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1. BEIANILZI LIV (HSV)
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WRURSAERARRTERT - EAYE R ZEE > & —
EYHH SR - 7 AV A5

HHiA LR A £ )L Z(HSV: herpes simplex virus)ld, "V XAT A VADTA T AL T THY,
t MIBRA REREZDI SR, KBH T, oMz E&D, HSV BYO 5T L Tl

ERCR

1. [ZUBIC

NIVRATANVAFHIIET A7 A NVAE, ZOF 7 L
HERMIRD S «, B, BE Dy NVARRT A )V A MR 44
XN W, HEALRZAY A )V A (HSV: herpes simplex
virus) 121%, 2 ooMiER (HSV-1 & HSV-2) %0, »
FTNHH a NVRAY AN AHEFICET S %39, HSV I,
v MRS, TBEAVARA, HRAVRA, BREE, 1]
PR BBEOPHERANILNRAYT A VA Lo PR
BERIXREITY. MEICBWTIE, WREDEE, Bt
L 70 ~ 90% L ZET 2 V. ARy AV AK %]
LTH 10 ~20% HBEICEY, 2/3 2B L UEEOKE
FEDHE S . HWEIHESIE o2 ) LTWA T A B &%KE
T, HSV 23 4ERF 1500 A, TEZEAIV R AZERE
50 ~ 70 AN, FAEAVARZGERK 30 FA, HiEREAL
NANZIXAERTR 1500 AHHRET 2 52 S 512, PhEEA
WARZNETA X7 AV ADBYAEIRE % 2 ~ 4 FEREEEH N
SRZEVIWMELHL P, Zn LSz, HSV IZES L
WO TEELRTIANVATHA.

HSV 1%, ESEMICEELZIT TR L, YA IVAEIIBIT
LIzt LTOMANTHSL. 2ofme Lz, ()
13 & A EETORIEMPL TR TR X (BT 5, (i)

T 108-8639 HITHABIE X H 4 H 4-6-1

HOE KA R A TERT - e ERR e > 4 —
LR - A IV AT

TEL: 03-6409-2070

FAX: 03-6409-2072

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

v M ToO HSV WA L B FHHTE 2 /88 E 7
ML LT D, (i) 74 IV ADST-EYF AT O
ET A NAUERD 30 ELELEIHETENTWD,
(iv) H <25 (1920 FFEHDB) KT ICHIZEAERE S i,
% OMFRMAOER D 5, (v) §9851L L7z HSV 2595
RFRIIBRG T AN H D Z LS &, HSV
e P OREFFIZHIDH SN TV EEIRIFLNE, D
F U, HSVHEIZETIZY A WV ASICBIT 55 5O 5 FH 5]
RETH D, REmP»OLHEY LS TRETH 5.

HSV BEYEICIE, / —NIVEOSENLTH LT AV
AT 7L EIZ LSO E LTRIEM YT A )V 2AFIH
HZEENTWE Y, 2R b 2 2bod, ER0LH 1%
< O HSV EYEREDRE E 7 > TWAH DI, HSV A3t
DANVARZT AN AFRRISERERT 52056 Th 5. BUE
F TSR SN TV AHLHSY A, 7 A )V ADHGEE (74
FRIEGIA) D7 AV ABISI AR L LTwb, Ko T,
RS G L T B R g 121, BEE 0T HSV #lid 4 <
BRERTZENTE RV, 2F ), —FEHSVIZEEL
TLE) &, BB A S HSV #ET 5 2 L 138
FOPHSV A TIIATRETH 5. FHIREMED NIV R B
B, FRIC, BREMOUSRAVASZBEEE, FREOFEE
DOFEICHLHSV B 2R L, ZNafE D il 2 iz
Lewvy, ZOED, HSVIEISED R KOMER TH 5.
T, SMERFOGREE L ) AEOP HSV A% B I
P> TG 2 BASHHIEE D E N C O R EIR & 2 D,
WMEEDHITTDE. L L, FEREMEHSV IEYYEORRIZ
B CIEIARTRETH D, FIREIGIEE B W T BE,
HHPLHSY Fl 2 A, g 2k ) BRI 2l
oW, ZOX) RIKREITHRT A2012E, (1) 72
F 2 R SEY M DS R R Puy A NV AFNS X B HSV #E e
O, (i) EREEG L T\Ww5b HSV Ol vio 728 L
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2 HSV &R

