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1. BNV 1 IV ADHMRERA B L OHFREGEIE O #HEA

5 H A
SRR BRI Rk - SBEEPT £V AR

HgfA L~ A 7 £ )L A (HSV: herpes simplex virus) 1%, & b OKREEIIEG L, B4, T IL <A,
FEEE IREE, SHMOHERANLRZA L WS IEBOER 7 5, FE¥ PO CEER
YA NVATH D, HSV IEGSE IR 2P A WV AFIDHIE SN TWDL 500, RIZIZZOHER

oy ba— L E N TV

W7 E 2 R L TW5E, KIETIE,

C D728, HSV OGN BME 2 S 22§52 L1,
HSV DGR D72 DI EETH L EEZ LN,
HSVIZ10 # W2 By 8V HERFEFLTBY,

NS MR A RCK IR BB I BV T EA

INHDHSVESY >3y B g B H R A & X 5 124

HAEH L, HSV ORI G I SIS N DNITOWT, oA DOWFIFEECR 2 F 0 # 5.

FL®IC

EIEMBORTLPME LI ENRNTELZVYT L IVAI
EoT, MIFEEZIZ Lo L L7z1E EAIE o B E I3ER L
BUNE RS WEEEL WR B, S DA VAL, K
MO % 74 F 3 v 7 ICHEEZ LS 5 2 & TH S DRl
FERLTWD, TD72D7 A VA LfEEMBE & O
TERE, 74V AOFREECHEEME ISR ICEDLY, By
AIWAEEE O HENRENE LD )L EEZLND.

HgliA LA £ )V A (HSV: herpes simplex virus) 13,
AN NFHIZEST, bo b b HMICHELRE#TED VA
WAEWZ L2 LIk, HSVIZEEANIVRZDJEF
ERBIETTRL, M, MRV RA, R RR, IR
B EEMOTAERALRR L Wo SRR ERE E M
Flafez 4V F72 —FEEEYe L7 HSV ML T %
A ORI A L X ¢ 2 D TE, AMLALRER
EoMTE LTHEIGM LS, IRELRYIET LR B L.
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S

CDD, NVRAT ANV ADE MIBULRYEERIL,
NVEHZLHEEZSNTWS Y HSVIERGEIZIE, / —
NVEDZENRTHIMIANAKT 708V &ED
BRI ANV AKIDHE S N TS, T hhb
59% < O HSV EYUEBED, B H - CTiHBE % Hi
T2 UL 7% 5 WBEIE, RIZZOELESPLY 1V ZH]
ZEoTary ba—VENTWVWREWI EEZRLTWS, T
bbb, HSV OMIHECHRBEREBREZH S 2L,
Py A W ABE O % FET 5 2 L1k, HSV IEGED
FIHO7ZDICEETHLLEEZLND.

HSV B3R

HSV R T, IBE 2 EELASERSINL X0 — 7,
777 5 DNA &M L7z IEZFiEfko s 7V K, 2L Tx
RO —=T AT ROMICTKEENT I A FEW)
3EASEEENE Y, ToNa—FI2iE 10D 1)L
AHES R EDRWYAENTEY, Ihb 3R AR
BTG IS BV CEEREEHEZ R LT 5.

HSV R o rNo— 7, MRmE iy F
V= ABICBWTERE 2T SR L, MRNICEAT S Y.
FO%RA Ty FIIEEILE Tl s, HELEELTY
ANAKT ) EOBREMNIZEAT B V. BRIZBWT Y4
W ABET DI, 7 A VAT ) AOBEEPE| &R &R,
T LENLIZH T RO ENE. 200 7T Fig,
MERUAERD 22 PR THEBR 2 /R R M 25 2 L
THIRA A~ L B3 X 15 (Nuclear Egress) ¥, M8 12 B
WCHTY R, REOFTZAY MY R RS
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Secondary
Envelopment

