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WK EREAZERT e - RIEERFT 7 A OV AR EERI 45 B

HpliA L2 1 )L A (HSV: herpes simplex virus) 1, & M2, TUEAJVRA, HHIAL R 2K,
PNV R A, R JEEE, RES FERALRA L Wo S EE R X 9. HSV I&YE
IR LT, ODPDPANNVRAT ANV AKIDPHIE SN T VLD, EERIZK > TEZORIRITED T
REMTHD, T77FrbREHABSN TR, KoT, BAETOEMANRT Y Ay b 271
HNV == APEHVIEGHETH D, —J, HSV I, FdHDANVRAT A )V ADOHTHIZED 5 b e L
TVDLANVRATANADT A NE A TTHY), ZOWFEMAIL, FIEMIMDO NN RA T A )V B
FNZT 4 — RN 7 ENTW5DH, KETIE, HSVERUIZEORGEOERICE LT, 4 OMAIZHE

2018)

DEMILL, NS DIEHH L\ HSV BG OMESEIC EORITHFHE L S ) 20 & fkm L 72w

LAJILNRZXIAILR

BEUE & o 7o M HEEI Y A S S S IEFLEI I CE S F T,
% OBWIEIZIZENZEINEH DONIVARA T AV AHFEIE
L, BEICEHEEWELT SR 5. EFEcid, B1E
FTIZIDDANNRAT A WANFE SN, b M4 R
EHREZISREITIEMOEN TS, BES: - HREMH
TIE, 6 DDA A ) AR 2 EGEDN RS (5
IR TP BIT 2 MIMERRICIRE SN Twb. £/,
KSR T, 2003 FDOTE 7 {HiTO I A NVRAT A )V
AT X B MO REILHFRICIE D DS, M, Wy To
HLUEAN IR A7 A )V NS £ D B E A THE L 22 - C
Wh ZDEHID, ANRAT A AR, EY EES
B, KREL Vo2 HICBWTEEL YA NVARETH Y,
ICTV (International Committee on Taxonomy of Viruses) (2
X, RO ED, 130 FEELL EOANVARAT A )V A DS HR

ARG
T 108-8639
X 4R 4-6-1
RRRFERFWIIEAT g - S0 7 AV AiTE
il 48 5357
TEL: 03-6409-2070
FAX: 03-6409-2072
E-mail: ykawagu@ims.u-tokyo.ac.jp

HE3 N T 5 (https.//talk.ictvonline.org/files/ictv_official
taxonomy_updates_since_the_8th_report/m/vertebrate-
official/174).

NIVNRAT A N ADTKOFERI, fE IS REgE L
5 SERE (TR58) AR D B L 25 18 BN AEFRT 5
LiZh b,

IL BEiAIILANRZY LIV R

HAIA LR A A )V A (HSV: herpes simplex virus) I,
<1920 4L ) 2 HWIRAHEE SN, BHDHANVRAY
ANVAOH TROBMEDERL TCETH MY A4 T ThH
L. FOMEE, A M AAay A VA, Epstein-Barr 7
ANV, KE - RGBT A VA, BNV RAT A VA
DL DANVNRAAL N AFRICHIEIC T 1 — F
Ny 7 ENTWwWA, HSVIE, b M, [TEALNRZ, H
MOV R ARG (HSV B8 ), TEIRANIV A, B E,
AR L E RNV L Vo 2SR EERT X T
HSV ESSEIC R L TIE, /= NVEZENRE G727
YO NMIRE SN LEDDDPNIVRZT A )V AFH]H
SN CTwa. Lo L, EEMFESN CHEITFEON
TANAIEE TR, BAEOTANVRAT AV AFNE
HSV # A2 SHEBRCTE v, ©2F ), FHIEOE %3
PRETHY), 512, FERIZL > TEZF ORI FEIImRD T
REMTHY, T7F 2 LRLHAREN TV R

