEING. L
72735 T, APOBECI (%, vUNG OEEZEMEARIEL T
BEMTFTTIANAT ) MINAIS—Ia—F—a vk
FETHILICEY), K LaREN AT T T4 —)
DY, L MEEHMRBLIOYYT ACNSIZBWVT
VUNG-S302A O 2= i+ 2 Z LW & % 5 72,
—HORERIE, Ser-302 ) Y ERALIC & o TiEMAL S N7z
vUNG %%, APOBECLICX WFFESND T A IWVAT ) LD
REEALB LT ANV ABEOK T I T 5 2 & 2R
LTw5.

ARIFFROFHNEL, BRIFEBRTORILY AV ZGEDS
s LT 72 APOBEC] @ DNA #8215 M AS AR T
FEBITTANVANEEET D LR TEEL 251
HHBI x5z yUNG RGeSk, AV RS ) LiEH
FFICAE LA BB RLZRERRY) AT —¥IZL 5 dUTP
BMRACHET Y SV VOBREICEGTLEEZHNT
B, AID/APOBEC 7 7 3V — L OBARIIAITH - 72.
AKHF72ix, vUNG % APOBECI 12 & % $t HSV-1 {12 xf
5 NG B - & L CRER L, CNS &£ 7
V%38 T vUNG & APOBECI1 OAHEAEH A% HSV-1 k%5

(VA NVA EET5& 2%,

DT BE-THREZHS LI L HLEELEEZ LN
5.

vUNG & ICP6 Dt FBE7 X /{LEERICH T B
R D LB A

APOBEC 77 3V —% Y37 Bid, v ALk b TH
RHEENEZ 27 DNAWEGHEEZEL, 2D, HSV1
7 AOBEEOYTH HIICRAET S APOBEC X, ~ v
A Tld APOBEC1 ®ATH 5%, HSV-1 DHKEETH
%5 kb b T I APOBECI I il 2 T, APOBEC3A
(hAPOBEC3A) 3 X U8 APOBEC3B (hAPOBEC3B) %
PHOENTWD Y FEHTREZ LI, HSV1A'a— K
T2 b ) —OOREENAHIFE Td 5 ICP6 (L hAPOBEC3A
B L UhAPOBEC3B &AL, 215 210 S Mg E~
REZAES L ZEPRHE SN TVE B oL —
H L ¢, ICP6 X 4 # < 1&, hAPOBEC3A ¥ 7z i&
hAPOBEC3B # 59 A #lffdic 8T, HSV-1 7/ 40D
AT 7)) T4 —=BLOTHRIANVAEEREMET L7
7%, hAPOBEC] Z8 B CIXEED R0 5 o 72—,
vUNG-S302A 7 % 1%, hAPOBEC3A &» % \ (&
hAPOBECS3B #HMilic B 7 5 HSV-1 7/ 204 ¥ 77
V74 —BIOTHRIANAELERIZITEACEEL RIT
Ehhotz. INSHOERNS, HSV-1 25484 DNA ¥
FIUVIRT I JALBRIIHINT 572012, Akl b 2o
DS L 728K (VUNG & ICP6) %Mz T 5B 2 & AR
Bah/z, L2 L%a's, APOBEC3A BX O3B BT
B A AGHINE R BT 5 @R EHERDOAIZEDC DT
HY, in vivo COWFEISHEOMETH S,  MATHHE
¥ APOBEC3 #nFaH 35 —H T, ~7AZ1HH
Loz &5, APOBEC3 b MEL7z~vw A€
TN xBTS N5,

TTFEIBBEIAIANT A -2k BEEHL
ANILNZBROEE

bk fEhr X ), APOBECL 2L A C— U BT
VUNG 122 8721k, DNABBEENRL EEZ LN,
vUNG 2 50O UNG [ HET 2NN 70+ 77—
Rk E o327 B UG & ), A DNA BRI
HExs (B3A, B). —EHOMRAZHAT AL, UG
12 & 5 VUNG FHEDS, AU A4 O S8 9E % B9 5 1]
RN EZ 6N L. £ T, HSV-1 412k A vUNG
DOEBEN & L TOMRESEEZ IR 5720, 71 0 A G
14 HHjl2, UGIY 25857 7/ Witk 4 v ARy & —
(AAV-UGD) F7zidxfig~2> % — (AAV-ZsGreen) % <
7 APICRG L, ok, BARIHSV-1 & LT vUNG-
SA-repair & &4 S 472, AAV-UGIL =5 L 72 A #l <
7 AT, AAV-ZsGreen ¥ G-HEIZ LR THEAFEIVEEIC
WEL, WICBTATHRIANVAEAR S WD L7 (KB
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DNA repair
— 23
| |
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o
replication