X1 HSV ORBE%IR

INFUATNT Ay T =27 (TGN) HiskE &b
NI HF LT 3E %2 4T\ (Secondary Envelopment), J&
BWED T AN ART AW E NS Y. 2Dk, HSVH T3
I7VHA =2 AL o THIB AN S s & 2
LEnTws (B1). 4 lx, HSVR F25HIEA L,
HAN T AV ZRF IR 24T 9 #@EEIZ DWW T, I HSV

DaA—= T V7 B LEERT & OMEAERICER
L Chige &t T & 7z,

HSV OMifaBEAlLZ, MEDHES /INTEIC
Lo THIEREIEh D

TEFMBEEICH 251 T, TAIVAIZ X BHBRA %
MAd2b0%, —BICERZEERLIFATYS., 74
WV ART & GBI & DA, T AV AN % BiliG
FTEHEHTHY, BEZHEEROEFEE, 71 )V A
fazBET 5. T0l0, BESHEROMBIE, Theh
DIANVADIFREEZRFT L5720 OEELREL 0 5.

HSV (2 X MR AL, 74V ABES > 7328 glycoprotein
B (gB) BL U gC &ETMIEE LOAN/NT lEE O
DORHEIZL > THIBEENS Y, ZOBBIIVATIEZVE
STV %A, HSV OMIaEARREE LIT27-2010KE
ZEBZ LTWwa, HSVofifaR A1, oo L X
O— Wy o878 (gB, gD, gH BXWgl) AWHET
Hn @Y. Zho5D9H b gD, BgZHE% (HVEM
% Nectin-1 72 &) ZF#LTWAZ ENEHEL LML N
TWw2810 Zhsidd &b &, HSV ADBRZ A
CHO @ik LC, HSV &=t % 52 2HWF & LCHE
SN2 DOT, WRER FELRKOE LT, ST S hEE
MBS BWTRBLTWS, 2 /v o7y~ A%
W72 fERT A5, HVEM *° Nectin-1 A% HSV O 3§ 1) 4 %0955 g
HBUCKERWER G2 D EDPLE o TS 1),

ES 2019/07/19 13:£

—7, gBIX HSV 30— F§ AM— s s /87 BT
HY W ol/gl N7y A ~—1dgB LT P,
O, ZHEMEIEETHI L TIHMILL 7z gD ik
gmiﬁéﬁ%ﬁLTngﬁﬂuéﬁ%MMTé_&
T, UAINWVAL Y NU—T7 LiEIMukE s OREHT] &
BIENLEEZZONTWD (K2). 72, HSVIFER
MNBOMEHIZ L - C, MK TOEEDOERE, BIU
IV K= A TORREE &) OB AR % vy
JTWABIERHONTWS T 5%, B ORERS
WL, = R — 2N pH 2069 L B E L,

#HTD gB ZHE PILR

m%$ NN ﬁi%rﬁ%%®m@ﬂ&®7w~
8o, gBEHIILZHESHFEL, HSV oM
K X gD &k L gB =% ﬁ%#k% WBETHDH LN
WiE s D, YEIREE S gB RAEKIE, R
IZHR A2 58] L T\ 5 paired immunoglobulin-like type
2receptor (PILR) @ TH 2 2. ZO5RIZEW-F 4 1%
F 3 PILR « IKAF1Y 720 MURRAR ARERE & GRHCIRAT L 72, %
DR E, gB ZHEPILR « O5EELAY, HSV DM AR
x, TV FV—La%4 L7z 0h 5K TOREE

ICAA Y FEEDLTENH L E o722,

EC, HSV OEMARNTOEZEREAMIIE, LR
BLOMREMBETH L. LarL, #lOTRHZESN gB %
B PILR @ 13, SIERMMBICRRENICEHT 257 Tdh
N, FEEE Eﬁil’\]“(ﬂﬂié‘ﬂTng@iP O 4 S -
72, gBI2 & % PILRa OEakiZIE, =20 O BIFEGHA U
ﬁf@ottm%,ﬁau:@%ﬁm%%%ﬁxbt
HSV 2{E# L, ZOWIRE M L7, ZoMiz v A
A%, PILRe 2#2ZHRE LTRIATE Wb DD, £<
DORFEMBNIEGETRE T H D, MERHR R & HEFF L T,
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X2 HSVIZXAMME AL WO AV ARESY 2378 (@B, gD, gH, gl) Ik > THIERI ENS. ZoB\REICIE, 2
NETHMONTE gD ICHT2H/EZT TR, gBICHT2RERDMEL I NL. HSV T oo — 7 & B & o
PEEAE, MREGE I N —ABICBWTH SR &SNS,