KETIEX, HSV MZSIZERML 1,500 A, HEZRANIVRZIS
R 50~70 TN, FEAOL <R AR 30 TN, Hi4k
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IRV A B 1,500 A2SRET 5 22 HARIZB T
% HSV BIYEDBEZRICE LT, BBXZ A0 CKE
~33MA, HA~I3MA)ICHBAT L EEZ SN L.
HSV R OBE, iV RA W AV AFDEIE S5
HTdH, 10~15% OBREDIEICED, BT & ESEREEZ
GO IRIRAN R EIL 33~53% &, HEEIRERL I
TLAHWY, F72 MERALRZATIE, 7 EOBREC
EIELE, H3ENEEMU EOEEIBOLNY, &
#? QOL (quality of life) 23 L <R T S84, AKEBIC
WLTH, HEOHANIRAY AV ZFKNE, FEEIIHIR)F
RASE IO IE, REEIC X ZEROFRLIRED T
ML TEE=—-XIITFIR 6N TnD EIEE W
vy, X512, MERALRZAZTIA ZDOFRT A VAT
A FREAL Y A )V A (HIV: human immunodeficiency
virus) O BEGLfEBRBE % 2~4 EREEERIIN S 2 % & v ) i
b b2,

O L) ICHSV BYEIX, #9100 F0RSI2HE S TR
BICHFZEDSHEE SN T E 22D b 5, BETH £t
B2 T oA b - AT AN o= AN ENEGETH 5.

IIL. HSV DB X EFREERREOEEM

FROLHIZ, HSVEZEZOAVRZAT AV ADERKD
R, — YT A LG FICHAER RS L, HEICH
AL UG ZEE (558 ) 24k D R3 2 &i2h b, HSV DS
RS ST 5720121, FEOAMK IS TH 5k~
RBIEINE, I, SHEE LTSS THEAEE S AR
EINEP L ORMELETH A, FEEE, HSV2IT— N3
% ICPAT 3T A VW AERTF FD M T Y AKR—4—T
& % TAP (transporter associated with antigen processing)
LA L, MHC 7 9 A T(MHC-I) # - L7z 4 v AP
DFIREBHE L, BgME 2 MiakEE s T ) > 28k (CTL:
cytotoxic T lymphocyte) D BB & [Al#E & ¥ 5 2 & 7%,
1994 4E A 5 1995 4F 12 221F T Cell i & Nature FEICHH K
TGS NA5D 612, 1996 FEIC3FEED Y ¥ 37 B
BEROY vy b F 7 RFEES S HSV ¥ v 87 B VHS
(virion host shut-off) 75, MHC-I ®F# A M % HET 2 =
LI X o T HSV EGMifg %2 CTL 25 [l S &2 Z & 2%
Hansd LaL, ICPA7THB LU VHS 12X A CTL 205
DOEIENREL, BEMBL ANVOARATEILESINZDLDOTDH
. HSVHIZEORZ 2 FIHE LT, & M OFREE 2
BB T2~ ZAHSVHRBEET VOHFEDSEITONS.
ZOHROEN T, ICPATICBIL CTiE, ¥ AD TAP ~®
WAL C§5L, w7 A Tid MHC-I 24 L 72
HSV HE R 2 HES 2 2 E AT E LW EASHBI L 72 9.
2%, v AHSVIKREE 7V & 72 ICPA7 © CTL
[ RN AT AU RE T D D, AR L~V 2B 5 ER)
EAHLEETHS. T2, VHSIZBHLTIE, TBLW
B#ifg % K L 72 SCID ¥ 7 AIZBWT, VHS RIEDO Y

(VA NVA 25684 2%,

AV A B X OYREERBLC BT 2 ARk~ R &
F4THhs 2 ENMESNY, VHSIZ L % CTL [al#an 4
L ANVIIZBITENEDAHTH S, Zofkiz, £V
NIV BT B HSV O TS5 [\ R 1 2 R v AT
THo7z.

