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Abstract: Herpes simplex virus 1 (HSV-1) infection induces a wide range of clinical symptoms, from injuries
to oral mucosa and facial skin, to severe damage to central nervous system. Breakthroughs have always been
made in various aspects of this virus, including HSV -1 etiology, infection—induced chronic inflammation,
antiviral agents, and oncolytic HSV-1 vector for cancer immunotherapy. Herein, recent advances in the HSV-1
research are reviewed, which would provide better understanding for its pathogenesis and potential applica—
tion prospect.
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I HSV -1 JEY BIRYT A% 40 &, AXHESE
H, BAEMRA Y 1 770 J7EICH TIRIT 5.9 T

PR AR IE R B 1 5 (herpes simplex virus 1,
HSV-1) 1YL ik A7 7, 20 LAl i e 22 it

IR, TR AT N B 22 H VR I R0 B T
PGS R, AR BRI A R B I 1Y
RS AR AT RS R BN R 18 Pk R E o 72
HRTBA R R RPT HSV-1 IIRIT 254, s
FHF A7 FLB 9 i o IR B IR YT 2592
DA AR BT E %5 (acyclovir, ACV) AR TS
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B 2.9 J7 B R BB TN, Hod ACV H]
TGS PIRIZ R EETE IR 4 P I ik 8 532 ocH!
e Ab, TR 2435 MR 1 B A I B e oA PO R R
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A, 2% HE LR G 8 o 5 — AR AZ T RO 5L o,
BMERZ IR I IR 6 QLR FR o e A L 25 11 6
(infected cell protein 6, ICP6), [Klitt, HSV-1 F) i
hREA 32 G0 . SR b 24 0 B BRI (Food
and Drug Administration, FDA)F 2015 4E4LHE T 25
— MR HSV-19, a9 26 e At 1
— K. ASTORRT HSV-1 Hf5 SRS  HSV -1
FIE B RAE FURIZ A R LA R HSV-1
HIMIRIRTT 4 AR IT JLAE RIS BE R HEA T2,
A BN HSV-1 ST BERL A BORPRIET 1 S8 B

1 HSV-1 EJFHIE

L1 REFHHE

HSV-1 & — P BE [ 1 XUEE DNA fR 75, J&
RIZ R AR, HIEI 2R 152 kb, 4t 80
ZAAN R TFIC R EHE, HSV-1 A9 B RIURL 2
HAE N 186 nm HYBRIE UKL, 95 #5001 58 H A4
HEAM SRR 225 nm”, FREERLT U
IR BN SRR 1 N IR N T AR
FeLAS AL . HSV-1 BATRER ML Jettk, F2 %
T A P et R 20 S o D g, SRR
BRI R AE N S IR, i 24T
HAGYAE, WATIRS WA IR, 2012 45K
JE&YL HSV-1 1 124 1.18 44, RBRIA TRAH
90%'®; 2019 HAETINZIA 50% K9 JLEEFIT0% ) i
HENBRY, HRZHURGY R AAE LAY,

HSV-1 il F L5, kA& RSE, 18
1o 52 A 1 A e kR ML 28 R e i T TR AR UK
e BEFEHGE, HSV-1 g2 il il Z R
TR, HIh0: 1ICP34.5 Sy HSV-1 Zi i 1
JELE MR A, TR TR RIS 3 (in-
terferon regulatory factor 3, IRF3)BifRAk, fiil T
FRIE PR HSV-1 JEGe 25 [ A BTN, 17T g
e HGE 3 5 R AN I TS PR A e e, LA
Gz 1 AR, HSV -1 7] DAAE LA P 5 0,
TR I g B 2 ) A 0, — T 5 S e 22
LR TE, 55— T LS ik B 4 P 3 i A A e A 1
TRETHCDA T I B JERE FERR
12 mENE

HSV-1 AfzfE Ediffe— N2 mid i, =
DHE S MR O NS, BiEEEN oC.gB.
gH gL Fl gD WEEARYIM T EEM i oC 5
-5 A0 iR T AR TE R R IR S TR R 1 20
(heparan sulfate proteoglycan, HSPG)#YZt & . £

