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WRURSAERARFERT S - SRIEERM 7 A )L 2w REHI 0B

HAiAOV 27 A )V A (HSV: herpes simplex virus) (&, & M2, TUEANILRA, BV~ ZRRSE,
PESRAOV A B, BRER, RN ALRRA L Vo SRR T X2 9. HSV RYLAE
W2 LT, BODPDTANINRA T AV AFIDHE SN TN LD, REICE > TULZORIRITHED T

REVTHD, 77T HREFEIN TR,

LoT, HETLEMAMN LT Ay b AT 4

A== ADVECEPIETH L. —F, HSVIE, FdHDANIVRAT A I)VADOHFTHIZED i b e L
TWVRBENVRATANVADTU N A TTHY), TOWFRMAIL, FEMIMOANIV AT A )V AT
T 4 — RNy 7 ENT WA, RETIE, HSVIERMEORIEDERIZE LT, 40z
DEMHL, INOOHESH LW HSV MBS ORI EORRITHEE L S ) 2w L 72w

LAIWNRZIALIVA

BB & o 7o EHEBN Y A & S ALBWICE S £ T,
% L OFYIEIIEZNENEE DANVRAT A )V ADHELE
L, BECELHELRELTISREI . EEucid, BE
FTIZIDODANRAY A JVANFEES N, b MMIBA %
REEFISRITZEAMOENT WD, BRES: - HREFH
TIE, 6 DDANIVRAYT AV ANRET 2 EGIE DR &1E
IR TR BT MR dRICRES LTS, $72,
IKEEFEIS T, 2003 FDB il TOI A NIVRAT A )V
AN & B EFEER O KBICATFLIENZ TR B A%, Mz, v Cco
HEWE AV RA 7 A )V A2 K 5 2254 SR A R & 72 - C
W5, ZDEHIT, NIVRAT ANV AL, B, BRES,
HHE, KEL VoL HIBICBWTERER YA VAR THY,
ICTV (International Committee on Taxonomy of Viruses) {2
X, ROHEzEED, 130 FEL LNV )V ADH

AR
T 108-8639
FOTERE X s 4-6-1
WHOKFERFIERT B - SERM o A )V AhiiE
ke
TEL: 03-6409-2070
FAX: 03-6409-2072
E-mail: ykawagu@ims.u-tokyo.ac.jp

S

HENTW 5 (https://talk.ictvonline.org/files/ictv_official
taxonomy_updates_since_the 8th_report/m/vertebrate-
official/174).

NV AN ADHRRKOFERUE, 1 EITERIES L
MRS (FR5) R AR DR L RS 18 TISHAEFHRT 5 2
LIZHh B,

IL BfiAJILANZ Y IV R

HAiA LR Z 7 4 )V A (HSV: herpes simplex virus) 1%,
< (1920 4FEH) 2 SRR SN, BdH b ANVRAY
ANVADOHFTROIMEVDHEREL TS T NY LT TH
B, FOMEIE, A M AHFav AV, Epstein-Barr ¥
ANVA, KIE - BRIEIBE T A VA, BNV AT A LA
O MBDL L DANVRAAL N ATFRICEIRIZT 4 — F
Ny 7 ENTWA, HSVIE, b M, [TEALRA, H
FAIL AN g8 (HSV 48 ), Mg~ VA, B2 g A,
AR FHEEAL R L Wo SR ER 2T X4
HSV IESE IS L ClE,  —NUVESENRE 72T
7B ENVIIRESNLEDPOPANIVRA T AV AFIH
SN TwD, LaLl, dFEMBESIA CRFEOH
TANWAREEIZRRY, BEAEOHIANIV R T A )V ZHNE
HSV # KA 5P TE v, DF 0, HIROFIHHE
PUETHY, S5, KRICE > TR ZF0x)RIIMO T
PREMTHY, T7F 2 HRZHABEEINTVARW