IV.2 oM HSV 7O5714 % F—F¥ICk?
HSV 18 X5 % 7% O e %8 O #2688

(i) UL13 (Z & 2 BELEEEIAD CTL ZAEEE#E

HSViZ2on 7 a5 A » %7 —+¥ (PK: protein kinase),
ULI3B XU Us3#a—FLTw5%, Us3IZBEAL CiE, i
{25 HSV OJFREHIENIC K E 2 EZ# A2 R LD L
A STz 9 —J5, ULI3 @ HSV IRRESBA O
53 RHTH- /2. 22 THAIE, ULIBERY A
WA %R~ AHSV AREETIVCHEN L. KETILVT
W, MRICEERE S 7z HSV IZRK () CHiEZT &
TEFETTRL, PHRARRICEE - B L, SR
XU AWM TICNCE S, BT OMR, ULI3ER Y 1V
AREGe~ v 2%, AT A VARG~ AL L TEL
CEFCHEAMMET LTz W BlkEnwZ & 12, ULISZER
AV AL, B A OV Rk [RIAREE L R R R LR
L3 225, €0tk BEKY AV AOBHSHERF S
LD L, ULISZER Y £ )V A 0BG IzH S h, v A
VPR D HER STz, —J5, $LCDS fiufk%E <~ A
125 L C CDS B tfifie (CTL) # k4% &, ULI3 AR
TANVADOEBENL, TETIIEN D OOFFAKO R
WZIER L7z, 72, ULI3EEY AV AREG~ 7 A O NI
Yt ClE, CTL 23513 57 €4 A4 » CXCLI OFHA
FERTANAEGE~Y T AL DVAEBIZEA L, ZIUfE,
HSV 88 CTL £ HhnL Twiz, 25612, FEAKY A
v A G 7 A ORISR 12 CXCLY % B2 E A §
L, ULIBERIANVAEG~7 A TOERETH 5,
HSV 55589 CTL Zooghn, 7 4 )V AiE B L OEIEED
RTAEE s DEofFER L), ULI3 I, ERGLHEAr
12815 CXCLY O%BL 2 #IH L, CTL OGN
HAaMHET S, 2L T, CTLIZX % HSV &Geilig ok
ML, RIERI Y A )V ABEE AR B B L Tw
LT ENHLEPII o7 (B Y.

FRED X D12, HSV R IZIHTY A v AHIDBSE S iz
SHTYH, MOTFHRVEVEETH L. WAEAMEIT L T
LEHE, BUIANAKITY AV ABEHE % FHE LT H K%
OHEAT IS A 2 3L, 40, oA VAET
70 U VEG TR OMEST % IR T & 2o KGR ¢
b, CXCLO#%5-12 X % CTL ® A& MITHEIC X - T HSV
M2 PEZE IR TE 22 L2, CTLISE#ERNE L
72 HSV M2 D LW BHEORZIZ D 2 h3 5 2 & 3T
ENs.
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K1 220 HSVPKIZX2 CTL [LEEERE (27 VX)), (A) UL13 BL O Us3 ZR Y A )V ARG TO CTL DA . HSV 25KHg§ 5 &
CTL %#%519 2774~ CXCLOPHEIHL (©), CTL & EYHBA~NZE S5 (@), 38 L7z CTL i& MHC-I % 4 L Cig
ARENHSVEE (@) 238 L, Az WET2 (@), B) WEAY AV AEGTO CTLIGE . ULI3 2L 1) (®),
HSV EHelZ X » CaFiE &N b CXCLY OZEE IR SN 5 720, ESERAIZIZE 5 CTL o%idimd 42 (®). 512, &
AL ClE, Us3 2L > T(@), MHC-T #4r L7z HSV JUEOFRA I S b 726, R L TL S CTL OB S

BEBST A ENTEL(®).

(i) Us3 IC & 2 BLAMfaD CTL BlEH#E

BWEOEADHEH LY, Us3 2k s HSV T yNo—7
Wy NI HgBD) YERLIZE 5T, gBOT Y KA
b= AHMEAE S I, gB O EGLERE = S5
Zk, FLT, ZOUS3IZL B gBDRIEREA, HSV
EERBUCEE TH L VWL NIk > Tz 219,
a2 1d [gB & B, Us3 12 & o THINEZ & AS il X
NTWBIEEDOEEY Y EPFIET HDTIE WD ?
EWVI) RO L &, HSV YT % oM 5 2 AT
T 52 ERHMSNTW/2 MHC-TIZAEH L 72,

FEAT OFE R, Us3 255w £ ) ARGkl T Bk A
v A JEFSHA £ LT, MHCI oMl & m&E 2 &1 b
L, ZIUIfE, Us3 BR A v ARG B AR
AV A RGeAE & ) HSV #8219 CTL o &Mk % MHC-I
BIFHZTCHE L 72 9. F 72, Us3ZRIZ X 5 HSV R
CTL i b o ITE DS, MR IRE DO H 2 ICPAT B
LU VHS KGN TH L Z 2R L7, ThoiifnL
NVOIIREEHT S L 912, Us3ZERY AV AEGe~
ADFHREEMRT AV AR~y A L), HSV IR