L L~y 2AARBGEET VI L2 2 A, oz
AV AL, AREIZBT A BERER, RS HRENA I
KFLTw2®, §24bb, PILRa %4 L7 HSV O
R AL, PR TIIRERE L TV b o0, HKAgHL
BT LRERBUCEHK L TW5hH Z E2VRIB S 7.

LR BIUHEHEBTHRET 5 B ZEFNM-II OFER

ZDt, PILRa EAHRMA:%+2 myelin associated glycoprotein
(MAG) #8_0 gBZ%fke LTRES W22, 20
FEHIE 7 ) THIBICEES L TR Y, HSV ofgmiE % 5
THLILIETELnrol, Fald, HSV s H7-~
7 AMRAESEAINE 5 oB 2 FEEL L, MEMEHT A5 v /37
B E G L 7R g, HSV O WSS 2 3L 95 %
F B EYZAK E L T non-muscle myosin II (NM-II)
ABLUBZEELZ DD NM-TIA $1Z & A & OB
JLZBWTHBL, B EEMBICZCHEBL TS, —
77 C NM-IIB IS I B W TERH L TWw b 2 L2
LNTwh, 2%, NM-IIA BX OB OFEEIZL - T,
HSV 23 & F &F 2 filu &R TRETH 5 2 L 2 AT 2
ZEMPTEL. NM-IL L gB HHEMEHT 2 0D, —fik
B IIPNCEIET 5 8 VXV B E 2 b Twe, Bl
PRIV Z &1, HSV ISR a0 LIS NMAIL 3 2
HICREELL TP F7-2 0% ki, HEO myosin
light chain kinase (MLCK) 2 & » CTHIfH# & LT w7z,
MLCK (23t % HL#E#] ML-7 %, MLCK OGP bz 278
DAV T LA Y% F L — Ml BAPTM-AM CTkrE3 5%
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L, HSV OMifaE AR R A 2 HET L2 LN TE2D,
oI~y AMBEERYGETIVIZEB W T, MLCK [H2#
ML-7 # FHi#e 595 &, HSV EPIC L AHIEEZEH L <
WIGE LT ENTELD, TS0 RIE, NMIL A
AEMNIZBIT 5 HSV ORGeH ke LTHRELTE D,
NM-II % Z O R 25 HSV FRigED ¥ — 7y b &7 D
IHTEERRLTVAS,

F-Fx DOREOHR, ANVRAY ANV ARHIET L IEE
TANWR, ZTAYA 2 - IN—=7 A VADS, R K
g5 L & NMITA &G iR e LTHWA Z LSk
ENTWwBE D Fbb, NMIOFHIZALRR Y A
WAREEICHE L 2HR TH L TRE D 5. S 512K
AREZ L, 72X AV AR O ESE B LM A E
YA NWART VT Y A )V AR O WREGE - W phE R
ANV ADFIIAR AN D NM-IIA S W HILTWB 2 & D3R
BEENTWD B9 HSV OBk & LTo NM-IL ©
RS, £ DO A IVAIZHEDD LT AV AFIB5E
ORISR ENTZLEZ TV D,

HSV 5 7°2 K ® Nuclear Egress (£,
NEEAEICE[ER SN D

HSV L, 7/ 2B XA T DT J 5SSy r—
U RBNTITY . 0k, BRNTERESNIZX 7 L
T Ty R, MREICBBCEEED Y A VAR & L
THEAT 2 720012, NS SIS SN L BN D 5.
ZO@EIE, X7 LdH 7L KO Nuclear Egress & 1L
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NEC