KETIE, HSVINRIZAEMA 1,500 A, HEEFANIVARZIZ
IR 50~70 TN, FAEAILARZIZERF 30 TN, Bk
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AL AR R 1,500 A2SEBT 2 L2 HARICBT
% HSVBEIHEDBEHIZE L TH, BBLZAOCKE
~33EA, HR~IIBA)ICHHAT L EEZ b L.
HSV W& DB A, HiAIL_A Y AV AR S N4
HTYH, 10~15% OBEEDILICEY, & BEREEY
GO e R AN B ERIE 33~53% L E <, HAERE D B
TLhiWY, F72, HRAVRATIE, H7EH0BEC
3L, F3EICE 6 U LTSI HDO LN Y, B
#Z® QOL (quality of life) #& L <K TF &85, AREEHEIC
FLThH, BEOPANNVRA T AV AFNE, FEISHIH] 5
RASEGEEREIE O IR, AREEIC X ZIEIRO TR IRIE D F
M I L CRE=— X THIB R 6N TnE EITFW
v, X502, MEALVRAZTA XK A VATH
e MuEAR4L Y A )V A (HIV: human immunodeficiency
virus) DR GLfEMRE % 2~4 FBEREE M S &5 & v ) Hiis
bdh b2
ZDEHIZHSY BEAHE, #7100 FOREIE - TR
e DS HEE SN T E 2D b 6, HETL &l
FINGRT VA b+ AF A IV Z— A E R GSETH B

1L HSV O T EFREREEBOER

FROLHIZ, HSVEZELALVRZA T A IV ADRKD
R, R Y B A IS AR L, B
EPEAL LIRSS (P58 ) 240 R4 2 &iHh B, HSV S
TS T H720121F, EEOEMKDIHUL TS 51k 4
R IEIRE, HRIS, BHES L TRRS TR AV E S S AR
WISEN S ORIESLETH D, FEE, HSV2Ia— N9
5 ICPAT ST A W ZILERTF KD M T YV AR—=4 —T
& % TAP (transporter associated with antigen processing)
LA L, MHC 7 7 21 (MHC-D) 24 L7277 A v AHLE
O EHE L, Bguifa % Mgk asd: T ) > 238k (CTL:
cytotoxic T lymphocyte) D BLEE 2> & [A] i & & 5 2 & 73,
1994 4E 72> 5 1995 4F12 22 1F T Cell 3 & Nature FEIZAHK W
THESN5D, 8512, 1996 FEICIIEED S ¥ 87 ]
EROY vy b T RFEEST S HSV ¥ v 87 B VHS
(virion host shut-off) 25, MHC-I O &% HET 5 2
LI L o THSV EGfia sz CTL 26 [ S5 2 &A%k
Hans® LaL, ICPA7TB LU VHS 2L 5 CTL 225
DIEREEE, BEMBL NVOARTELEINZDLDOTH
L. HSVWISEORE AEE LT, & N OFFEZEfEfHIC
HHETE2~Y 7 AHSVREET VOFLEDSEIT LN,
ZOBROMEHTT, ICPATIZBL TIX, ¥ AD TAP~®
FEERE A L <55<, ~ 7 AfllgTiE MHC-I 24 L 72
HSV HUEIRRZHET 5 2 LA TERWI LA L 72 9.
2%V, < A HSVKEEE 7L % H\v 72 ICPA7 ® CTL
SRR RN AT AT RE T H 1, AR L VI BT 5 ER 1%
EAHZEETHA. /2, VHSIZEHLTIE, TBLY
BMfifa % KB L 72 SCID ~ 7 A 2B, VHS RIEDO

S

(VA VA E68%& 2%,

AV AT B & OTREESRIC BT 2Rk~ A &
[4%Td s 2 EMEESNY, VHSIZ L 5 CTL [ &
BLAWVICBIT BFEMELAHTH L. ZOkkIC, AL
AOVIZ BT B HSV 015 FHEAS S0 [ B 12 = v R
Tho7.

