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1. IU&IC

T A NVANFIZB T, BE T BRI,
[ ANV ADBIEDSHAUYTIZHIH ST Eh? | Lo
WA ZEEZHLPCTL200TH Y, HIEORERERM
Brhod., 72, BIE, —#ov A v R 3EEERER
P RVEB G TIRBIST BN 7 — & LIS TR Y
A NABEOFECTIRLSFIHEN TS, TOHITBT
W, BRI RAEEE T ORI 24T ) 72d12id v A
VA DBILTFBBMZ IR 2 L HE 7> TK
5.

ANVRZAT ANV AR o, B, YO 3DDOHE L DA
N, ETOEMREEYH» S BBV F THI30ME A
SHEENTVDY, AVRAT A )V ADRKOFEHIZ, &
REREGZRIT L) FIZH D, AVRZAT ALV AIL
WIEGet% b 1 EARPISIIREG L, SREHHRE & v 7
TEFEOEALIHE - THIEHILL, MIRBELD] &R
T9, ZOERBYET L LW HERW 212, ZOWRER R
HIEAHETH Y, EY - BREFOMFIRIIB W THEER
WHgEETH 5. LA E, BRA LAV RZT AV ADER
TFEBBIBMK T 12T % 4T, ZORRETSBIRM 2 AT L
T&7. AT, FERLPTTOTELNEDOHFTY,
BRZ, ANVRAYANVADTT T A T THDBHHANLAR
A7 4 )V A (herpes simplex virus : HSV) (23 % f##T
WZOWTHERT 5 & & IT, RITOMALL HHLETHAT
5.
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2. HSV DEGFRERHHEF

HSV idk MIZ, W%, HEEHANVRZ, TEANIVNRZ,
REBEFEOLHAWRE LT S Z 97, HSV BEYIE 12K
T2 FIFRZEBEENTE ST, HSV IELIEDIE
FRIZIE, T 70ENE VS PNV T A )V ZHDE
HEhnTws, LaLl, HAVRZY ALV ZF ORI+
GrEFEVEEC, B ZE, AV R ROBIEAR1E10%
W ED, EFEEDZEOTELE A - HEOKEE %R
T F 7z, HSVIEAUELE, SREdllseskic X ek sk
TLTWwAESBAERE S A ZBE, kL% LR
WL ET, HAMRBRGEE LTHEEL > Ty
5. BIZIE, BRBHEE TIX, HSV PRI BRI 2 B
P72 - 72856, Bhisk 5 BB LUNIC80% 7% HSV & GYE &
FIET 4. LFEOHSIRNOZEL BT OMIN, =4
AR, HEEOZHE, AL At%) kv, HSV
e EEE I LooH 5. —J, HSV idiruvAikkig
MR REESRE2ETHIE LD, BETHEEBLOY
A NVAFBEOGH TRy =L LTHP IR TV EY, iF
ST, BRIESE SRS B HSV O w7 A b 2956k o i R 3R
PITbhTE Y, BUE, % THOBIRRBREREICH Y.

HSV O A VRS ) 2iZ#9150kbp D E K2 EHUIR A
$IDNA THY, ZDv A JLADNA L EDT A LA
FHEPI—FERTWEY, Th50y A4 VAEHEZ
I—F$TE594 VABEEFIZORBBMICL > T3H
(a, B, V) WCKHIEN, ZRZhOBIUIH X 75— FIK
RSN TWA?, BIICEET S o BIETEICE, o
0, ad, 022, 027, 47TV FFEFN 0d7% < 4D DEIR
TEDIEETRAMEHNTFTH 2, o @B TEDD.
MO EETRBEIBN T & LT, ULSHEEEMTH 5
a-TIF (J14% VP-16) R 7 A VAHa—FF 57054
FF—E¥D1D0THD ULIIHHTLNLTY, adi#Efx
FHEWTHHICP4% o~ TIF 3 DNA K& e 2 H 3 5 8
BEHEMHNTCTH B, o2T@ T Y TH 5 ICP27Id
RNA #&fE% A L, RNA 0% L E/LICEES L Tw
Y. 7z, a22@IRTEY TH B ICP221%, DNA A
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BMALL1
1 BB twohybrid % W72 ICP O LM E/EH T 5B E
AN F D [F €.