A gC BT, oB AT LUUE gC 17z 6E, H
gC B FA BT B AL 7 H 5 200 M SR T ) R AR
ARG, I, oD @it 5 oH Al gl 57—
RORAAH AR P e b 28 5 4B & 1 T4
AT RS RERE A AR R 2R, AR
IR 72 E AT (herpesvirus entry mediator, HVEM),
MM EE 5 F nectin—1 Fl nectin-2 . 3-0-#i ik &
Mot 2 (3—O-sulfated heparan sulfate, 3-0S-HS) . i{;
X e BR & A AE 2 A7 K (paired immunoglobin—
like type 2 receptor, PILRe) AE LA AILER 8 11 E 4
Il A (nonmuscle myosin heavy chain— I A, NMHC-
11 A) 156 ¥ #F 5 B 25 11 (myelin—associated glyco—
protein, MAG)™, it 5 FhEE i 1 5 1a
FANMLE RS2 AR AR EAEH], S A a5
FEaE AR
1.3 5% DNA SE#Hl5%%

HSV-1 AL R H 5 8 4, i KMRR (u-
nique long, UL) X 3 Fl % il 45 (unique short, US)IX
SR R, N S ) P A . AR AL 3

DA TER B S R ¢ XY OriS ik
A7 83 W EE DNA A AZ AT E A B P AN A% rh i
A7, BRI B0 T 0 B TE A B BT R A
HSV-1 7E40 N BA A fr i, —J2 A4/
ARG FEARL B S R, R R IR G Y
At A . TR 3R o BE R B-JE KRN -k
o TES A HA BV JERL 1 52 SR 3 o,
a— KL K 2 5 e R AL A, B-BEK 2 55 B
DNA & Wit B2, y—JE DK g 55 B 5 10 46 1) 2
Ho TR R A BURIA R, ARG R A
rhEETZE A, o SRR I E TEA A ST AR
T _F o AZASEAE A E A% 25 I 3RS 15 32 4
AR — 3R A0l SRS, s BERTUR I 1o g JR A
R/ PN S5 ) B ok A B, T2 e 2 R R 5
211V

HSV -1 VAR B4 A= i Jol S99 6,455 v AR 0 iy
SRR AERR LA R B B0 3 PR T
PRI ST I, o REBE DR 4 i A il 22031 A A
SRR, Bl IEBR T VIR AR SCEE S W) (latency
associated transcript, LAT)PAZMYPR REFRER k07,
LAT AT LA 20 B T, DT 4R 5 R 25 v AR ek
e RGBT 1Y B ACF T BRI,
T REIEDN 2 O T IR sk . FET, KT LAT 7605
BEFUHTHOE L AR R S G AN AT ER VR 1
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PN R
2 HSV-1 5%

HSV-1 & —Fh BA m B Je ki o, F%
WL -SSR, SR SIS . W
TH ST B AR AR AT, s R R s
TCIE ACHE R 0 7 AR SRR | 11 s 35 9 FHR G 2R A LA
FJE AR R, A3, HSV-1 25 L
TG 2R Fo s LA BRI, AN, 9 EE 5 |
ELAE B RAE SV P B SR RS &
JR B | AR, X T T 2 2 e
2.1 HSV-1 5| &2aIm%

HSV-1 &% UL e fih 2R JRUAR, R LAAE 3
B I AR E R 1 LT B3k TP e & R G
(central nervous system, CNS), 5% 30, HSV-1
WL 4 A5 kA CNS: 25—, 8 1 LA ph 4 38
TR, HSV-1 AT JERYL MR 28 ST AR vy, I3 1)
PIZTTI A TN S IE il A CNS, fe 213k i
BYMRER; 55—, i HSV-1 ZME F#E . HSV-1
AT LA = SR 24T ) el T BT, S E At
A T iz 30 ik B R e, CNS; 5 =, i il HSV-1
FRECE, HSV-1 WLAT LABIGE CNS MUANR] X, 4
iRiE, CNS PN IR IS B 10 FITE T 213k /N i L iR
BRI e R B S0, S IR AR R
i TR ARG, HSV-1 #E AR 5 P i i ik
YL IR JLAY CNS, — BIG Ll g, HSV-1 st s
HEA KNG I e ifg Th &), #E A CNS J5, ek
AT DAFEZAL G b T 1 8 RO, ] DA
SO E 2 ERSE IR R, PRA N B
PE 4 (herpes simplex encephalitis, HSE)/& HSV-1
SRR A R I R BLZ —, BETR ] ik
97%1",