IV.2 OO HSYV 7O74 % F—EICLD
HSV 18 £ 5 50 %7 OE 1% O 388

(i) UL13 12 & B REEERGI D CTL EEELEELE

HSV iz 2207 a7 4 > FF—+ (PK: protein kinase),
ULI3BL U Us3Z#a—RFLTWwWA. Us3IZBILTiE,
<25 HSV ORISR & 2 fk#la Rz LTwb 2k
DHE SN T2 9 —J5, UL13 © HSVIREESS B~ D
B RHTH -7z, #2CTH,AIE, ULI3SZERY A
VA%~ A HSV fafife€ 7V T L2, KEFLT
&, BRICEERE S 7z HSVIERRE (AK) CHREZ 5 &
ST TR L, PIRHRSRIRE - B L, RIS
YT AN TIICE S, T OKSE, ULI3ERY v
AREGe< 7 AL, AR ANV AT AL L TEHEL
CEFEHRMET LT/ W BRENZ L 12, ULISZER
AV AL, FEAR Y AV A & R AR AR 1R
LIS %78, 2Ok, ALY AV AOMIESHERR S L
LD L, ULISZEHE Y A L A 0FEIH s n, v 4
VAP D HE ST wiz. —7, $LCD8 ufkx <~ A
12¥% 5 LT CDS Bkl (CTL) B9 % &, ULI3 AR
A NVADOFRBERL, FEETIZEVD ODOHAKDFKIFR
AR L7z F72, ULI3 AR Y A VARG~ Y A DfjK
Pl cix, CTL ##513 57 €4 A >~ CXCLY DI A
WA AN ARG AL VEEICER L, 21UV,
HSV AR CTL &L Tz, 8512, WAEAky 4
VA JEGe < ™7 A DRGSR CXCLY % B A IZE A
Ll ULIBZETANAEEY T ATORATTH 5,
HSV #5520 CTL B Bghn, 7 4 v A#GES L OEIEMED
sl n/z, DEosRE D, ULI3 L, BEAEAL
2B 5 CXCLY D &BLa#HI L, CTL DG~ DR
WzMHESTSH. 2L T, CTLIZX % HSV BEIgsifia o
FIIHIL . RIERI e A L ABEE R RESSEL B L T
BN Eot (1)WY,

TR XAz, HSVIREIRH Y 4 VAR E N7z
SHTYH, BOTTFHRIEBNRETH D, MEPHEITLT
LEH&, PLr A VRHITY A )V A% [HE L T
OMATERIET 5 Z L EHEL . A0, iy AV RIET >
7 0 E VL TN OHEAT % 1L T & 2 WK G ©
b, CXCLO#5-12 % 5 CTL ® AN AR ITHEZ X - T HSV
Mg % B I CE& 722 L2 s, CTLISA#ERE L
72 HSV B O L\ WG ORI D %255 2 & A HfE
S5,
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MIC-1 o0'e%e

K1 2-2®HSVPKIZX2 CTL HakERE (£7VH). (A) ULI3 B X U Us3 B8 Y A )V AEGTD CTL IS . HSV &3 5 &
CTL #8135 7 €4 4~ CXCLO A HH L (©), CTL & EIEBA~ZE S92 (@), 2 L7z CTL (& MHCI % /- L CH2
RENIZHSVHE (@) 278 L, BEMEEZZET S (@), B) BAEEY AV AKGETO CTLIEE . ULI3 2L ) (®),
HSV @42 X - THHE SN 5 CXCLY OFSHDIIH SN D 7200, JEIEERALIZIRE T 5 CTL 03+ 2 (®). 512, &
Futife ClE, Us3 2L > T (@), MHC-I 4 L7z HSV JUSE ORI S b 720, HEMIZE LT 5 CTL OWENR S

LT AL ENTEL (®).

(i) Us3 IZ & 2 BEEMAO CTL EE#E

\EOF A OAT LY, Us3 2k b HSV oy No—7
WEy NI gBD) VEILIZE 5T, gBOT Y R A
=Y ZAMEHE S 1, B OEGMBRmE S HH S D
bk, FLT, ZOUS3IZL % gBDRERMA, HSV
WREERBICEETH LI LS DI o T 1219,
4l [gB L AR, Us3 12 X o CHl 2T & A HI# <
NTVELEHEDESY VX7 BT HDTIE R \»? ]
EWI)EENGED L & HSV Y T2 O Mg K 1H = AMK
THaZEDHMSNT W MHCTIZHAH L7,