ESCRT-III

RO E

(WA VA H69% 19,

0% @

3 (A)HSV % 7' F® Nuclear Egress 1, #NE»HD 7 72 FOWSFE, BB T LML E 0BG & v BRI
5N /NN EIC L o THI SR S D, BB T ORI Z 5] & 23 HSV FT NEC 13, fiEo ESCRT-III

VAT LERFHT L E TN AT ST,

(B) ESCRT-III 1, M8 EIcBWCTIEA2YIMT AL AFATHAS. &

AERIEOTERH 1518 D ESCRT-III 25409 Z E S 5 2% 5 T b,

NCTWb, X7VLF 7y Fid, EREILEY O RE ik
KTH B 720, MNABEMEEIREENSE Y. Thbb,
MW TR Sz HSV /1 73 N, BN, 5 —H 13
L, BRIy Na—F12g@ Iy )V ART %
T5., T BEMOY A VARKFOT Ly RE— 71,
PAME LB E T A2 8T, 7Y R bMllng &
%s s (R3A). ThSOBEBOHRT, FICHREEILC
NI ETE R A B 1X, HSV 2 2 — K 3 4 Nuclear
Egress Complex (NEC) 7S F A 2 tE 2 HHo T 5 &%
ZBNTW5 Y NECHERY » /87 %% 3— K35 UL3L
F 7213 UL34 BIE T ORIET 4V A1k, HREER % 4 <
B TELRL DI ERMONT VS 30 F7- B3
falc NEC % 5Bl & & 72856, BN/ Ntk 2 Bl &
N5 328 K512, KEH N TIRBL LK L 72 NEC i3,
in vitro BV T A TIRER 2 R 84, Dz Eit s
BADH BN 754 FEFEME X AMITTIE, &
o O/NMIONENZ, NEA NEC 2SR T 5 1 T-HEE A
BlE ST 5 325 NEC A &K oM i iz % 8 &1k

S

M OEAEEALI R 2 A L2a, NLIREEIZBITS
B HEREAME T35 349, 512, TNOOERE T4
A DB LA, BABEICBIFAMFEB LY 1
VARG L BLE S B 305 s oS
NEC 1F, BHNREICHKFREEZ T 52 T, BERO
N B S5 ToTWwA EEZLNTWS,

72720, EBRIEIHIZIC BT, BHEOEHT
HD¥T I F O RTERL, X7 VLA AT RO
EADY) 70— b EOBGE BERM/NNOEEAS S A
Y IKBIERIENDLELRH L. /2 KIBIZE -
THREBERAF ORI T 42 7 1V A #EE T,
UL31/UL34 IAMC b FEFES 2 390 3742 b, HSV 7
¥ F® Nuclear Egress i, NEC AMZDH L D7 4V A
KT ER 25T A28 EETHLEEZ LN
%,

ESCRT-III {%, Nuclear Egress (C
BT 3RAEOYEES
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4 Secondary Envelopment |Z(XEZ DB E S D, MBBEAICLHEHONESY X7 B gD X, BEGLAFHET LI L TIOH

BIZEBLT .

Ik 4 1%, Nuclear Egress |2 B3 A EWNEO G &,
T £ Endosomal Sorting Complex Required for Transport
(ESCRT)-III & A 7 & & ORI DWW THE % 17 - 72
ESCRT-IIT i%, & & & & £ Jafk (MVB: Multivesicular
body) DB L ZIUILEI BES ¥ /37 B O 5 RIZ AL
HOBTREE L TERSNZLDOTH S Y, ESCRTIII
Wy v 87 81E, SRARICEST S 2 L THROYN %
EEFIEREITEEZONTEY, MIESZ, MO
B8, MRSV IMEORZ & MBI B 2 Yk % 11
ATENHS P E Lo TWE W, F72 HIVEZEDE L
REFET RO =TT A VAL, HEFEORERIC
B BEIWTIC BT ESCRT-II 2 FA L T 5 2 & A
MHNTWE Y, Zhoid, WERLHIIE D S M R
TR % U BES HIEICE R IR L T b s nwR b,
F 204, MRS EEOKBER RS, BEOBHED,
ESCRT-III 28D b KO P — TR X LTWE I &
PG SN, FOMBEITHIIEEICBRZE SN W LM R4
ISP E > TET WD (K3B) 424,