CTL OFEASTLHE SN T Wiz, S 512, HiCD8 HifkT
CTL B L7zfEH, Us3 27 1 )V A D EIEASE F A
LA L72—7F, PLCD8 $ufkicG1%, BEMARY AV ADlE
BIIEHBEERIZTE ah o U EX Y, Us3id MHCI
O FE = 2 ¥R 5 2 12X > T, CTL 12 & % i
M OB A BIEE L, AR L VBT 5387 1 )L
ABFEICHH L CWAZEAHL IR (1) W,

VHSV T T A NEZINJEIZLD
12757 — LiEMHEEEEREOEA

f vy —uAfFr1p AL-18) BLOYA v —aAf F>
18 (IL-18) 13, Flo~v 2z 17 7 — VR BRI S it &
NBRIEES A A4 2 ThHY, ke RRRERICHT 5%
BISEDEER AT A T—% — L LCHRET 2 9. IL-18
BXOIL18IE, 4> 79< Y — A2 Lo THiEMEA ) T
ENEZ LX) IS sS4 2T T
TV —=LAEIENLRPI R AIM2 2 DX o — % VX7,
TYTE =5 N THDLASC, TT s H—5 N
27T D Caspase 1 12L& o THE SN BE KRS v 37 8
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V—L W18 bl BT
IL-18 IL-18
e\ e
AR
Caspase-1 Caspase-1
HIER (& AIBE(K
IL-1] IL-1BH
IL-1§§:TE{$ |L-1§‘EHE{$
LA k= LA

K2 77 A2 & 82 EVP2I2E5AIM2 A > 75~y — AEEER (£7V). (A) VP22 28 £ )L A &G To AIM2 1
Y79V — LR CHSVAIFLICRAT A L, X7 LA A 7Y FOMBIE~NORA LI, 7722 b & 280 R
5. A2 VLAN T RIIERILICEEL, X2 LF 7Y RO T A VAT ) 5 DNA ZBIEAT A  BROT A VAT )
AMPBIETANAY YRy EIIBAER SN, £72, YAV AS ) ADNADBKEHNTHEBENS  HE ST VAT ) A
DNA ZBNT/y r =Y v FLHER 7 LA A 7 Fid, MBENEE%EEINE  BALLXZ LA T F(O)BLD
HEX LA AT F(@)IF, HIHEIMBOTOTF 7Y —20@IE ) —HOX 7 LA H T FBRGHEN, 74V A
7 5 DNA SIS &5 (B). 2D A VA7 7 4 DNA % AIM2 2SEHI L, AIM2 £ > 7 5 <V — AW EB L S I,
FREVET A M A A Y IL-18 BEOIL-18 A b s b, (B) WAMKY A VABHTO AIM2 1 >~ 75~V — LN . G
IZBWTC, VP22UZ7 7 AV MY R EE LT A VARABER L YMIREICIERIL, 512, YA VAT AhoFie
WEND. VP22 IZ AIM2 IZ&4 L, AIM24 > 79V —20EMALICRE R AT v 7T 5 AIM2 DL EELZHES %
LIZLoT, AIM2 A ¥ 7 T7 YV — ADEEALE FEMICHHT 2 (@, @) BALLXZ LA 7Y FAE £S5
XM, IANVAL ) A DNADAIM2 ICEAISNTYD, T/ AY MY w78 e L CREEBICH LA T Lz VP22 A503# 12
AIM2 4 ¥ 773V = ADMEHALZHHIT 2 2 LB TE 2 (D). ZORRI, FAET AV AERETIE, AIM2A( > 773V —
L DIEHALASRE A ORI INCIFI SN B 2 L2 XY, IL-14 BLOIL-IS OB WAEREE N, 7 AV ADHEE L V2B
TRZRMICIGE S 5 2 L3 TE 5 .

HEkTH L 1. b, AV 795V —LEHEEREZNHLT, AIM2 A >~

075V —=2DryH =% XTETHDH AIM2
1%, 2 A48 DNA #8i#%+ 2 DNA 9 —THh 1, DNA
TANVADERFIEMTHEEZ SN TWS, 2010 S0
Nature Immunology #lZ, #O0D DNA 7 A VAIZL 5
AIM2 IRAEHI A 7 TV — ADISBEMEDE VDG S
728 gy =Ty A VARG A A b AT Oy
ANV AEGNZ L 5 IL-1 8 ORIE AIM2 KAF I TH 5 D
WAL, HSV &SI X 5 AIM2 KAERY IL-1 8 o i3 8l
B3Nk rolz. 2% 0, () HSV DNA 25 AIM2 TR &
Ny 20, () AIM2 A4~ 7 9~V — 20 L%
HSV 23l L T\ 5 5 S &R S,