LBICHSV-1%7 7 2%, WEIZ 00 BT 07/ 2%,
TEIC two—hybrid #1281} % bait DALE & Z O & M H
TEH T 2 ENT- 2R,

ML b2Vl EDLLT, HIFEDT A VARIETFD
BREHBEL T E"Y, KL lL, o 0 BETEDTH S
ICPO YA NATOT A v FF—F¥Thb ULIIZHH
NT, TR 7.

3. ICP 0 D% KM DARAA

ICP 01, BEMIEARTOY £ VA DWFIHHTIE R
V3, HSV OB O BRF3BEB L B IREGE» 50
FEEALOm G ZHE L, D2, invive 2B BIHEMEIC
LG LTWAEEL YA VAKTFTH 5. ICPO I,
transient trasnfection assay IZBWTHA & 70 E— % —
EiEMAET 2L XD, W OEE LNV THEIE T
EHBMLCWAEEZONTERY. LaL, EBICICP
0 2504 72 2 1 BB F S A EAEH L, BRF583H 2 )
T 2DDIARHATH - 7. FA L, B ZH w72 twohy-
brid &% HwvC, ICP 0 & AHEANEH§ 2 15 AL E 7 Dk
RKriro7e.

(i) ICPO &R EHAFIMEIEF cyclin D 3 & DHEEEMA.

ICPOICBITAEEMOEERE K2 f »® 12> (Ring Finger
motif % & ¢ exon T ® C K dHIK : B 1) % bait & L,
BEMBOS A 75— LTEBwA VA (Epstein—
Barr virus : EBV) ThFS Y A7+ —24 &Nk bR
JUNERD DNA I 4 75 ) — % v T two-hybrid
screening 17 - 72, ZOFEE, R pgal EEZ RT3
0= — %3l Fodo 1 oM EEEERN T TH
AHeyelin D3% 32— KL Tw5h cDNA Z5FL T,
Two—hybrid 12817 5 ICPO & cyclin D3 OAMHHEAEH
1%, GST—pull down HEIZ & o> THER &N/, $74b b, GST
—cyclin D3 @EEHEIL, FREMICERGMEHLET o
ICPO 3k L7z (®2). /2, ICPOWBE KAV A T
5 NDIOWRIET A Z ENHMOENTWAAS, cyclin D3
Z MRS S M AH 2 HSV EGMIIRIZ BT, NDI0

(WA VR E52% H175,

HSV-1(F)
WCE

HSV-1(F) WCE
MOCK WCE

+GST
+GST

213 -
123 = — — - ICPD
85 —
1 . 3 4
2 GST-pul down #EI2& 5 ICPO & cyclin D 3 DAHEAEH
DR,

GSTIXICPO EMEMEH L 2w (L—>1), GST-cyclin
D3RAEBE TIZFREMICICPO EHAaKZ L, ik
Eh7z (L—v2). L—=r3BXU413, BB X UK
gt % ICP o btk 2 W/ Ay v Tus 4 v 7
L2 b 0.

HEECTICPO & cyclin D3 HFET 5 Z EDHH S
oo 72,

cyclin D3 X cdk4 ¥/t cdk 6 L HEHERZEHKL, RB
EHEZ) VBILT AL ICE > THIE %2 G0 /G1
56 SHIANLETIRLZZEMOENTW LY, F
7z, cyclin D3 IZFFENRTVWARELEHETH D,
AN T OB ENE 305 1S 72 e v, A X T ORI
L, ICP0 /v 777 M HSV(7910) & Hl\v ClkgeHifiah ©
D cyclin D3 OFMEMI Lz, ZOME, BAMREGM
fEizBwTid, &Y 8 KEMT%IZ cyclin D 3 DFRHHERET
EL0x L, R7910BGAMINEH Tld cyclin D 3 ¢
LZENTELRD-72(R3). YLoflFid, ICPO X cy-
clin D3 EHEMAEHL, KEALER cyclin D3 DFEH%E
BEALL TWA I ERRIBLTWBEY,