W ESCRT-IIL & > /8 7 B i%, HMEkE LTl =
BWIZIESHFEL, BEICBWTEHEAZIER L TUkE
TH&Ez2z6NTw5h. DF Y, @%HF ESCRT-III O£EFE
PBEINLO, ZRETTERL TWL Y K/ — 4%,
FIE DRI B A0SR EA R EICRoNS. B
W72 Z k2, HSV &G Tid, ESCRT-IIT (3% AR LS
B LTV B~ ESCRT-III » 4 7% 1 NEC (2
BIELCBY, NEC OHMBEHIZL > THBIRT L L
MT &7, & 5|2 ESCRT-III o #lix, BARIZBIT 5
Bl & BRSE L, BRI EIC T R — T2 L
T ANART 2 EREEE, YA VAR EE L EH L
720 F 72 £ DAV AMFIZB VT ESCRTIL %
VI NV—=bFTDT7HTI =L L TELNLTWS ALIX 25,

W 073-082_#Z2i#E1 HHMEL.indd 77 $

%13 Y HSV @ Nuclear Egress |2 fiv: 5T 7247 Fx
DFERIE, ESCRT-II 2SBENED IR 215, MHTo
BlAEFR LD DL W A, [AEC, HSV idMmE gz
NAT Xy 2§55 ET, B 7 RO Nuclear Egress %
ER L TWAL I EERELTWDS,

HSVOINA T vy 7 LTWAREERELIE, Mo T
B2 2 NSRS R, T AV ARG 72
TlE% L, NI BITLER) R vy BEAK
(RNP: ribonucleoprotein) D A ik I b W SN T 5
Z LD ST B9 ESCRT-IIL X, /Tl 3
I} % RNP ORAMGEIZ b ES LTwz . 8512, JEk
g HeLa Mg BT ESCRT-III % & § % &, FE
DML DS Sz, D F ) ESCRT-IIT &, JEREGLA
FLlZ B THENEOEEEOMERFICE L TV 5 L E 2
SIn Y. BNESY v B, BNBEOETL 25
Lamin A/C 72 &% 2 — F 9 L #aT~OLRIL, EER
BEEEEOERE LTHONTWE Y, Zo k) zi
EMEAOBERREOMILTIX, B >y o0&k
R, BNEOBEEIFBESHTHE Y. 2% ) #H
FEOE ORI, FAMIEIZE > THROD TEETH S
GRS, ESCRT-IIL X, BANEEIW§ 5 2
ET, BB X OENESY 587 B o BE 7 H5 2 B v
TWLDTIE LW LEAITEZ TS,

Secondary envelopment ZEREN T 5V A IV AFEX NV E

FEICBWTHSY 7Y Fid, TGN H#kEEZ 51
TWA/MIIZHIFET L E THRA YA VAR T E %5, 2
OB BHNBEICBUTLIZMFLXST 52720,
Secondary Envelopment & I £ 41 C \v» % 9. Secondary
Envelopment 255 & # 2 5 720 121%, M E /MR
A NVARFITEBIY BN S ELLERH L EE R
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NBH, TOFMENTIEIAHTH -7z, Frid, »wo»n
DA NVARTFZIRE L7zAER, AV 22 X DA
W OBE S V87 gD IZEEH L7 %Y. HEK293T i
2 gD Z HASH &2 &, MlgERm B X O E N/
IR R FE L 7. 722 okREIE, gD O FEIE
@7»#%/7717~Kﬁﬁ%§1¢51kf%bh
7z, gD oMW FEEIE, HSV OMILER A IZLETIE
{, TOEFRIIINTTARPTD > 7. MR D 7 v
FoU I TAY —\IEREYEA LMz HSV (&, $45#
REDMETLCRBY, EHEME T TR Blig Lz L
25, WET ANV ART- O L, T Ru— Tk
BLTWWwW 7Y FOHIREICER L W 3 42bb,
D DML A FEI ASH] & #2 2 ¢ B2 M 1x, Secondary