TENT DFER, Us3 Z5H 7 £ ) 2 &Gl TI3 Btk A
WV A G & e L ¢, MHC-I ofiia Rim &2 A &1 -
AL, ZIUIE, Us3 B8y A )V ARSI LB Ak
A 2 Ge & ) HSV FF 519 CTL @i 1k 2 MHC-I
RAFHNCTOHE L7219, $ 72, Us3 ZHIC & 5 HSV SRRy
CTL i b o TTHEAS, W HEE 50 & % ICPAT B
LU VHS K TH B 2 L ZFER L. TRHMEL
NVOIHREEHTH L)1, Us3EREY A ) A~
ADFBEEET AV ARG~ 7 2 L), HSV MY
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CTL OFEQS TSI N Tz, S 512, HiCD8 kT
CTL B L 724 H, Us3ZH ™ 4 )L 2 OBTEAE 12
bR L72—7, $CDS Hifk#%5-1%, Ay 4 v 2Dk
W EEE RIS ot LV, Us3id MHCI
DM FET & A IET 2 2 12X 5T, CTLIC & 2 ki
MR OBE % [ L, Ak L ~UIC B 2RI 72 £ L
AWFHICEREEL TWAZENH LR -7 (B Y.

VHSV T I A REZINIEIZLD
12777V — LiEME RS DR

Ay —uA4F1p IL-18) BLOA »¥—uAfF
18 (IL-18) &, Eiz~z a7 7 — VRBIRMEL S Hih &
B RIEWEY A M4 2 THY, e RImERICHT 50
BISEDEER AT A T—% — L LTHRET 2 9. IL-18
BIOIL181E, £ v 7T~V — A2 X o CHIBMEDSI
END T LI X ) RIS RSN G, 4T T
<V —ALLIEZNLRP3R AIM2 e Db v —% VN0 B,
TETE =50 ThHhDHASC, =775 =%
7B Tdh D Caspase 1 12X o T ENBE KRS V37 g
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IL-18 1L-18
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| an R
AR
Caspase-1 Caspase-1
BIER {4 BIBR (R
1L-1] IL-1BH
IL-1ggflliBﬁK |L-1§‘EHE{$
LA Lk AN =

K2 F7AYRNF 7B VP2I2L2 AIM2 A > 75~y — LR (£7)VX). (A) VP22 8y A )L A &G TH AIM2 1
VT2V —=ANE HSVSRICRAT L L, X7 L4 h 7Y FOMIBE~NORA LIS, 7722 b7 o7 Py
L. X7 VAT FEBELCHEL, X7V AT FAO T A IVAT ) 5 DNA 2 BIHEAT L  BNOT A VAT )
ANPSIETANVAY V7 BRHHEEN, T2, 9A VAT ) A DNADKNTHE SN S . BE SN A VAF ) A
DNA N TRy =Y v FLEFER 7 LA A 7Y Fid, Mg~k sns BALLXZ LA 7Y F(O)BLY
HEX 7 LAA T F(@O)E, RIEEMEo 7O 7 7Y — A0l E L) —MOX 7 Lr ATy RASHREN, 74V A
4 5 DNA SIS E s (B). 2D A VA4 ) 5 DNA % AIM2 23&H L, AIM2 £ > 7 5~V — 2L &S
FIEET A A A YV IL-1B BLOIL-18 s s, (B) BAEMRY A VARG TO AIM2 A 7 7~V — AINE . EGsil
IZBWTC, VPR2UET 7 AL MY VT HE LT ANVARAER I DHMREICIRL, 5612, 9ANVAT ) A bHBla
BEND. VP22 AIM2 IZ&E L, AIM2 4 > 75~V — ADWEWALICLER AT v 7 Tdh b AIM2 D%tz HES 2
LIk oT, AIM2 A YT TY Y — ADEELERIEEMICHET 2 (@D, ®).BALKEX 7 LA A 7 FAvE £S5 #
EN, ANVAY ADNADAIM2 I SN TS, F7 XY Ny o0 FE L CRGEBZIZEDHIA T 7 VP22 ANTGH IS
AIM2 4 ¥ 793V = 2ADEHALEHHR T 2 2 L3 TE 5 (D). ZORRI, TFEEY AV AERETIE, AIM24 > 773V —
L DTEHALASRIE A OB RAG IR SN 2 &2 X D, IL-14 B XL O IL-18 DA e AL, 7 A )V AH AL XVIZB W
TRIEBYICHES 5 Z & TE 5.
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BERTHL .