WHLHSV R OREENLETH LS. L L, KB
FIZH DS, W L TORRI 2T - Gk
BIRZ TG SN TR, IR LWIGERED RS
(21&, HSV &G BT 2 5l 2 Gl - B IR e =
IBEBBEELHOPICT A EDPLETH L. ARHTIE
HSV #i - I IRER DRI ICERZ H T, RrOmA

O T .
2. HSV HF

HSV k¥, B 200nm DITIFERIRT, MK b =
YRU—F, FURAY N, X7 LA AT NOFEHEARE
ENLEA (B1). 77 Ay bElE, ~NVRAY A IV A



pp.187-196, 2010) 189

=X mfEHi R %
HREHR AR R

15. BiEEE

4. 08 2189 DERL

|

5.88 18 DER

L BE-RA

3. 241 JLADNAD &%
k= ADEALTIRIE

TTYNIP
@)
%

977 4 JLADNADD
6.4 "'xgt/y‘#—vwf

DNAD#85

798 U0 DER 0

S

12. T RO—JHER/

@

1. 75 * 2 MR

3 HSV DiEJE - BIRREEMIE

By A VARSETHY, ToRO—TEeh T RE
DHEICHTET BT VXV EBTH L., TANVAT /) LT,
# 150kbp DRI 2 IR 2 &84 DNA CTd b, 1E 20 1K
DHTY FICHBENTV S,

3. HSV O4EEE (K 2)

HSV T f)&gets, RGP O R - il THGE 4 5.
WL ZRITIEEATHY, 13&A DI EG
ThbLEEZLNTWAS, [T TG L7 HSV &, i
FREDH 20D 5T, YT % ALY 5 I RER
WICERSET S, FLT, TANRKTHRT 7V YN SAT
ik S, SRR F AN BEARET ICRLE L,
DIIER, BHIREIIIBITT A, BIRLTWw5 HSV ddH
LHEDOEFE DAL RIVRES, B&E, AR, R,
ANV R) ICE o THIHHEE SN, 74V AT DREAN
Bt SN A. FIEHLI Ny A V2T 7V v N % EfT
HkEh, BORMICHEELIIESREZIT. 20X,
HSV IE#R - FEAL 240 R L, BFICHERRT 5.

4. HSV HFERL - BRBLEOD) FHE (X 3)
(I) HSV DiEFE=3

(i) HSV offifaf A

HSV OMIFE~DRE AL, 52Dy Xua— Ty 23
27’8 (glycoprotein B (gB) , gC, gD, gH B X U gl) 55
LTws (R4). HSVOMifa~DOW&EE, gB B I gC
HHIBREOANINT VBRI G T A2 812X > THI &
RSN 2 2ol EBRIZLHETIEIR VA, $%
M7 HSV OMIIR AICEHE G- L Twa EEZLNTWE, £
Dk, gB B LV gD NENEFNOEEMPPZ MR LFHEET
BT EIZEoTYANAL Yy RO — 7 & gE RN A R A
L, VAV AOHMBANORADBIB S NS, gB 2Rk E L
Tl, NM-IIA (non-muscle myosin IIA)?, PILR « (paired
immunoglobulin-like type 2 receptor « )% B & U8 MAG
(myelin asscoaited glycoprotein)®® 2%, gD 575k & LT
1%, nectint”, CD258 (#14, HVEM: herpesvirus entry
mediator)® 3 X 0¥, 3- OFRMALEZRERE SR CRUMEIE AN
ENTzANT VR Y BHEE SN TS, HSV OAESR
A D &, HSV @ in vivo T O T EAZAGME I b Kz ik
IR TH S (R2). 72, HSVIRIZEAEETO
B AR IO s 5. 25 D in vivo B £ UV in vitro
TOHSV Egx JH L) 5 FEZEMEKE LCIE, gB%#H
£HYNM-TIA, gD Z# A nectin TH b EEZHNL, —
F, XUABYET IV E V@RS, PILRe BL Y