K2, ICPO & cyclin D 3 OFEANEH AT £ )V 2 B4
BLOWEHEICEORRICES LCw b 22 REt Lz, ik
DEHTICPO A B ERT L MHEMERT S DT,
ICPOIZBIT 5 cyclin D3#FHEEHME 17 I /LT
FMEL, ZOHMICT I/ BREZEATLIILICLST
cyclin D 3 L 4FRMICHAEAEHATE 2 HLAM 2 HSV OfE
WrRAhil. ZOHR, 19FEHOT ARGV BExT J
ZVICEBT S & cyclin D3 & OHBEEHINERT AL L
BHOLN oY, T2, COT I BEREZETLHHM
Az HSV (R7914) Z2EB L 72L& 25, R79141F, ICP
0 RIEHSV T&H % R7910& cyclin D 3 12 L CRBkZ&E
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1 2 % 45 & 7T & 9 1011 12
3 HSV-1 Bk To cyclin D 3 D383,
&G 8 IRE 4 TR EF AR bR G (L—2>6), ICPO DK
A5 L 72 Repair  virus EYefifast (L—28) Tcyclin

D3 OFREHIMB ENL D123t L, ICP 0 KB A )V A &G
furp (L—>7) TiX cyclin D 3 ORI SNz,

F£1 HSV-1 (F), R7914, R7915OFFHMPBL XV IZBIT 5

HagiEHE o g
Yield (24hp.i.)
Cells MOI R7914 R7915
HSV-1 () (D199A) (A199D)
Vero 0.05 6. 8x10’ 7.3x107 ND
5.0 3.0x10’ 3.1x10’ ND
HLF 0.05 6.4x10 4.0x10° 5. 6x10
(Serum
starved)
HLF 0.05 1. 8x10° 1. 1x107 1. 7x10°
(Quiescent)

WM 2R L72Y, R7T94OMTRZ ML X O~ 7 A6
WEFVEHOCTHN Lz L 25, R79141% Vero Ml 4%
OHMIBRRIZBWTIZ, FAMkE Mk EmiEE R L7z (R
1). L2 L, R7914iFE LMo HLF flfa Cla B Apk & It
LT, ZOWOFE L VETHBIgRs 2 (FEL)., 77,
R7914i3~ 7 ZABWE FNIZB T B E M S BFAEKICI L
THELIETLTW2(E2). D EokEIZ, ICP0 A cy-
clin D3 ¢MHEMEHL, cyclin D3 0B 2RELT S
e, TANVAOEIEIHMIZIZB T AEB X Kin vive
TOWHEMICES L TWA T ERRIBLTWASY,

(i) ICP0 £ BEXHERT BMAL 1 & DHEEER.
ICP 0 @ exon Il ® C Kui4Hi%k % bait & L 72 two—hybrid
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F2 HSV-1 (F), R7914, R79150% 7 A
B BIRIEED LK

Virus PFU «SE/LDs}
HSV-1 (F) 135 %66
R7914 (D199A) >10, 000
R7915 (A199D) 135+71

SSHEEDTT AT ANV AFERNERL, 30
HBEBIgE L 72,

12
MB4.TGGA CACGTGACC

|—>
104 —M34[MEE[M34H{SV40 prom.H Luciferase |——

Relative Luciferase Activity
&

Vec. ICPO

BMAL1 MOP4 lc_ro M2P4
BMAL1 BMALI1

4. ICP0 X BMAL1 &1#al L CiE Z LT 5.
VY7 29 —BlET ORI SVAOR KD IERK 22 70 €
— % — & BMAL1 #&HMEZHALZZLAR—F—=TFAIF
FHEH L7, COS-THINIZ, VE—F—TFRI FEEE
HE (vector, ICP0, BMAL1, MOP4) %BI~2z ¥ — %
BAL, V725 —E¥TvEAL EiTol. TOKE, ICP
013 BMAL & a0 L ClizB % i b L7z, Z ok,
BMAL1 ®DAKD/8— hF—TH % MOP4 & DiGHALD &
HVERSETH 7.