A7V —=2DE =5 X7 ETHDH AIM2
1%, 2 A48 DNA #3242 DNA 9 —TH Y, DNA
TANADEREEMT L EEZ LN TS, 2010 FED
Nature Immunology #l2, #2750 DNA 7 AV AIZ L5
AIM2 IRIFINA 7 9=V — A DISEEDENDHE S
728 0 =T ANV ABRR T T A A M XAy
ANWAREGNZ X B IL-1 8 DR AIM2 KR TH 5 D
IR L, HSV el X 5 AIM2 AKAEH IL-1 6 o fH 38
RBEINhhoiz. 2F D, () HSV DNA 2% AIM2 TIEH &
v 203, () AIM2 A4 79~y — 20 L%
HSV 28 L T 5 T EATRIE S L7z,

Fxlx, THSVIZAIM2 £~ 7 5=V — ADiFEHALZ H
EFTLIANVARTZT—FLTW5E] L) TEERGLD

S

b, 1Y 793V —AHMERTFMHLT, AIM2 1~
TRV =L FERNICHET 274 VARTFORA S ) —
=T RATo 2. FORHE, HSV 283 — N9 5% VP22 H3
AIM2 A > 7 5=V — L OEHL 2 HET 5 2 £ 5 H
2% o 7219 BREEWC L2, VP22 ZER Y A VA % 58
Hok~onu 77 —=VICBGEEn L, 10773V — A0
WAL DIEHE T d 5 Caspase 1 O YW & IL-1 5 O H A
AIM2 IRAFIICBIgE Sz, — 0, SRR A OV A &g~
r a7 7 —Tlx, Caspase 1l DYWr& IL-1 5 OtHiANE
EAEBM SIS N o7z, DF Y, ML, HSV &
e AL CTAIM2 4~ 7 9= — LIXEHILTE 575,
VP22 73R TRIZNIZ Z O HAL Z BHE L, IL-18 O
HEIZIFEEIIRST 2 2 PO o7z, ZOREE
&, 2010 4E @ Nature Immunology ZED#H & & &3 L Tw»
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® 3 TLR3-mTORC2 ¥ 7 F)ViZ & % HSV RO FSRER ks (€7 V). HSV ST 5 &, i LS 117 mTORC2 %% TLR3
WU 27— EN (@), mTORC2 FHD Y 7 F V45T T b PKC D/INE &ML LB~ MET 5 (@). TLR3 IHMES T-& G
% VX7 RabTa E AL, NG L2 BED 70 O~ Lk S b (). TLR3 ASHfd L IcE i s s &, THRIIFN
BELEZL B TRAF3 % mTORCL & Vo723 7 F V43 TLR3 2 7 )b — &R (@), THEIIFN oA 2 FE L (G), HSV
B 25 DFSHE 2 B3 5 (© ). 3CHk (http://first.lifesciencedb.jp/archives/18731, DOL: 10.7875/first.author.2018.098) ™ X % 24 % .

L. F72, VP22 HSAIM2 1~ 7 9 — 200z 1
EFTLO0THEE LT, VP227AIM2 & && L, AIM2
4757V — AOFHALICVIER AIM2 O % m k% 1
ELTWLIEPHLRIIR -7 (K2).

HSV AL F-121%, 20 UL Loy 4 )V AR FH SR S
NBLETTAY NEMEINEL=— 0 R FAL VDD D. %
TXYNE N THEIE, A INVADRA & RIFFICHILE
T &, 7 AV AR A R 70 M BRIE O R 52 ’Eﬁ?
LLEZONTWEL VPRLT T AV NF VXTI ED 1
DOTHY, HSVHALTIZ 2,000 2 E—=FS8y 7 — //7éﬂ
TWa, RATOKE, HSV AT VP22 b G
THHE SN2 VP2 LERIZAIM2 4 7T < YV — A4
OFEHALERIENICHETEZ 2 ZEPPAL Ik 572, D
0, fla~DY A V2R AE, VP22 (T THR I
AIM2 A > 7=V —LADEMALZAEL 9 5 2 L ARE
sh7 (®2)W.