190

(712

i s

X4 HSV OififaRAKE

CD258 ¥ in vivo T HSV 5 iR RES I ICHF G- Lfb>
BHIEDHEENTWE LY, Zokkic, HSVICIZZ <
®§§%ﬁﬁETéﬁ,:hﬂ&BVﬁ%&&H%@KW
Yl , SHGHREZESREITIEEZRMBLTWS2d L
Nz, 72, HSV O AR ICE LT, Mafic
HAEL T2 oORHAHE SN TWS 2, 1213, EEM
Jafs B¢, HifalE s = NO— TANERA L CE AT AR
%, 49 121%, Wwo/ZZAHSVA LY Ry 4 b= 2 &
N, OBy Ry —aiEzr~Na—7HEEE L TR
AT AR TH AL, CO2O00KKEIETLIHTD 1D
7%, HSVZ B TH B I EATRBENR TV S Y,

IoNO =7 MfaEICEG L, 7Y Rl R
AT BB, —HDOT 7 X2 5 87 EH R E
SNb. T7)</f\7//\7 B, 7Y FEOMER
BN v F =T TR NET I =T 7 A MIGHEHE
n, MEENETFZA  DELIET Y =T 7 AV NT
HbH. MMENLT 7 xy sy 71213, EBERT,
e, Ta5 4 U3 F—PENREINTBY, 3
R R ERTICHFG L TWAE EEZ LR TWS Y,
%CdH 5 UL4L (B4 VHS (virion host shut off) ) i3,
RNase ifittEx A L, fEFMigs > X7 E D RNA %5 F$
B EIZEoTHEEY vV BDEBEHES 5%, VP16
ERICBITL, VANV AEETORIUTK & xE % Rz
T (k) 39,

HMBNICRA L7z 72 RiE, HIBE N OBUNE 2B -
THATHEICEF LN E i SN D, 208, 7Y FICf
BELWTWALA v F—F 7 X MENB MO E— % —
FURIBETHILIIA = BLNEDaT7 775 —-Th5b
TAF o7 F o EMEMENTAZ LI >TH T Y FiEhh
EERESEEND O, BEILCERELS 7Y N, £2
TW%»XDNA%Kmsﬁl?é.

(ii) HSV O#PNA Xk
BPNZIEA SN2 A L A DNA ZBRILL, WAL

BT OEEDBGENS. 74NV ADEETIE, T0%
WX > T3# (o, B, y) RIS, ThEh
@%ﬁ@ﬁ%#—kﬁﬁ%ﬁ%hfwéw BOREHT
o WIETHO70E— % —$H8121%, VP16 response
element XN BB S HWBIFLET S, TTAYNY
YN E L TRGEMICE AT N VP16 X, fEEiR
BN Oct-1 BLU HCF & A&1K% LHif%, VP16 response
element IZ# A LT o MIZT OB 2 IHMALT 539,
VP16/HCF/Oct-1 EKIZ X % o BRI OIHIEAL R
X, UTFTOL) ICZ20FEMAHL IR )20 5.
BEAEMICHB VT, DNA 1Tk A b > & BEICHELER
L, 7uoxF o #EErBRT 5. T4, Bn s
7 MMERPZTTEIHETE T, AN OfLEBEIE
We 2707 F  HEOZLICE > THHIE N L L v,
WhWwbIYY AT 14y 7 Efn IS B R S
P> TwWAh, B A M OILFHEMOIREIC L > T o1
~F oHERL, BETREASER LS TV aY
F R EIZ T RAPIRH S Twia ATz 0~ T~
s 1o b+ 5. HE, TOLI BRI 2R T A v
7z il ASHE B A B & ORI GeE 12 BT 5 HSV 7/ A
DB TFHBRAE B 2 R/ LT D 2 A ST
W B A VAR RO A VADNAZ, EAbrE
SELTVW VI ERMLNT WA, A IVRIZL > TH
MICTEAESNTHOT A VADNAIW, NSV A 720y
3 VEETEASNIAEDNA LRI, NTFaravF
UHEEERERL, BETFOFA LYy IR L EER
bih. FERRIZ, WHERGERD o BI5T 70 E— 5 — 5
12, #fEo e A b v H3Lys9 A FVfbx %tz 0=
T OAMBERIBIERISNE D, UL, B
MLIZBW T, YA IV ABETORBILIER IATbNI R
THER SR, 20012, YA VAZEHEDY / A
DNA D7 uxF Ui B S LU ENDH 5. o BILT
TOE—F =AML T % VP16/HCF/Oct-1 AR
X, B X b roBfERENEEOCERZEERETEE L T