HSV-1 8% 51 HSE, 75 & K40 X 20
JR kb SR FERE RAE . WE5ERI, BARME APTw
25%) ACV JRJT I FRAR HSE e IBET -, H K
oy BE A G A E K A MM A R G5 E, 12
FENHE G2 TR B AREAR, I HL A3 I
P AR Y, 3t S R 1) D PR AT B #E HSE 1A
[, AR 2™ e — s AT 7 0 9 R s N,
JRUAE SRR 388 SOy T LAY il BEak g, (Ht mT g
I s} S SO 2 UK RN B 2 1 K A PP R B I s
FEPY, BRJEBESN, HSV-1 5| By I 4 b 23 B
S RAERAE L, 33X T LA A4 Ao 25 16 18 B AR N
BT A AR, . IR OR X B 1 A A

FREE, N E A A A B i e it
T RO SRR A e R T TR
I, o PR PR R . ORI dE
L AR N AT 70% ) HSE S 915 9 S i g
HSV-1 G FI 8 FEIE

2.2 HSV-1 5#pEH%

HSV -1 JER LA A 15 v n] 5 ke 1 1k e e P 42
SETEE R, BN Al 12 v A Ej%ﬁé(herpes simplex
keratitis, HSK), 105 2 T BUBRYs # H A AT 33
AR o FENR R SIN], g BE I =S
S RRIE B A R L Bz, e P 1 5 ke
RAESONE, FE A RHAEALE T A ISR vob A R R = I BT
AT, P 5 A4 LU RS 5 | AR ) A2
RAE L AT REFHEUR W™, FERTSCHRIRR) 7 Fi
HSV-1 ABAHXATE EANILZ K, HVEM f5cd)
P TE NP T oD BYSZAR, 2 IR SE I 7
ZBAE RS o IEFRIBEIT LR, HVEM &
MR HSV -1 JEIe B i ks BIL ) Hh ) B 4 2
AL A5 HVEM 2/ B AR Fhak ik
1 5 BA R A0 L/ W 200 I 22 T A v R 2 i
(polymorphonuclear neutrophils, PMN), ILEf HVEM
FRZ SRR A RSN, 12 5 5 i MLt
e, DT IR P A e, HEATL B H A i AN
A Hl. Edwards SEPUFFE M), HVEM ] LUfE E £y
RN P AT SR A 1) £ R B0 SR AE, ATl 2R
RERYRAE o ZATSEIRIIN A M, 38 25 DR i i
G AE 1 40 K 90KE (immune—modifying nanopar—
ticles, IMPs){ftyy, R L5 1 S 2 4 i 3R 4 21 £ JiE
HAZEHRRR TR, 1205750 LUNIRYT HSK 18
PERAESR AR R %

3 HSV-1 By H5

3.1 fRERIEREAY

H 20 2 80 4FEACLIK, ACV M HATA Yk
R T RNRT T2 BRI i 25 . ACV
TR, AR N2 = BRI A ek
VEVER . AEE NI HIRS, ACV 2R —A R
AV A B = 5 75 G % 1) B T (thy midine ki—
nase, TK)SCfita, SR 5 81 1 240 A ) W PRIk e AR
BCR BAT TG PR R BT E & R - =R, JF A AT LU S
HSV-1 ) DNA R & Rg456 i i 9% 8 DNA
PSR, BEE DU EE PRI T, 1982 45
HEL T HAT ACV THZ51ERY HSV-1 S8k . P54 IE,
TERPE S IE B TR, ACV T 25 Fbk B s 7%
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ANEN 1%, FERIENFEA I ATEH A KL 5%
WATHR, (IR T BB A s i B, Hl
PRI 24 FbR (00 FL i 2592, TAABHFIEAE 149]
B DIREIE H BB EAR N /B T HSV-1 i 24
AR, BT HSV-1 WA TIEEOR, VAR IR [m] it ™
I, XA AT AN TE LT 25 PE ), [
PEN B R 250 A A 28 TR JE RE®)
3.2 THASHREITZEHE