screeing I2B W T, ICPO & 4FRMICHEANEH T 5 cyclin
D3 omEMIEK T & LT, 5K BMAL1 %[
EL72.ICP0 & BMAL 1 &£ oM AEAEHIZ, GST-pull down
HCHER S, ICP0 & MEAERHT 5 BMAL 1 %I,
PAS FAA Y THAHIEDPHLNITH 72, Bait& L
THW2 ICP 0 ®ffiskiZ, ICP 0 D#zEHIHFEICHETD
HT ENRHBEINTWSEY., 72, BMAL1 ® PAS K £
A VIMBOEAE L DT A Y —TRRICEETH 5 2 L HHR
HEEANTWBE22Y i s oMmiiE, ICP0 & BMAL 1
EOMEAEHORYEEZ R L Twa, KIZ, ICPO A
BMAL1 & MEMEHL, EBRICEREELZHIELY 20% Y
K= —@BEFEHCTHEN L7z, £O#%E, ICP0 I
BMAL1 &1 L TG ZEEILT 5 2 &2 O 2274
572 (®4). BMAL1i%, bHLH-PAS 7 7 3 V) — IZ)&
THWERTTHEY., 20773V =BT HEEHT
i, B SOR ML RAREICHS L TWw A ERER T4
{EERTwpzezws - F 2 g2ps BMAL 1 254 b L
ARG T 2GR T L ¥4 =2 L, =5
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X5. EF-18 EMHEMEH TS ICPOD F A4 ik in vitro 125
WG Z B 5.
(A) 1ZR¥, 22o0ICP0 D% GST LAA LAKGHET
FHL R L2, o FRMER IS & GST & %
Z, V¥ 7x5—EDRNA % T in vitro translation %17
o7, FOkY, GST £7:13 EF-18 L MHEAMEH L %2\ ICP
0 DR L GST L ORIAEEHAE (GSTo 0 : 20-241) &, H#
UGS E L RIS o/, —7, EF-18 EMEEM
THICPODOMHEB E GST L D@ &EHYE (GSTo 0 : 543
768) 1, JEEMICEIFUEEL HE LA, (B)I&, invitro trans-
lation DY % SDS-PAGE (2t L7zd T, (O i, (B)
DENY PO EERIL LD D.

o TwbEn )i dH A", HSVIZFA ML ALK
> THIEML S NABEDNL VA, ZOFHIEMALZ HIH L
TWBICPOAA ML AREICHEES LTWws BMAL1 &
FEREMICHI BRI 3 5 & v ) RARIE, ICP 0 O iz5: il
RE72UF T4 <, HSV OFIEVELIERE %2 % 2 5 1T b Bk

TEND,

(iii) 1CP 0 EEMEREF EF- 15 & DHEEEA.
ICPODH I 1 DODHWEEN A A~ TH S exonlld CHE

I (B 1) % bait 1L, FEEIC two—hybrid screening

FiTolz. ZORE, ICPO EWSRMICHIEEHT 2153

(WA VR E52% H175,

WY& LCHFRMERNT EF-168 2% L7. EF-1§8 13,
FEHERRERCB U 2R 7T MG % Hl#H$ % mE A
HIRNT-TH 5™, ICP0 & EF-18 O EAEHIZ, GST
—pull down IFEIZTHERR SN, T/, TNTFTHIZCOAR)F
T HEEZSLNTWICP O A, 22 EF-18 2SR7E
TAHMIBEICSHEAET A EBHL IR 727, KIZ,
ICP 0 & EF-18 OMEAM O LW Z RO MBI %2 KA
7o, ZOMEE, EF-18 L MEMEMNTAICPOD KX A~
A%, in vitro B W THREMICHFREE2HELY) 52 &
BHL»IZ o7 (B5). MEX D, ICPOIXEF-186
EHEAEHL, %< ED in vitro IZBWTEIFUGM: 2 ]
M35 ERHL IR o702, BIRFEW &I, 2D
WER, T4 AOFERYANVATHSE MUEREY AL
2 (HIV) OHIHKNTTH 5 tat EAEHEF-18 L A
VER LBIFGETE 2 I 5 2 & 25 S 2™, B xY
Z X2, EF-18 LMHEAEH$ 5 ICP 0 @ C KHIIZIE,
HIV tat & MM ZRTEMAFEL TV, Zhbm
R, HSV ® ICP 0 & HIV ® tat %[ UHk 7% #HE © EF-
13 DEMEZHIHMLTWAZ EZRBLTWS.