E60% H2w,
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WA, COEERICETND Lys BRB A F VALEEE
LSD1 BL e & b ¥ A F)VILAREEES Setl F 721% MLL1
DOVEIC & o THIHIED v A » » H3Lys9 * F IVILIEHR D
FHE B X ONEMEIER b 2 b >~ H3Lysd A F VALASHT DR
WIS &N, al@BfEF70E—7 — 3l
7 a<F HEED OEER O - 7 v T U EEANDOZ
WAH SR END ZEHHESNTVE Y, ZOHE,
o BIEFORBHBBEENS, 2%, VP16 & HSV 0
BRI BETAAY — 7 - %E 2R L Tno,

o BIETFEWICIE, 6207 4V ZART (ICPO, ICP4,
ICP22, ICP27 B L UV ICPA7) & ENTBY, TnbH0
% { DS HSV BGHREG IC BV TR TEE L HE % £7- L
Twa. ICP4 X DNAKAREEZA L, 7 AV ABIETHH
W D H Y 22 5 & B 72 LT 5 39, ICP27 1d RNA &
EREEHL, AT T4 7% mRNA Ok & o7z A
VAT OB HMH 2 > Tn5 3, ICP47 11X, <7
F K FF U AR—%—"Ta 5 TAP (transporter associated
with antigen processing) & HEMEHATHZ L2k - TY
ANADXRTF FHUROIRZ HET 5. ZOF5%E, K
HR AL e DABR & 72 B 2 & % AT 5 & & s
ENTWD Y, ICP22 13 y BT O —EORBI& T HAL T
BT ENHEESNTVADS, FORRRIIA R HAZE N,
Ring Finger N2 A Y %243 4% ICPO X, ZNHHEDE3 LY
FFUIATFT—AL LTHEEL, BEDENY X7 ED
RIS LTwA, 72, ICPORER S X7 B X2
VEFr2lETA2EETT T 7 —¥TH B USPT
(ubiquitin specific protease 7) & BESAET 5 I & A S
NTHEY, EHETFICE > T, 20RELICHEE5T5 %9,
& 512, ICPO X, BETFOY ALYy 72515
HDAC/LSD1/CoREST/REST #&KICVE L, ZDkkse
R 5 Y. F 72, ICPO EHEH JE I o il s 5 1/ T
BMAL-1/CLOCK # &k £ HEAE M+ % 152, CLOCK
e Axbr&27EFVEL, BETOFAL YDV T2 E
By bRy 7TEF IV LEBEELETH S, ICPO I,
HDAC/LSD1/CoREST/REST # &1k X ¥ BMAL-
1/CLOCK & EMEERTHZ LICEY, YA VAT
J LD av T AEEEACEFEL, YAV ABETRH
EEMHALLCWAEEZ LN TN 1539,

a EIEFDPRBT AL, NS OEIETFEDD &Y
DEBEEEALT 5. BB THE, DNAKRY) X7 —¥H#
&K, DNA 7934 ~—+¥ - NI —¥HEE KRG ED Y A L
A DNA HBICLE L EHER T IV v FF—ER VY KR X
VA F REUEMELGEDT X ) RX 7 LA F MG
b BWEEREZ 2 — FLTWwWA. HSV X DNA & % il
B Y 0 E%a— N 5EEF2S4 L TEY,
ZDZ LD in vivo TOYEGE, $bb, Mg E L
W H HAIETOREICEE R %E 2 R72LTWBEY, 3
BETEEDRBIT B L 7 A V2 DNA OEELSEIEE NS .
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7 AIVADNA T =) ¥ 74 A 7 VIO #ER CHEAT
L, #ifke LTERASTEZ DI VI TV —HEHK
ann,