Envelopment 2 BB L CTWwa #2515, 72771,
INFTHREDND D L H 12, gD KIEHRIZHBEAT S 2

ENRTELRWDH DD, Secondary Envelopment B ARIE554:

IR L2 % HSVIE, 10HZB2 2w AV AMES »
NI BE, ZORTICHY AL LMo TwE Y, &
DIz, BHOWES v 37 GO HIRIEEE 2 8 L
TANAKTEZME> TV DDTE R whEEZOND.
FERIZ, gD &, EMEDO T AN AMEY N ETH D gE
R, EEhE VB % gB & o T HE KJEHIK X, Secondary
Envelopment Z (3 & AL TH) T ENTEL W EDHH
AT 2 5350

YIS

BWTY ) AT 5 R0—T 94 VATHDH
HSV i, 274 &b 4 bifE EME O % @3 2 EA
H5(ELD. Tabb, OMEELDZVIZZY FV—24
[ECoOREBAEIZ X BRA, () BRSSO E (i)
AME & DREIZ5T 5 h% Nuclear Egress, (iv) & L Tl
'E 251} 5 Secondary Envelopment Tdh 5. I bl
WENLEEOTANVARESY DXy G, SFEFEFREE
WTF2MH L2005 SR THEMEZ B TH Y, 205
FREEIZELZE AL AL S b oML, HSV
DEGEBRO P TEILEART R E V2, i 4 v AFI O
ERDHDLEEZLENL. T2k AOW5EIE, HSV AV
A OERGEE 54 73 v ZICBR L LT, il
EEER L, MR T 22 L T A 2R L
TE INOOEADTEEI SN D5 FHEOMHIX
E&ﬂﬁ@ﬁ%m#k@i?=ﬁhéﬂé@#,kaﬁ
IZBWT, M F~EMTE5LE16N5.

AF7Eid & TNHESEE REURY: - EREAERT) ©
HIEEDOT, FEfiV LT L7z, SOREMD TLI YK
LTS, 72, 2 oREEE ISV 7272
Wz eI, WO TEH# VLI, WIRE SR T

S

(WA VA 569% H1F

FeRHEMET B 2 L DORY S 2T LS o i [T
% ORRRS - ERHEIZERT) B L0, SH/EROT S

A S ERE A R RE HdE (KBORS: - Y
WEWEZERT) 12i&, FRICEFLEPE L BT E T

F 72, FADSHFZEIGED % A5 72 TR - BREE A W 224k
T, WAEESER, SrFMEE B HEAKS) B
K OB KRS I% G - LK) 12, RA F 7RI
& W. I. Sundquist #d% (2% K%) ([ZHfREW-2 & F
L7z e%, ZoREM) TEHLET.

WBICRY F LW, 28D LSHEE I CHiERT S
WE LSRR, STz, sz I T
Wz LET.

ARICBE L, BRSNS FARADORREIZ & 2 2351
b FEA.
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Molecular mechanisms of entry and egress of herpes simplex virus 1

Jun ARII

Division of Molecular Virology, Department of Microbiology and Immunology,
The Institute of Medical Science, The University of Tokyo

Herpes simplex virus (HSV) is a common pathogenic agent causing a variety of diseases in
humans such as mucocutaneous and skin diseases, keratitis, and encephalitis. Although antivirals
have been developed against HSV, they cannot eradicate the diseases caused by this virus. Thus, to
control HSV infection, it is important to elucidate the underlying mechanism of its replication and
pathogenesis. HSV encodes more than ten membrane proteins which play important roles in viral
entry and egress. This review summarizes the interactions of HSV membrane proteins with the
cellular membranes during viral replication.
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