(iv) &,

HSV #2212 3 W T ICPO0 13, ZOEEEW 2 ICHK DS
DTN —=TPNEETTOTETIANVARTFD 1 DT
HbH. ADHD TV —T95 kA MAPHE ST
W5, (1)ICP 0 2SEGINICHE B A 4 > ND10 (54 PML
—containing nuclear body) (ZJHfEL, FOREZT] &k
3. (i) ICP 0 2%k 4 74 FMRL K T 0 55 2 {2 85
L. BlzE, BERHEICHEGLTwEEEZLNTVS
DNAKGEHET a7 4 v FF—EY, 7RI =AM
OFALE OB RIS, NDIOO 2 Y R—% ¥ M T
5B PMLY, HADHEGICEEREEHE LT b x
T—=DAYR—=% Y NCTHSHCENP-C'THA. (iii) ICP
0 IFEHESERD 1 O THELEFF V25T 5.
Wi, ICPO HEMRLEXF Y ROHBEKNTTHSHE3 L
CXF I —ETHY, Ao EHEROE2 X5
UREAEER L LD ITHENERR R XFF ML) BT L
HHSPIT o 72000, S, BERE B o5 ek
THEEZONE. —TJ7, ICP0IE, EWEAEL Y)Y
FF UL, BENEAEORENICHES T AHETH
AR F URRNT T 7 —¥ (USP7) & HERENIHS
BIAHIETMEINTVEY. ZhbDHARIE, ICPO
PENEAEOGHEREL 2D, BRd@eftLzy &
ZRMZRTEBZEH LT E22b Lhkw. 2ok
12, ICPO X F U RE2fHl#HITAILICL ST, BG
MR BT 28018 W F 0 5% F 7213 % @b 5
L, ZAIWVAMWIERALFICH L 2REZ DD 2L TwS
TEDRBEINT VS, (iv) ¥4 707 VLA gEEHwE
fEAT & 0, ICP 0 131 F o Mfe B B2 59 5 p215F
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Cyclin D3 EF-15
BMAL1 USP7
p60 ND10
UbcHs
Centromere
B B
©® UAIINZEIEDHIH O ERFRIAFEH
@ HRE @ EHHOZEMOHIH
@ BREBRAHOSOBEELE O HIREHHH
DFH @ BREMHHIH
6 ICP O 13hk~ 218 FANILBERE % R 3 2 L HRER T TH
5.

@%ﬁ%%ﬁﬁ’*ﬁ?y>it,mPMiGusﬁﬁ
XOG2/MMC B 5 1E EMIE I o #4T % fET
50, G1/SHDOREIZIZICP 012 & % p21 DFEBLFHLE AT,
G2/M o fH%EIZ1Z CENP-C DGENEE LTnwb Z &
ARBENTWBESY,

Pll, 4 BIOMD 7 V—TOM5E0 5, ICPO I
KPHEDLNTERL ) HHLZ2EEHEE TR L,
B g EMREF EAHEERH LY, 720, £hboo
BB AHMET A LX), BREHESWR, MigEY, &M
R, WG & o 7B e TR A & BRI 9 5 2 pE
FTHLIEDPHLMIH->TEL(EG6)., 2oz ki,
RoNZ2T ) ALDPREBLR LI ANVAREDN T4 F
Y v TERERT 272012, K407 4 NVART % LR
S, YANRELTEINEIEBBEERTLI L7y
A WA DT ] 70 ARG 2RI LT\ b

4, HSVAA—FK$3770574 > %F—+E ULI13D
ENEERFORE

EHED) Y BRAGIE, EEAEOIWEERE O EEroR)=
WihFETHY, &5, BR, MRAEAY, 7R-1—-X
E\ o - EE LIRS VB L o THI S L Tw»
5. HSVIiZZor 7 siz7asAf v ¥ F—¥2a—FL
TWAZENRHLI D BALN TV, ZLT, ThouA
wz%ﬁ%?ﬂ%fV%%—ﬁﬁﬁ{»x@%ﬁiﬁﬁi
MIBHETF %) YL L, FHETFOEELZEIET L2 L1
5T A IV ADBGH R A AE Tﬁtfwék%x%hfé
2. L2L, VANVARRTO T A Y3 F— oY A
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X7 UL13IZ HSV-1 E4eAlig 2813 28 LA EF-