y B THE RO —TWy VX0, BTV RY Y
NV, TTAYNY UNTEE Vol A AR TR
YN e a—-FLTwh, —J, yBEETEDZ, ¥
AN AR A OREERFFZITITHERE T 2 D Tld % <, YA
JL IR & LCEI X, &7 A )V X ORZRE 2 81255
525604, 2of&EHH, HSV 2 a—F$ 570
54 ~ ¥+ —+ (PK: protein kinase) T& 4. HSV (&4
%<EB2200PK (Us3 BLUULL3) #a2—FLTWw5,
WIFRL L) Y/ AL F U PKTHY, 77 AL bF s
B TH D, BRENT L2, UL13 B X OF Us3 1345 E 4
i PK 2Bl § 2 S L S 212 7% > TH Y, ULL3 (LA
JEMEAE PK (cdks: cyclin-dependent kinases) 19 Us3
I¥ PKA (protein kianse A)® % Akt” 4o AGC PK & 3
HARMMEDSEHL L TWwd., WIFNomEMPK b, <
2 b OEZE MR G52 PK TH b Z A5, Us3
B LU ULI3 A EMfEflH o Mok E xE 2 R LT
WL Z PG IND, Us3 IZ L TIdEEmfges i L,
7T FOB—HENOH®% (k)30 7HXF -
2O 20, Y OTERE T, Ty NO— Ty 2%
2B OB % 1) Lo 7ok 4 A S & IR LT
WA EPHREIN TS, T2, ThHDOBHRICHET
5 Us3HHEbFESN>2H Y, FEIZ, Us3 &b N
O— 74y V587 E gB DY VERLIE, 7T FOB—Hl
T B~k d X U gB OMRgFKIEFEI O J 2 il L T
BY, 20 YELAHSV OREMRBICESTH 2 L
DS M7 o T B 141650

y W TEMFRIL, BNTEDH 7 FER S
b5E, 74 VA DNAOEEBEEKETH LI T~ =7
TANWVRT ) AORESITHE SN, BT R~y r—
VYT ENDEY, A NAF I LENLLEA TV R (X
JVAATYR) I, BRI, MR VT R T
TREL N =7 %EETL, LoT, X2VEH Ty
N, BA»SHIRE~BE L 20 R s %2w. LarL,
X7 LA B 7Y FIZEZER 100nm OIE - FHEATH Y, =
DA RIHFILOBBEHTEY A A2z b, 2F D,
HSV IZIIBELIEAFE N 2 X 7 LA 1 7Y K OB—HIE
RS TH Y, HSV Z2E0D AR AT A )V A
i, BAREZ IR o\ -7 LTX 7L A A 7TY RIC
TERF S, NSRRI SR, B E —Rk> > ~xo—
THMAESE, Boh 7L FOAMBE RS S Lo
7z, MUREAETIIMICEEY R v = — 7 B~
AR A L ST E, ZOB, X2V TV RO
BENAMEBE ORI, BNBEICHEET S 7 3~ ofgH
RHEAIEL, X7 LA 7Y FPBAEICERT 7
ATELELHICL R NE R 6%\, 72, BAKT—X
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LI ARO— TR L7 HSV AN L A3 5 72012
3, BB, BEREICES T ATy Na— TS L5y
BE) 7= P LRFRER S v, IhS 0B,
UL31, UL34 3 & O Us3 i BB A fd % 729, UL3l B
S ONUL3 3# &AL 37, HSV oLy~ — Sy
YRIEY BEUT I OIS 5 1E B
PKC (protein kinase C)3 # N~ 7 LV — b3 5 2
EAREENTVS, Us3bT3Iv%2) vLL®, $7-,
Us3 12k 5 UL31 V) YE{LA2SX 7 L 4 73 RO
BERANOHIEICE S L TWA 2 E AL IR T 5 3,
—J5, —RIrNTO— T &S L 72 HSV &AM & Rl
El2lE, HSVo o Ru— 7y 378 gB B L O gH
G LY, E512, Us3Ick s gBm) YELAZ DB
FUIIHGLTVE I EDREINTVD O,

(iii) MFZ 2B 5 HSV kT Bk

MR I I N2 2 Ldh 7Y RiE, ki, 772
VNEBTLEEZLNTWS, T7 A Y NEEBOBNT,
AW EH% {, VP16 % &E—# D7 7 X » MIKN T
BENBEEZLNTWEY, F72, Ty —F7 Ak
E1L, T RO—THEY X7 B EMELERT A S LA
BERTWEIELY, ToRO—FLRABICESESRS
R H 5 (FEHES, AE). =rxu—TEROY,
F 0, HSV K TRERAOEE, VI ATVI Ry b7
— 7 THILEVIBPENTH LW, Ffkr~o—
TR L7 HSVIEZ 2 V4 b — 3 212 & - THIlRAt
NERURENS.