Fexlx, THSVIZAIM2 £~ 75< Y — ADEEALE H
EFLIANARFEI—=FLTWE] & W) IEEMRGHD

77XV — LA EFRAICHES 2 VA VARFDOAS ) —
VT ERATo 7. FOEE, HSV S a— N5 5 VP22 728
AIM2 A > 7 5=V — 2DEELZHEST 52 L2055 2
2% 57219 BIREEWCT & 12, VP22 Z Ry A VA % &8
Hok~oru7 7 —VICBRGEEED L, 1773V — A
AL DIEIE T3 5 Caspase 1 DYIHr & IL-1 5 & FH A%
AIM2 RAFMICBIZE S -, —, BAERY 4V A Y~
s 77— TlL, Caspase 1 DYIWF & IL-1 5 Ottt
A I N o7 oF ), FFEMALIE, HSV &
FeR B L TAIM2 4~ 75 <7 — AL EILTE 598
VP22 D8O TRYZIIZZ DML Z THE L, IL-18 Dl
HEIZIZEEICIHT L5 2 EDHOE N o7, ZORE
1%, 2010 4F @ Nature Immunology ZED i & A% L Tw»
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TLR3,|
Rab/a
(MTORC2] mTORC1)
@
) 4

zivosa )

K3 TLR3-mTORC2 ¥ 7 F Vi X % HSV B S D SER IBERE (£ 7 V). HSV AV gy 5 &, 161 b £ 4172 mTORC2 % TLR3
12V 70— EN (D), mTORC2 T DY 7 FIVrFTh b PKC A BUNG #flig~fHET 5 (@) TLR3 &5+ & G
5 V87 RabTa LG L, BUNE L2 RN S MENGENE %SNS (@), TLR3 25l imxk S s &, T8 IFN

FEAELZ W E 7 TRAF3 2 mTORCL & Vvin 723 7 F Va5 TLR3IC) 2 v— S (@), TRIIFN oL 2 FHEL (®),
SOIFSIE & W35 (® ). CHk (http://first.lifesciencedb.jp/archives/18731, DOI: 10.7875/first.author.2018.098) M [X % 4% .

PN

L. F72, VP2 ASAIM2 4~ 75— ADEEALE
EFLoTHREE LT, VP22 ANAIM2 & &4 L, AIM2
A7 T%Y— ZAOEMALIC VIS AIM2 O %=k b % 1
ELTCVLIEDPHLENIR -7 (F2).

HSV T 121%, 20 F3E L LD £ v A T-H H AR &
NALT AV NEWNENLZ=Z—T R FAXL UHDH. T
TAYNENTEE, A IVADRA S FEICHBE I
B &, 7 AV AR F) 2 M BRBE ORGSR I H k3
HEEZLNTWD, VPR2YT 7 ALY NI VXTI ED 1
DTHY, HSVH 122,000 a€—f v r—Y v r7sh
TV, fRITOREE, HSV T/ VP22 b & gu i iy
THHAR SN2 VP22 LFEFRICAIM2 £ ¥ 7T < Y — A
DIEHALZ RN HETE L ZEDHL PR 572 D
0, Mg~ Y AV AR AR, VP22 (31RO TR
AIM2 4 > 7 7=V —LADEMALZE L ) 5 2 LRI
shz (E2) 9.

WHEICFK AL, VP22 3~ A DMIZ BT 5 HSV B
WCEETHLIEEZHELTVY. ZoMELEHT
A5 E902, WA Y ZORKIZB\WT, VP2 ER Y 1)L

HSV

AT T A VA LD FH L CHRHEESET LCwni, —
7, AIM2 KIB~ ™7 ADRIZBWTIE, VP2 ZH Y ()L
AL BFHART AV AOBIEREIXIZIZFSE CTH 572, kD
FERL Y, VP22 X AIM2 A4 > 79V —L5HETLZ
CIZE o THEAEL NV TORFEN R HSV BEICET 5 2