18 DI E53 5.

Vero MIfBIC % £ )V R % &Y & &, Pi CHRE#kE, EF-18#T
IZTHRIBUERE L. (A) &, A= 57V T T 74 —%R
. BAEK (L—r2) BXUOULISZATAHMAMEZ 7 4
VA (L—=r3, 5) EYgfifacix, WY YERILEI EF-16
o¥mrBEsnhs. —J%, ULISREZA VA (L—r4)
T, RGP (L= 1) EHER 272 B) &, (A)
ZEF-18bitkZ v 2y v Tay 54 Y7L
Lo, (C), (D) 12 Us3 %7213 ICP 0 K48 HSV & Ge i i v
TOHOEF-18%9TA% 70y 54 Y7 THRIBLES O,
TR A WA ARE M ZRBABEZR L2 L &
0, &) VBB EF-18 O¥IMCEE L TwhnZ Lavh
5.

WARTICET H2HEPEH L CTo 720k L, BE
FHRFICHETH2HRIIEEICE Lo 72 KA1, HSV
Na—F§s70854 % F—ED1>OTH5H ULI3ICEE
HaedT, ZOENEERToREERAL.

(i) uL13

UL13id, BEMBICBT 574V 2 OHICIZAET
ERWVDs, BEOT AV ABET (a0 Usllz &t d
— D ylET) OFBHIEICEE LT fs 758
HAKTTH LY, HSVHFI— T LMoL VA 70
FAVFEF—ERaANNVRZAT A VAR TORBEE N
TWADITH L, ULIBIZETOANVRZAT A )V AHFT
BAESNTWA*Y, UL13IE, ICP22, ICPO, gl/gE #&
K (Fc b7y —hEu—7), tunolffreir 4 IVA
Wiz VBT 52 LA SN Tw2 %, 512, ICP
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UL 13 Ak [RTASE]
I Uy 13 Al [HEV-1(F))

C UL IR AL [HEV-LF)
(UL 13 Al [RTASE)
U 13 Ab [HEV-1FI]
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3] - - ..
1 1 2 1 2
Awmla- Ant=
radiograph radiograph
K8 UL13IZ invitro \2BWT, EF-18 %2V VLT 5.
PP BRIE G 3 & O UL13K Y 4 )V 2 (R7356) &y
MR X ) UL13BUR 2 JH W 72 0L e 2 17 - 72, ik
Wy % IEHRIE 2 S S0P S TR L 72 EF- 18 2R, in vi-
tro kinase assay #17-72. (B) ULI132SF4E L 7% \» R7356/%
Y 5 DIk EmIE EF-18 2 YBIL L & d o7z ®
XL (L=21), ULI3Z&& L% 2 5 N5 B ARG
Hazr & DR EWIL, HRMICEF-18%2Y YBLL7: (L
—>2). (O &, B) ZEF-183MzZ2HViy TRy v
Tay 54 L2 0.

220 YALICE L CIREFMNICHET A2 s TH ), UL
1312 & %) Y FRALDS ICP22 D BEREFEBLICLHTH 5 Z &3
WEINTWEY, T/, HSVEFR L aNVRA T £ )V
AMWRIZHEHENT WD AKRE -HRWLE T A4 VA

(Varicella—zoster virus : VZV) ® UL13’kEHE—7Th
% ORFA7IZ, VZV OMMBIFEN 2EGCE S L Tws 2
EPMEEIN TV ST,

(i) ULIBIZEEFREFEF-150DBY > BEICES
LTWwa.