I -1-

INOFUAT 7 — DI FUGLIE,
HSV-1 VUNGERES UAEMHET S
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e 100
=2 q P=0.0003(<0.0083)
AAV-UGI 5 ¢ :vs ZsGreen / WT
i P=0.0003(<0.010)
4 501 :vs UGL / APOBEC1-KO
e X P=0.0005(<0.0125)
gene | 1 Vs ZsGreen / APOBEC1-KO
14
0 1
21

0 7 14
BREZBAH
—@— ZsGreen f WTZ2Z
~0— UGI f WTV¥ IR
=0— ZsGreen / APOBEC1-KO<"J A,
—O— UGI / APOBECL-KOT™Z

K3 vUNG ZfHET BT MIVANT 2— (AAV-UGD) (3, APOBECI &ERICY T ZETIVICH T BANIANZEK E D

#Y 5.

(A) APOBEC1 I2& % Cto UZRIE vUNG 12 s /214, DNABE SRS, UGLIZZ oK HEST S (B)
vUNG BHEGE 2 A5 UGL 2 5Bl5 2 77/ Witk 4 W A~XZ ¥ — (AAV-UGL) #fEHiL7:. (C) AAV-UGI#
HAzky, WAy A TEANVRAMWEIZ L 2B CEPFEICHES L. —J, APOBECI KiE~ 7 AT,
AAV-UGIIZ & BNV R ARSI R A I L7z, SChik 20 #20%. £72, —#Bd X BioRender 12 TIERK.

3C). —7, APOBEC1 R¥E~ 7 ATld, AAV-UGI 5
WZEB~ T ADRERNRITFBO N poiz. LIzh o T,
UGI & APOBECI KA B FIEED NV R AR 5~
TARRET L EPHL R E o F2, VUNGIZ K
% APOBECI #Ptizid, Ser-302 ) v BALSUZHTH D
EafEnb b, vVUNGHAHWNIEZFDY) Vb2 H) F5—
YRR & T B HERORIEED, NVRAWMEDOH 72706
R DR LSS,

bW

ANV ANRZ T A )AL AID/APOBEC % ¥ /78 7 O H.
FERCE L CIlE, ARG I RALE, BfTiigeic L 2
ICP6 & APOBEC3 # ¥ /%7 BB L ORIfZEIZ £ 5 vUNG
& APOBECL % ¥ /37 B OAMHEAEH &\ o 7D HI A
WEBLTELBD, —FT, AWRAY A AEFR
IZHFE R RS R PG L O BRI BT 2 BaL, &
BEMPOMENL {, E R LMENPLETHL. T2,
TANWRFII BT HEELMERTLE LT, EEEVAN
ANZHRHLT % 7290 APOBEC3 ##45L, S5I127 1V A
12 APOBEC3 # &4 27 4 VARFE2HEEL T& 2L
V) L EILESES SIS TwA. L ha AL AR B
AUy 4V ADETlE, 1832 UNG 2% APOBEC3 ®4T
TANWVAFERERIGL D) D EAIREINTVEL, ThbD
R ABFFE TR L7z vUNG & APOBEC1 @ HIHAF
#PFETCEZ S L, APOBEC 2 X % DNA s v 1)L
2285 [#], UNG % 20 DNA fREFBET L [1#
HH] EWVIORBRPET EFELOC LY L. T bbb,
HSV-113 APOBECI1 &9 [3#] (23 L, EEHkD [f#

Al A (HHVIFHRE) §252 & THRLTE20
Tl s s, APOBEC &7 A VADKE O
W& L, VW ER DNA 7 4 VRIS FHENILS) 205 1),
Z DOHEACH ETEORERALIZIET] S HE S BGFED KO N5 D
b LNz,

A E

ARDOBEOEEZ BH A LSV L2ELEE T
FERERIC, ECEILBLETES. F2HF0KS 2017
2 ARIZ, BRERRFEERIERE SN TV R IE
WA (Bl - A2 EI A R e ST AR
ImEREIIZE >y —  EAGESRIEIZEET), ARk
BLUBESHNR—EA (B - B s B e pseE
ANVAKE2H) \CTH#E L LIF722 &%, RifsEOKR
SLEE ) F L2 BIORLIFMHICEPCTHE L
BoFLzZeil, GROEHHELETIY. £, A
ROBATIZH 2N T3 EH )  LIZREGURTRFEOFE
FBNSeA,  AuigiE K S N ER A A [ B AL R 5E T O
A RS, BRI ZE AR B AR O P B SE A,
BEESRRARETA ) =T v ¥ —ORMBRZIEEB LD
BAREIE, 7 6 CICHERFAER A ZEAT RNA #il##5:
SEORRHEFISCLE B L UEAREE, Tl EES
DR ESeL B L OEIE A, EETa T+ I 7 X
FARZ M) —ORINKIEES LORBREICL, L&
DR L BT

AR L, BRSNS FIGRANSOREEIZ & 2 23513
b EEA.
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