LRI RN (R2)Y,
VL. HSV (C & 2 RE R EEOHBEOES

VLl Fex OTIZE Y, ARV XV TEEDO D 548
o HSV S MRS 250 & 202 7 o 72 110 1519 ditpkig
W R, R E N7z 2 D0 HSV A 50 [ AR 1L
WY CTL DA 2 1 & L Cw/z—J T, CTL Oz
& MHC-I W X 23R E Vo 72 CTLISE DB 7 5 A
7 v 7R HE LTz, ICP4A7 % VHS &\ o 7z CTL B
ZRHEL D ABEN L T A VARTF-OFEEEE 2 55
&, HSV G2 & - T CTL IS B DD THEG O B g
IBETHY, TN, BAELIEBROAT v TEHET S
LI DRI CTLIBE % M5 2 U1 H 5 2 &
PG END. T/, HSVHA ¥ 7 5<%V — 2D
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De-envelopment |

Primary envelopment

MRE | L , o
P (o )
UI 34/UL31 ') ) N
/ ' .\ \./
# -

ESCRT-1II

R4 ARV REO G TR (BFIVI). (A) HSV G BT 5 X 7 L 5 7 FO/NNSBEA TR . LS
JFE9 A HSV UL34/UL31 A%, f5E® PKC # &2 7 )v— M L, Lamin Y Yt - EEST L2 LICE-oTET I 5
DEEEND (D). UL4/ULL AR 7 LA A T FERETHILI2E), BARIZY 7 v—FEh, 5612, 6 &K
UL34/UL31 IR THRF RO EREEZ BN T A2 2 L0 Lo THANEOE A5 222 S5 (@) UL34/UL3L X
ESCRT-NIID7 574 —% 37 EThHhHALIX EXET AT & T, ESCRT- IH@%ﬁ‘@%f“ﬁ)% CHMP4 & FZNIELZ ) 7 )V —
b L, ‘primary envelopment’ DHFALEIETH LEOIWTHNEL (B). B) ILFHHILIZ BT L /N PERZ g%, TS
P OJRE THNIEREE 5 > 787 B Td % Lamin %° Emerin 25 NEICER T 5 &, T?;V‘]H?:@L_if/ﬁiﬁ‘al ESRIEIND (@) 2
ORI & » /87 BOEFRE L MO\, ESCRT-III % 4 L 72 /N BEA AR %12 X > THAAANRZL S (G),
BHNBEOHEFEEZHRL b eE2oNns. /2, NTIEEMRIZEIT 28N RNP #4143, ESCRT-II %4 L 72/ Mg
MR MR X o THIFE A~ S LS.

ZMHE P ORERIZHE L, IL-18 Ot 21213584 HE K F25, R#tE o —TdHsH mTORC2 THAHZ L%
T NS, A1 T7T73Y =LK BREIEED B o2 L72® BRI, )HSV A ST % &
CTLISE L [Alkk, HSVEEIZ L > TOTFLARTH S mTORC2 28iE AL S, TLR3IZY 7 Vv — k&1 b ; (i)
CEMRBREND. ORI, BELNVIZBWTHERN LS 72 mTORC2 1%, TROY 7T VHRFTH S
D % HSV Pz mREREAE DM 7813, HSV OG- jHRESE PKC (protein kinase C) % 4 L TH/NE & LB #5~ & fif
BIFAE O PRI EHB S 5 7217 T, HSV RS THES fe &% (i) TLR3 &, /Ma#i%ofl#Ef T 5 Rab7a
N5 L kR RIERUEO T, HIZHSV IERZIHITE % ERE L, BUNE LR S Ml BEAN LIk SN D
RESUSDEY, bbb, KREEBLTWZRWHSV T (iv) MG f5 ik S 7z TLR3 UL, T8I >4 —7 71
JF Y DOREICEPLEEZLND. > (IFN: interferon) B 4= (2 44 % % TRAF3 £ mTORC1 &
VIL HSV [ SEmmif = EE % TLR3 SED Wo e T NVGFEY 7 v— L, TRIIFN 2 #5383 5 |
£ TS O AEER ZENUIS PR o7z (B3). 72, U A HSVEE
TIWIZBWT, TLR3 & TR TFN OFFE & g oz E 2%
HSV i geid, FEARRIIIHFEMICFEA S B 0%, KRk THbZ e xifif L7z LT, mTORCDOI Y R—H>¥ T
FEMEDTRRD N B ZRDHIE S, FFET#E D) LI HERD & % mTOR O FHEH A 9 % TLRIMKAFAYIZHEE L, 12,
HBHZ DS, ATHDPOBEHNER DG LT D LRk TLR3 J6& & JTHES % H o 1 — S HUR TR 223 B3]
SNTE7 FEE b FOBRFMFENTICE Y TLR3 (Toll Sz, DLk XD, TLR-3-mTORCZ #R#kiE, AfEL X)L