(II) HSV DKL

AT CHGE L7z HSV Id o Na — 7 L JIEMET 7 v
VRO A A SRL LI Lo THT Y RET S
VUYHNICBRASE D, BTV RIET 7 N e AT %
SN, MR OMESIIRICERET 5. 2 OB ORI,
BHIRGF IS BT 2 7 7 FOBAOHRIHEELTE Y,
HTYRINBE LWTWD A v F—F 7 4 v ML TE LM
JOE—=8 =5 I ETHATA = BLIEDIT 7
I8 —=THETAF 7 F L EMEMERTAILICE>TH
INERBEEND O H T N IIRIGHR G b R R
LI SN, AV ADNA ZBMICIEAL, 74 2A
DNA 3N CEIRLT 5. MfEMIEANTIE, BRIKY AV
DNA (318 B4t ffih Sl L 72 =y — 2RICHFAEL, 13
EAEETOT AN ABET-OFBITIHI Sy 4V A1
BRIEGRRE & 2 2. BIRERGSHZ I B T, ME—EFR
WERBHLTWS Y 1)V AEE 713 LAT (latency
associated transcript) & FEEN LB CTH 5. LAT
&, ¥ 8kb DELEMINAT T AL v 7 ENTz15kb BL Y
20kb DA v bV THL. 4 baVIEEARLETH

(VA VA $60% $H27,

DR ENRLT VA, LAT SEEICEBT501E5 ) 7 v
MEEIZL 23D THS3, LAT I TR — 3 2 fE
R b I EhmEsnTBY, LAT DT R —3 A%
FADERIBEGSHIL D EAFIZEHF G LT d 2 AR ST
w2 35) .

B RIEGMAL ClE, LAT S TH#isuiE o e 2 b
BEIAE SN, MOFISIIIIHITEO v A N B AEIEE
SN BB oF ), BREEMLICBLTIE, YAV
Z DNA @ LAT i1 —ra~F U fiiEsd L 52 Lick
o> TR THEBSEE LS, oERiE~T a0~ F
ViR L D 2 LIl o TRIZ TR IR S Tnb 2
EAURIBEEND., EHICHREN 12, LAT 257 4 L A
BIZT7HE—Y—IIBITAL—ra~xF rrbATaY
O~ F U NOWEELR AL L TV D Z e RESI N TWY
58 ZnEHI, TV AT A v 7 i H R G
RGBT B 7 AV A TEAET- OB IR & 2%
Ex L, FOHBMICLAT AHS5LTWw5Z DS
DB OOH 5.

BERERE G D 7 A )V AR S OFEB 2 T 5 7201213,
RGO BL T RIUS L R EE 2 L7 L Tw 5 o
ERFEWORBEIHT 52 EDENTHL EEZD
5. FRo & 912 VPI6/HCF/Oct-1 AL, B A+~
BRI L S 5L AR EUB L, 7 AV ADNA &
EHALRIO 7 0~ F SIS Lick ), v A4
WV ZGEIEFIEH &AL T A, Oct-1 13 o EIEF 70 E—
F—lZZNSDEEEE ) 2V — N LDICEEL L2
SN, MEE T, FORBPELETLTNS
LV HENSH AW, 72, HCFIZE L TIE, JEfi
HL TIPS RAES B ASHI M T SRS 5 2.
BRZEWZ &1, HCF 137 A )V AOFIGEALICAEY, B
BITT 4. IS o @i 70E— 5 —OEH bIcE S
5 E LR OB X O HSV & A 7 — VR 7
BB RTENY — U e BIZT- T E— 5 —OEHALE
EL, BREEOMEFRICHFG LWL EEZOND., T2,
BT, BRI B W T LAT EETHED S5 %200
‘small non-coding RNA’ 235 L TV AZ et sz 47,
Micro-RNA (miRNA) < short interfering RNA (siRNA)
1 FEN 5 ‘small non-coding RNA” 1%, &8 % il
WTBIEePmMbNTWE, EBIZ, LAT @ -8z 2
— F&MTwb small non-coding RNA &, o EIETFHEY
TH5HICPA BLUICPO O 5. LAT I
5 small non-coding RNA ORiMETH V), o EIEFHEW
DFEB RIS 2 LI & o THIHREEEO v £ )V A&z
THRBLIHIL, HRELOMERFICFG LD L) E
TIVRIBEN TS,