IR, HSV-1 BB ACV HrdEppL 6l &
BEAFEBAP: 1) 95% L A7 T 245 1R 02 T 4wt
Jg TR (TI) I SR R & A 28748 2) 5% 2 A Tt 24
BERRAG B T4t DNA BRATE 3L I & A=
ZRAR0 A S T GE, HAr B H X ACY A
M 250 B FERR A 95% & TK JEIR AR, Horp
FIRSEAEAR T TK 3R, A AYJE TK TEPEAL, BP
SRR I M it S RERERR TL R T, T ASRERE ACV
RABERRALEY, DNA 45 B 5A8 BT S 30t 24 8
PRI R _FAR AR L, 3X 2 245 35 0k H 4 5% DNA
KA M FER KA AR, DNA RA BT /2
FEFR & AR, T TS DNA A BEXT ACV 45
AT AN SRR R AT
3.3 FEHL HSV-1 2454

HATHL HSV-1 W25 Pt & L 205 — 2608
BRI . R KA T R A S TR BT
R . ST R BAREAEAZ ARG T AR S % HSV-1
WATEERRAN ACV U BEbRERA T HIHCR, 2k G
Py 3 5 3 P 5 B A% R e 32 R VI W B A
YL Rt R, AT IR BT B VR A, eAh,
Schneider 55 3R, M KIS 25 11 B A I
FAT 38 23 B ISR AR A ST AR, e EE &2
il DT BT I AOR

4 HSV-1iABEEIT

A BRI HSV-1 F g e 4 s
TR R B (oncolytic virus, OV), B8 5 A HSV-1
TSN R R A0, S0 e A i ik
PETTHEES R, [, AV HSV-1 JCikAE IR
B PRZ0 M P 2, DRI T Al AN 2 A
YER, DRI AT V98 B HSV-1 HAg RS PR B i
ROR AR A B I,

41 BERE

VORGSR BRI Y, PR R M A
Ses AN I TR N BT AN 0 1 H 2y
PO RO EAETR T R BT A B2 IR T

F MR T B AR 2 &0, . 5 T
b B PR T AR et D) IR s R Ak
SRR, FLX R g i A SRS, AT
159 HSV-1 (oncoly—tic HSV-1, oHSV-1) H A 14
AT AR TE SRS 2 —, HSV-1 HA R
FIFEIRNAL, 25 5 1 3R R T AR A9 vk b 1B v
55, HSV—1 TE4H I PN 5 i 3R bR, SR 24 i Ao
KL, B, M HSV-1 s it o s e, nl LA
PG 7 250 n A4, DA T 9/ s% i =
JE, 1991 4F Martuza S5RGBT B (TK)
Bl iy HSV-1, B HSV-dlspTK, A48 55 52 o £ 4
JiL98E /0N FRRBE TR () B AR AT 2R AP, B 21
TR HSV & U T R i R AT T o
42 EBBHAEESER HSV-1

&AMk, it R E A 6 PSR A oHSV
VAT TR . 4k HSV—-dIspTK 2 J&, Goldstein
SRR T hrR3 9 HSV-1 825K, HOBH 20 Hilac Z
LS ARtk 7% 1CP6 (1) UL39 FE[H 1, lacZ F
B4 A Al 8 ICP6 1 PR Bk 2R, ICP6 FE 1)
REPE B S5 AT DA BH 11395 25 26 E 43 24 40 b &2
MAEIE 3 2400 20 M PR s AT SR RE 6% 52 11, AT
ABC TR BRI A0, 35 B HCR . heR3
BEPRBIR M H B (TK) J5, 50 B T X Heie a: 24
Y5 1% 5 (ganciclovin) B RO, PR HAT — 2
e 4. heR3 278 1R H ATE £ FRIGYT i inie
FHE