Like Receptor 3) B L ONZD Nt D ¥ 7 F V4T DR IZBWT b HSV D FRE N2 59 5 2 &L 23 5 2
THEEFZERD, HSVREDEZMEZED L 2 L s LJSTOf: 2 TLR3IGZ R 2 0 H k12, F3L CTL S
EhTws 22. 2% ), TLRIIGZEIE, b MIBWVT LIz, HSVINEDOH L WiBEREORBSIEN & 25 &

HSV A D SEE XIS 2 2 E D S W TV A EE LR Z25N5,
BTN ETH AL, L L, HSVIERGIZ BT A TLRI 0 &
L. HSV X7 L S RDI=— %
DRI 5 TR R b o 72, OSBRI VL HSV *;Zw;;;;;; 7%
AR ZEY - SRR, KT O 7 L — 7 A7
Y3k 4 0E, HSV OB 31T 5 TLRIGED < A ¥ — VAEE T, IR BRI BT AN S A &
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YN EOERERE L L CIE, BIEILE A B A% MR
WEOARDPME N T Wz, HSV ZEH AV A Y £ )V AU,
HWNTT / ADNA B, BT o r—T v 7
$5. LT, DNAZKIIL72X 7 L AT T FiE, &
B 77 A NV ARLF IR O YT & 5 Ml A M 2% S
L. Lo, HSVO X7 LA+ H 73 Vi, HEsLo @
ARV A X ZMZ T b7, BEfLEERT 52 AT

Ehwv. LoT, BNOHSV X7 L4+ h 7Y NiE, /Mg
A VEAZ VIR 2 & S B RS BRSO C = — 7 i
THfE IC A S NG, 2F D, X7 LEH T Y FIEEN
iz T Na—7E LCHs I LI Lo TRNED SN
AL g 12— H 3 L (primary envelopment), Z® %, T
yRuU—TJEEINEDSRIAETAZET, XL HATUFR
DS~ H & L5 (de-envelopment) (R14A). & X
7V h 7Y FO/NMIBEERS MR, BV, v
AT ANVAEGNIF R TH D L EZ LN TE LaL,
2012 SISO IEFMILIZ BT, BNOE KD RE%EE
% X7 B AR (RNP: ribonucleoprotein complex) A3/
Ha i - VA A i 26 ORI B L2l S v 2 & 28 Cell 5ELS
Wi Ehz?, ZoWmiiE, NEBEMEEIRRA, K
KM > TOUBLEHETHY), ~ANVRAT A VAR
DA AR 2 AL - N Vv v 7§52 L THNX
VAN TY FOMBBENOWE AL ZR L TWD I & &R
LTz,

HSV X 7 L 5 7% FO/NaBE AL i 2k 0 55— A
7 v 7 T&A A ‘primary envelopment Tlx, X7 L * 7
T RHPEWIEIZT 72 AT 572012, BNEONH%
BHoTWLE T IFAHmESN, 612, HIFEDZDHIZX
JVANTY RRE) L) ITHNBEOEMR & 25| &6
CEOYIMIDT | S SN D LENDH L (F4A). T 32
i, NI RTEY 5 HSV UL34/UL31 #HAEMERD M ED
PKC ## M2 7 v— kL, Lamin 28V Y81t - HEA
ENBZLILE-oTHRESNLEZEZLN TS D, BH
BEOERNL, [/ U < UL34/UL31 A6 mihx o L, & 512,
FUIR CTHEFIROERIEE 2 TE T 5 2 £ 12 X o> TREANBED
BHATIZEIENDL V) EFUARBERLTV S D
—7Ji, WHEORMKERTH L [BHBEOYIR] o X7 =X
LAIABATH - 72,