WEINTFR AL, VP22 S~ Z DRI BT % HSV by sl
WKEETHLILEZREL WD, oML L H55%T
5891, FERM Y ADORMIIBWT, VP22 LR )V
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ZAZB AR A VA L)L CHIEEAMRT L/, —
75, AIM2 RAE~ 7 ADRIZB VT, VP2 ZERY 1)
A LR AV A OBHEREIZIZIZR%E TH 72, DED
R L) VP22IZAIM2 A v 7957V —A%HETL
LI X o THERL NIV TORIZN % HSV HIHICE T 5 2
LAVRIBEN (R2)1.

VL. HSV (Z & 3 ez EEEE ORBRBEOER

Db, 4 OfFITICE YD, ARV NV TERGEDOD 58
D HSV Sz MBI 23 & 2012 7 » 72 11 1519 il
W S, IS LT 2 Do HSV A 609 ] BB 1
WIS CTL & EN & LC\w/iz—JiT, CTL @(X«FEJ
EMHCIIZ X 28R EVS 72 CTLIRE DR 5 X
T v TRHE L CTw/z, ICP47 % VHS & \wwo 72 CTL o4
FHEL D ZEEN L IANVARTOHEELE L 5bY 5
&, HSV &2 & o T CTL & D3 i sd CTHRA O B i
m STHY, TN, BRELEHOAT Yy TR HET S

LI X D REMIC CTLISE & #S 2 LD H 5 2 &
PRBEns. 72, HSVHA v 75< Y — 2 0L
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De-envelopment
A

(VA VA E68%& 2%,

Primary envelopment

=S gscrTII

R4 /NI RE OSTHERE (BFOVIXD . (A) HSV IESMMIZ BT 5 X 7 LA H 7Y RO/ sbimet. MBI
JBFEY % HSV UL34/UL31 %%, 153 PKC ZBWEICY 2 b — kL, Lamin 2) YL - BEAST 22 LI0k TR T I
AHEEENL (D). ULM/ULL AX 7 LA T FEEETHILICEY, BABIZY Z7V— &R, &512, 684D
UL34/UL31 #ABFUIR THFIRDOERBEZ BN T A L 10 L o THHNIEOBE M2 5 &E 2 S b (@), UL34/UL3L i,
ESCRT-HIDT ¥ 7% —% 237 B TdhHALIX £ &&4T 5 2 & T, ESCRT-II O FEFFERTTdH 5 CHMPA 2 B AIEIZ ) 27 )V —
ML, ‘primary envelopment’ ODR#ENTH L EOYIRTAITHN S (B). B) IEHMABIZ BT 2 /NalE- =& . 75
P OJER TRENIERE & » /37 B CTdh % Lamin X Emerin 2SNEIZETET 5 &, BHBEOBIZESFI SR Ss (@)
OMMIERE Y » 37 HOERE EMNEO BRI, ESCRT-II % 4 L 72 /NEBEA A NREI L > TEANBRE SR (B),
BAEOEFEEZ L T2 2 E2 005, F/2, NTIEEMIIZBI 28K RNP #1416, ESCRT-III % 4 L 72/ it

SRS RIS X o THIE A~k S b,

ZMAEDPORIRMICE L, IL- 15 O % IZIFE4E1
HWHEITHEDS, ATV — 22X BRERED
CTLIGZ & AR, HSVERICE > TOT X L ATH 5
CEDTRIBEND. TORRIZ, AEL VI BV TERE
D& H HSV e BERRE OF3E1Z, HSV OEE - JHRESS
BB ORICEWT 57213 T4, HSV KR TiHE &
ND LR IEICOH T, BEIZHSYV EGEZIH T %
TSRO, $bb, RKIZEHLTWARVWHSY 7
7 F VORI ENLEEZLND.