T-VEC (talimogene laherparepvec)te&: JLFN %I/
PEHSV Z—, CgHtE TR 7 B R 28 .
T [ BT HREREERNEE, T-VEC AT DMLJErE
o9 248 B S, 8 o e 200 L B 5 5 32 B 75
HIREM . T-VEC 4T A4 i - B w5 20 e 55 7%
113 A F- (granulocyte —macrophage colony —stimulat
ing factor, GM—-CSF)A3 By T4 5t 2t 326 20 i 554 2
TSRO, LA ST T S 7 S 61 e e 5
PE T UM A (CD8* T), et Bl S e I
CD8* T ZHffuH A4 I EEE T 41 (cytotoxic T lym—
phocyte, CTL)Z LRI BT IR Gl i e oy
BRI, MR TE CTL i 5 B S s
LLEAEH, 22 F Rk, T-VEC 183 550 20
2 LRI AT D S S A0, 5 S A AR
T 20 M58 SIS, 75 om B ABT IR 2 g, AT
G R T A AR,

HSV1716 1 2&—# oHSV, 5 T-VEC A[H#Y
J&, HSV1716 J&—Fk ICP34.5 Bde e ik %75 /1
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K728 A8 (Bl 25 T ICP34.5 [ 1E 5 Shfig, QnwisC
FTiR 1CP34.5 AT LIl #3370 IRF3 @R K 7411
TR, BRiZz 41 1ICP34.5 i85 LAT A4
AT R R HGE, L R 1CP34.5 FTLARR
FEAR HSV-1 P53 71, I FIRZEABRRAEIRYT I o B
A1 R B HLA AR g R e

5 RE

HSV-1 AU, 1 Ha XML =4 7™
FAE o BALRZR TR N R (HSE)RE B AET -
R 97% . HSV-1 B 15 [ ™5 i) F AR AR A
S RRE SR RAE, ARSI T R 1)
TR LRI, A e Tl AR AR i 4t
HR T FRRIR R AT RE, SRR HERE, X
Xof Ji B Py 4 i 2 i TS AE U, E I, HSV-1
TR ARG ML) R R T B AN SR AR BH A, AT
Aok HSV-1 WE S 12—

HSV -1 T 2459 i H B 25 00F & $ 1 o
R EER, R AT AP 2 2
KM I 52— PURTEAPIAIRTFE AT LIS
TR R AR s B 4 A
B AL, Bt 25 BHWTIX 4 S b AR, DA T ik 2]
U BE B RCR, W) iR PUR R 2 ACV B
A AR AL & T o B HSV -1 e HIL il
FERITRA, B NI 8 S BN %00 25 9 )
o ASTRBIZH L AE R BT AL 4 i 7 i — 2R 571
W&, IFREMAWE = JH2 B % (homoharring
tonine, HHT) ] 3@ 141 eIF4E HIRBERR AL AN Tl
B mRNA AR, Nk ss HSV-1 72N Y
Z A,

VIR HSV-1 I8 IR AE YR T e T
BTEE, Wk R ERE B E A TIRIT T
%o BT, EWNWA V200 AU AT E A
FERE HSV o TRIINTT IR e 2581 45 B2 vl f
K oHSV H PR3 A S FUR s A by g il i B R
L ARARE KL A 6 BN ) A Wy R A BR 2
AR Y B A2 1 ST (OrienX010)1E AL F

T 9t AR B B, 2 T SR A R iR
¥7 5 B2 A PR e A B2 w A i 5 97
[ B SEIE s BEE ST T-VEC A F T in
7, HATELZ3K FDA #bifE BT 245 oHSV 7E I
PRI R B T KA 0 g &tk (B2
TER R EE— 2 R R BRYE . B, BHE R
B FIRIT 0 771 R B 38 4 98 PN v S ofe fili

P R A R P P, SRR B SR T LALE 75
R BIRJEE A7 Je A P A, 5 HL X Tk i
SR AR S ] LUE BARAGE A9 7%, (HIE R Z
AR AN 0 S AR 5 e AR R A AR S Rk
SES], P B — RN o8 R 48 2y sl B R T OT K,
VIR TEXT 22 R AR IR T RCR,, R RATTR
HALIRBS T
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