Rk X 912, F4 13 HSV OZHEREHIHIK T- ICP 0 2%
THEMRKNTEF-18 L MEMEHTAZ L 2HOMITL
P, ZOB|IBICBNT, EF-18 O RHAZERL,
HSV Bgefiffsh o EF-18 OB 2 BT L7z, Z ok
B, HSV B, M) YBILMEF-180F L »
BmMABEsNLY., 22T, Hac % HSV BIEFD ) v
77 MNIANVAERNT, @Y CELH EF-18 o3
\ZB 59 % HSV BEEE T OMEZ A7, ZOREE,
HSV»#a—F¥5 7054 v FF+—¥Thb ULI3A YL
MlaH B %8 Y ELE EF-18 oS5 L Tw
HZEDVHLMN o7 (RT). F72, invitro kinase as-
say OFER, Bl X 0 ek TR S 7z UL1S
X, EF-18 2431y YL 7 (B8). D Eok
R, ULIBOEMEER T O 1 DA #RKW 7 EF-18 T

(WA VR E52% H175,

A B
L
8 B
Ssmws T

9 HCMV B XU EHV-2 Egefifarh ¢l v LA EF
~16o¥ImInI&RI I 5.
(A) \& HCMV &3 HLF #ilfa %z, (B) (& EHV-2 &% FHK
Mg % EF-18 ¥itkz Aoz 2y vy 7ay 54 v 71t
L7zb o, Wi~ A VARG, JRRgefiin & L <
Y VLA EF-18 OBAEE s 5.

HHILERLTNDY,

(iii) EEMREPICH T B8 CERILE EF- 106 OEMIE
2TOERDANIANRZY IV ARSI & > TEERN
ICB[ERZ&h, ZTOUEBEICIEZTOANILNZ
JAIVATREINATVWS ULBBKREO—-JPEE
LTWwa.

RIZFEA1E, ULIBBETHOANVRZAT AL WV AIZBWT

TRAFENTVD LW HFEITHFEH LY, #Y LA EF

—18 OBIMAHSV YA D NV R A7 £ )V A G BN T

LMAEESNTVEBRTH LMl L. TR

HSV & L o NIVRZ 7 £ )V A12)8F % Pseudorabisvi-

rus &4 7 7 B H % CPK #ilg, Bovine herpesvirus type

1 J&ge Bk MDBK #lifid, Feline herpesvirus type

1 (FHV-1) &%t 2B HE CRFK MilgicBwe, @Y

VERALT EF- 18 oA BigE s N F72, AR

A9 A NVATHABE b A b AF a7 4 )V A (human cy-

tomegalovirus : HCMV) &gt i3k HLF flfig B &

WYy ANIVRAT A IV ATEH S Equine herpesvirus type 2

(EHV-2) &4 ~ &%k FHK fgic B T d kD

MERESN (F9). Mo, BgEaadics

F 5 CERALE EF- 18 ONas, ~NUVRZA T AV AR

FBLOHFEOHMEZ B TR SN TV B EENZHR T

HHZEERLTVRAEY, RIZEKLAIE, ~NVRZT AV R

BRI BWTEH BN 2R TH LB VB EF-18 0

Bz, NVRZAT AL VA THRE SR TS ULI3AER

— I HFEBICELS L TWw b e Lz, EBICiE, HSV

@ UL13:# 5T % HCMV @ UL13HxEu—27Tdh % ULI7

R L 7oA 2 HSV Tdh 5 R4969% Fv 72, Z D

&, HCMV UL97 % #FFEBI§ % R4969BAHll Tid& )
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3l =
1 2 3
10 EBV BGLF 4 13#") » B LA EF-18 o#mc5- LT
W5,

COS-7 Mz BGLF 4 ¥~ 5 —ZEA L, MKz
EF-18fiffz vy xay vy7uay 51 v 7ifiLz &
5, BGLF4 # BRI T2 LMY VEILBEF-18 ®
WhAEgEsh (L= 3).

VALY EF-18 O¥mMAsBlg S Nz, /2, y AR
A 4 WVATdHHEBV D ULI3AET— 2 Tdh 5 BGLF
4% BoHIcBWCTR NEF-18 & s 3¢k 2
A, aryhua— e LTlY EBIEE EF-16 olnas
BlgEs N, ¥ 512, BGLF4 % COS-7 Ml T # ) 5
BB, WAEMO®M) VB EF-18 O nasEigs <
7z (E10). PLEofEiE, Bgfihicsirsiay v
MEALE EF-18 OBHINTIZ, &ANVRA Y A )V A TR S
NTw5 ULISKET — 7S EEWICES LThAZ & %R
L TWwap,

(iv) £&8.