VIIL. HSV [ R FAERFEICEE & TLR3 ISED
DFHEEORERR

HSV i 9813, ZERMIITEFEEICHE T 208, KIEE
FEVEDSTRD BB RADHE SN, FIHEHED R REG] A
HHZ DD, AL DPOBMEIERDIES L TW5 EIRIE
SNTEZ FEE, v OBEEFENFITIC LY TLR3 (Toll
Like Receptor 3) B L N ZDTHD ¥ 7 F Vo OFRREK
TEETERD, HSVMEOKS Tz @ 5 2 L 23
ERTwb 22 5F ) TLRIEEIE, b MIBWT
HSVIMZEDOSIEZ T 5 2 EDFEH SN TV L EER
FEILETH S, LA L, HSVEEYIZB T 5 TLRI IS
DFER 3 THARIARH TS o 72, WU REFEERSEI eI
YR - iR, B TR oM sV — 7
AL, HSV OBEGIC BT 5 TLR3IGED Y A ¥ —

S

RN F25, R H—ThHs mTORC2 THHZ & %
oo L2 BEmicid, () HSV ST 5 &
mTORC2 25iE ML &, TLR3IZY 7 v — b &b ; (i)
WL & 72 mTORC2 1%, T Y 7 FVHRFTH 5
PKC (protein kinase C) & /- L TU/NE & Mg 8 #%~ & f#
R&€5%; (i) TLR3 I, /MaliztoflHK7-CTdh % Rab7a
LA L UNE LR SR Lk SN D
(iv) MAE B 2 dm% Sz TLR3 X, 18] >4 —7 71
> (IFN: interferon) & 4 |2 % % 72 TRAF3 ®* mTORC1 &
Wo ey R VaFRY) 7 v— L, TEIIFN %2555 5 ;
CENHO P72 (W), F/2, v A HSV KT
FMAZHBWT, TLR3 1 I8 IFN O F & i g3 |-
THbHZEEMEREL/ZZET, mTORCHIYR—22 T
& % mTOR @ HEH A3 45 % TLRIMKAFHY I HIE L, 3612,
TLR3 IG& % JLH#ET 5 B2 0 — 2 Pk TR0 A 312 0]
En7:. LB XY, TLR-3-mTORC2 #i#%1%, Akl ~ov
IZBW T HSV KD FIEFF 535 2 L 6 A
27 5 7223 TLR3ISZA R Z O fl L, L5 CTLIS
Bz, HSV A DB L \WIBREORBER & 2 b &
EAobND.

VILHSV X7 LFAHTRKDI=—V %k
S IS D AFER

EAEFE T, IEFEZMICBIT 25BN SHllleE~D Y
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YR EOEERRE L L TE, BESLE 9 DR M s
OHRPMOENT Wz, HSV 2 HELANIVRAT A VAL,
BWNTT 7 ADNAZBEL, 7Y Ny r—2 07
95, LT, DNAZEML/2X 27 LA AT RiE, &
H 77 A NV AR TFIER O35 Cd M IS % &
5. LoL, HSVO X7 LA 7 FiF, #ESLo @
HHEYA X EBZTVED, By EET 52 LT
Ehw, XoT, BAOHSY X7 LA4Hh 7Y Fig, /NI
AV M & IHEN 5 AWy bR T = — 7 7 bkt
THRBE ICE R SN b. DF D, X7 LA 7T NIIEA
xR u—78 LT Z LI L o> TENED SN
GEPERE 12— H 3 L (primary envelopment), Z D%, T
yRO =T EEIENREGT A LT, X2 VLEATTFR
ISR~ 2 5 (de-envelopment) (K14A). D X
7 VB Ty ROMNREMEZ VR, B, Aue
AT A NVAEGNFERNYTH AL LEZONTE. LA L,
2012 SR ZOIEFMILICBWT, BROERY Rk
% 287 B A 1K (RNP: ribonucleoprotein complex) %3/
J A A% A 2 TR RIS Bk S LB 2 & A% Cell 351
WE SN D ZoHEL, BRI S, A
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Herpes simplex virus (HSV) is one of the most extensively studied members of the family
Herpesviridae and causes various human mucocutaneous diseases, such as herpes labialis, genital
herpes, herpes whitlow, and keratitis. HSV also causes herpes simplex encephalitis, which can be
lethal or result in severe neurological conditions in a significant fractions of cases, even with anti-
viral therapy. Thus, despite the development of several anti-herpetic drugs, numerous substantial
unmet medical needs exist with regards to HSV infections. Furthermore, genital herpes infections
increase the likelithood of HIV infections and its transmission by 2- to 4-fold. This review discusses
recent advances in basic research on HSV, primarily focusing on our recent studies, and the

implications of our findings for the development of novel therapeutic and prophylactic agents for HSV
infections.
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