Foux, Milgsbh R L lakog, Miagss, HIV
RIRT T ANVADOHIFE, A Ml gz kT 518
EAMFA bR ESCRT-IIIZY (2% H L 72, £\, ESCRT-
I CHET A2 L E2 BN TE 7225, 2014 FE05
2016 4B 2T T, Ml O E O TS, KIESLY
YOS HBEARONEER, WHNEREEE R OBES
ESCRT-III O# N TORREDS, Cell, Nature, Science 712
HRWTHE SN2 L L, ESCRT-IL 2N T
RAZYIWTT 5 &) FHRIEFHRE SN T ro7z F AL,
HSV UL34/UL31 " ESCRT-III O 7 ¥ 7% — % 37 &
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TH b ALIX EMHESERT 5 2 & T, ESCRT-III OFEFTH
FTdh % CHMPAB # WL IZY) 7 )v— b L, ‘primary
envelopment DwEEFETH LEEOYMAFTHN L Z &
#HL 2L (R4A). F72, NTHIZBIT 5 RNP
D/NEERE I 12 & ESCRT-II 5% 5- L T b 2 & 7F
S 257239,

BURZEC S &1, b MRS 33U C CHMPAB % 7213 ALIX
RIS D E BN RE 2 BRI S e,
D% ), ESCRT-IIT 13 A% I 18 5 EMERE IS BB L T
LI EnEZLN BNEREY VX7 ETH S
LaminA/C X Emerin % I — F§ 2 #{nFIZEEHEA &
Nz&, BEREY VN THEPENRICERTLZ LIS
Lo TENBEOBEKAFHE S 11, Hutchinson-Gilford &
EHEX Emery-Dreifuss B2 2 b0 7 4 —fEICR TS
5% DBIGIHEFIET D EEZLNT VS0 5% 0
BWNBEOEEEOMRHE, AEREFEEICIRE b T
BY, TOMSRIIEEOREIE O EEZOND. F
72, LaminA/C X° Emerin Z @39 5 & A O 8T
A FET LI EPRE SN TVEZ RS, IEFMEIC
BT, MO 20K TERE L-ENEMES 37 B L
ZIUPE D BN OB %, ESCRT-IIT 25/ i -1k
TEAMERE LS X o THIRRE AN L B L, BN OE R % 4
FLTwaZepmesns (K4B).

DR XY, B E R MR &5 AR Oy i
EDTzD, TEEMBII AR G D - T L/ A i
R %, HSV 1 UL34/UL31 = 3&ih & L, fio> HSV "
TREERT Y LI - N A Vv s L, X
LA 7 FORMEEN LB ER L TWbLEEZD
N5, FromMAE BICHSVOXZ LA+ 7Y KO
GVERERERE 2RI L 72720 T K, A IV AFSE S, T
FHBL AR D o T B L= — 7 /N A AL %
DTG L ZOBEN L EREMHAL2L DT, HSV
BRYGED A7 6F, NI E R G R 5 2 i fnk
PR OIRE S HRENE ORI L IGFRE O BF DS 2 1T Re
ZHDOTVE.

WIS

HSV WFge Db e L Tix, @) 4 B asiiflie TrhbEm
IZHFEL, © MNOSBARELARSICHHATE Y AE
TIVHHAET 5 ;5 (i) 100 4232 < OWIFEDER 5B 1), %<
OWIEM R DOEREN B 5 ; (i) HSV OEZMAM & LT,
JE 55 A I HSV 8BRS B S, BRIR TIE ORI
ENTVLEDRRIFONDL. FIE IS OB ZE L
TwWb e MREMWY AV ZEEM b e, F72, BE
THEMANLT U Ay b - AT A DIV == AP EFHVE N
VREXEZADLED L, [BRODLEBERFEY L
TWa| L) EFR—2 g v 2 ML S, BEHD
DLW %7 A VAT EHEETRETH ), BRI X %
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Vi =, HSV EEHAEL, [Rvi, [EEICRHEE %o
Tw5b ] LW T, E—OFEIC: 5 2 L3 7%
<, TAEORFEL - FELEYYE &b 5 &, LT hEE
DEZEENENONAETHDL. LarL, FiEIZR LR
Zkk EEEMSMEL LI, BHRICBWTHESE T
W, FEEEORIZE S DT, T Ay M AT A N —
B EMIIONT B2 LK o> TEFOEEN % HEHIZ M
B, HOBECIIZE T BRI E T 2 2 &2, EYYED
RS S RO BTN D 2 TIE R WA D b,

REMEREETH 2 ERINFB LS, FTr O
TN — T OEEDH ROV TEHAHE L TR LVWE D
W% 272, BERNEED THRICHEY, AE3H T3,
HSV e RF ORI L T, Bliero&kco
MRS EWMB L7z, BERIEAICZHEORE Y B
AV EREHERL BT 5.
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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 likelihood 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.