WAED S THEYENFEOERICL Y, YA VARTL
MEAERT 2E FMRKN TR 2 CFEE SN, 2hb
DRGSR IZ BT 2 AW R R EEII A 2 A8
ZVOPBIKRTH L. FAPHEMEHOEEEZHMT5
120 E LT R SBFohs. Bz, ke
% A4 NV A DOHIEIHN T3 5 K¢ D1 F MK T & A A A
AT s v mide, 1 20mEFEMBRTICH—Y 1L
ADEHD T A NVARFPMHENEHT 5 & vo 7 MiIE,
FKAIZENLOEEMEZRELTING.

AWFFRIZBNT, FLE, YA NVAPI—-FTH 70T
4 V¥ F—¥ ULIBOEMHEEN T 28RN T EF-18 T
HHITEEHLPIT LAz RAAIL, YA NVAEIIBWT
YA NAERTOT 4 v FF - OREKEERTFEZRE L
RIELOToOHMEE o7, T2, TROSDMALE, HSV
ML L, EF-18 EMEMERT 20 % Edb 22071
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VAR (ICP0, UL13) #H/H LI L E2RLTWAS.
BT, A, BRYMREFICBT5EF-180M81) Y
fb2S, ETHONVRAYT AV RAEGLZ L > TERMIZH] X
Rosh, 201 VBEICIEALVRZ T L VA THRES R
T ULISHREU =G L TwB I EbHLRICL
2. INHOHMRIE, EF-18 DANVNRZ T A )V A &G
BUIEERELHTL2LOTHY, FOEEMEIRIE S
ns.

5. BHYIC

AENE, PRRIERE AA Y 4V A SEMH I E 02 E
WHO— %I, ERNOERFOMAEMA TRILE L
2bDTHLH. BHEOSZEHNEL LTIE, ARTHEMNL
72 HSV 5 2 5 AN b, EBV, FHV- 1 1CBI$ %
RREINTVD., LoeL, MEOHAE L, 72, BHL L
T EDPH L vE 912, EBVB X O FHV-1 128
HWFFEIESCHR 72T DA & STV 7272\ 720 s imsnss
EHSIFINET, FICALRZAY AV AOHIMKT O
REFETRRAE 2 15 MR & OB/ O BLE X 0 5%
fToT&. BEHHIAEDOZEIL, E5S5OMIEH MO
RUWERBTELEDTHLEEL, 4HD, [N
TA VAU 2, ANEEEE RS S0 | &
Vo 2 HH R EICI) BATVWE 22w, $72, 5813,
FERERFZE 72517 T, ANIVRZ AV R EGSERIE )T
ORI A NV AHIB LT 7 F » DS BIE TRV
NRATALNVARY F—DRFEE Vo 720 HFFRIC b BRI
WD A TWE 20,

6. # B

ZENGE %o 7258, BRURF R ER It A W o7
TE - Wb gER GIHARPZEWERM ), Mar-
jorie B. Kovler Viral Onclology Laboratories, The Univer-
sity of Chicago * Prof. Bernard Roizman, H it #EA
SR BT E TR 7 4 OV A58 - P HIRO b &
TirbE L7z, FHERE, ZEON 1 Func ik s
NFE L7z FHEFICARZETS LI, Ho72DT,
TEFEEBHO WL WEA LS. 72, BHEEHE
WZHHEZE N2 72nTe, RICRFPESE - 1WA —80%, %4
R KR ELS - PHILEREIRZ, HARKRZAWE RS
CRE O BERICER LS. AR, DITICET
5% DT, MZEAB L O FAEOEIRE - Ml X
STHEITEINTZHDTHY, HH72OTI ZITHILE L E
FET.

RRUR R 2= B kd, SiF
Yer) e, WRERIE oA, wRE M, BrE Bk,
AR, e =S, EIRFERELA, PIREEL
M, JNEP O GSEAR, WIE f&SGAH:, Marjorie B. Kovler Vi-
ral Oncology Laboratories, The University of Chicago -
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Sant, HHTEFL o RR O 52 8 i e AT 78 BT M i i) 4 2 00 B
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