HSV JufklG o856, SeEblH = $5- L 7R E 12
BWT, EFEIZHSYV ollfgsiE (FHEMELIC & 2586E) 2°
RoNhb., LoT, HSVIZxd 28 ERIEILE A HSV O
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FRFE A

-Oct-11EF£IR
-HCFHifaE /7
-non-coding small RNAsD #I]

D

wEILF D FIRANF
D

LATIZKBIAIVRYT ) LD
ATOHOIFUEEDMHE

N o
AV AEEFFE O HNH

at
BN

X5 HSVBRELETIV

BB GAER TS L C O A TWTREMEAVRIE S NG . FE,
RS LT 2 1l o 3812 HSV 45297 CD8' T
MDA A SN D 2V & 512, BREYRIEICSH 5 A
MR A 5 CD8Y T Ml % e % & HSV O Gt
DI S N, 5z, CD8T THIfLZ Nz % & FETE LAt
PRI SN D Z LGS 2) . HSV O REES O HEF
I FRIEIDE, H5R1C, CDST THIEAT G- LCwas I &
BRSNS,
BTV TIE (B5), RpToRGE EEMT T,
Oct-1 %3, HCF O#%JE7E, VP16/HCF/Oct-1 &I
LrAFursuvwFrpba—ruvF s ANOEOLERE
Lo TaBIETOEHL, 512, VP16 % ICPO O1EH
WZE o TIANAT ) AeRhia— 7 a~xF Vg% (R
L, BG4 NVABIETRIAMTbNS, —J, ik
faizBwTid, Oct-1 DR, HCF DMl RfE, LAT
BET-5E 5763 S5 non-coding small RNAs (2% - T
« BIET-ORBPPH SN, E512, LATOEHICE > T
TANAT ) WERPANT R U F USR5 2
LWL o TOA NV ABRTFREIPIHI S NS, T2, BK

Y DHMERRIZIE LAT O 7 R~ — ¥ AEH R HSV Hi8t iy
% CDSTTHIML D HFG L TCWA I ENEZLNS.
KL CTWwW5 HSV IEdH A FEOMEEDZE (SR RS,
BE, AR, BRI, ARV R) X o THIEME LS,
HRRE T A )V AR T-OFEAENRG S NS, FEHEIL s
eI ANRET 7V Y NENEfT IR SN, FORET T
JELRRER DI &SR T. 20K, 7Y FICfHELWwTw
A V=T AL M EEMEOE—Y —F VX0 H
THHLF AV VEMEMEHTAZEIZL5TH 7Y FIdH
INEFREREEND O Ty NTOITRR %I BT
5 HSVIEREICEH L TIE 2 00T UBRIEBENTWS. 1
DIL, FEATOMIIET Y 4 IV AD TR T > N — T %
R L, B S NTzT A IV AR DR 2 IHA T % S
N5 ‘Marriage Model” TH YV, &9 121F, flafk<
BN H T Y FEToNO— FHY) & (2 Hhekd2: 4 iy
HEEN, MR T 7Y PRIy Na— 7% S
% ‘Separate Model” T 2 %, b E 2 ZHED T
¥ THDLH, REFHE IOV TWRW,
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5. BHYIC

HSV OHgf - RGO 5 TR LT, oMk
WO EMER L7z, mETIE, HSV Y a2 7 u—=v 7
L7RBHENCTEREZEAL, ZRYANVARERST 5
‘BAC Y AT 4" OBIRIZE T, 7 594 AKX
WO ZICIEMETH o 72 HSV OZs133 L < i s 7.
IHCE D, REBENOHS & gl L NV THREE L,
512, FOEHRRKE <Y AREET NV THRYT L L
Vo 72— HOBNINETETHREL W DEEZ LN
b, 512, HSVHIZETIE, & 72BREETO Y A LA
KF-BXT AVAR T2 BEZEBIEN 5 TV s A
AAFA=D 7 HMETHY D), BOTITAFIv s TH
B AN AR RABEESHS NI END20H 5., Inb
TGO T A VAEHTFEL, BFRERFOETE LT 0T
F— L% ORI EASDELZLIZE T
HSV &G D55 T O RGPS S 2012 S b 2 L s iiE:
5.
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Herpes simplex virus (HSV), the prototype of the herpesvirus family, causes a variety of
diseases in human. In this review, I focus on the molecular mechanism of HSV infection including recent
advance on this research field.



