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Abstract

e Herpes simplex keratitis (HSK) is one of the most
common ocular diseases, which is caused by Herpes
simplex virus. More than 90% individuals have been
infected with herpes simplex virus( HSV) in his lifetime.
HSV establishes both neuronal latency and corneal
latency. Stressful stimuli such as UV radiation, fever,
stress, hypothermia, hyperthermia and surgical
manipulation of the trigeminal ganglia can cause
reactivation. The corneal lesions after HSV infection is
mainly the result of the immunoreaction in which CD4*
cells appeared to be mediating the pathology, with CD8*
cells seemingly playing a protective role.
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PAALIE 2 T FA S8 (herpes simplex keratitis, HSK) /&
— e UL B R A, FR PR 2098 92 % 7 (herpes simplex

virus, HSV)JEYL 5, ABEH R 90% 1Y N WG 28 & e
iiF HSV, HSV A] DATEM 2820 20 Rz Fl B2 20K 08k . 7
EE MR, MR AN B RS iR IR
B PR R S8 HSK, HSV B 5| 1Y 4
P& IS N7 S it B A R 241 ) £ ML . HSK A8 S S
N FESEH CDA 4l A 589, 1T CD8 ™ 4 i X6 g 7 JEk e
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PRS0 2 0 B AR B R (herpes simplex keratitis,
HSK) S — % UL i) B B9 , B 40040 92 9 5% (herpes
simplex virus, HSV) &5, AFE U@ gy HSV (35K
EwAR, P EINGER, K N AE )L B O 2l g
HSV, 5| 60 2 i} A7 3t 90% By NG T HSV I Hifk
EEN H AU D ER 4 N 2 HSV I 1k A T 5
HSK''™, HSV /YL IR 4 R 2 TR R B I 0 73 W IR
T =X E A M A DR R B R A i
VERIRE T B TR A v e s R AL S Bk W B
EHSK DM AR BERERHMABEE N — D F L
P70 T il ISV AR I8 e B 2 s HIL T , X Bl i HSK
HATEEMEL,
1 HSV MR RESHIT 2

HSV 43 80 Bl HSV -1 F1 HSV -2, % &4 92 ik
BEVJE T Alpha BUPLAIIRIE N B KI5 . PSR 2 & AN
[F) P i 2 200 A, (E 28 EL A DR A9 14 5 F) 1, O e 4 A p
Zeon AL IR

HSV J& T DNA 5, HSV IR ZAKTE N 20 ik
GERE N LR XSUEE DNA 254, BARSEAMA B, ik
AR 28 TR IR A R . AR S5 %A SE Z B Y Te 2
YT RS EA SR EAS

HSV 114 52 il J2 95 2 55 PR ™ 4% IR FE i 45 2 . HSV 19
5 DR 2 e T 68 43 Ry A 7 30 R AL P B0 B R R e S s A
A L) BE DR G A 2 R R 1T B 1, RO DR
T 5595 75 52 A G R I RE AR 1 o W 00T 5 DA 4t B0 i 25 1 45
MR, o B Y A2 T S R A B R PR ) Rk gk
A R U DR R S0 PR A 238 Gt R AT 5 0 1 TR
AN HEAT DNA S 25 BT 6 B, B e 20 26 0 2
BB, AR R, HSV — ELER G 4 g B S sh S R &Gk
PRI SN, B 22 283k — ZR 9 1) 520 e sl i 30 36
IR, e, ERNRENSHER VP-16 515 3241
REEY 25 F : Oct—1 (octamer binding protein—1) , HCF
(host cell factor) &l =BiA | 4R )5 FR25 4 Bi% 2 DNA 19
TAATGARAT #£ /% |, TAATGARAT ¢ 3 T4 L 10 56 [
ICP (infected cell protein)4 . ICPO, ICP22 . 1CP27 J% ICP47
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R 7 b SRIE R sh Rk H RN & A, AT R a1
Fik  Hop 1cpo A EERHETEA T,
2 HSV B RBEME LR

NJE HSV 7E H AR A ME— 15 32, HSV SR AR
SERE R HE DA AR, B, A R R TR I i E A
16 BN TR A A S ) IR RS R RS s R
HEA M2 A 0 i I s A T BA M 2o Uik, 7E
2 0 A P9 i 25 14 52 0 52 B 95 B EE ST v AR R g
BEEH RIS 21955 B &2 1 4 AR AL T R BCIR S L H 48 401
ol SR AR HEST 95 B (R A IR S T, 5 7 7 i 20T e
A PN 2T, T B 252 3 8005k o 20 S T X 3, o D % ok
o LR S om0

HSV A DUE YL 22 Fh IS R 59 A ARG A, {5 2 0 22 40 i
J& HSV &R A i 2 — . BFSR R BH 90% 1N
IRFTAE = XA £ 5 F0 5] HSV-1 (9 DNA™ | HSV 7
20 LB T LA 5 A SR AT A ST PR AR R R TR
T (1) F 309 B & 0 — 040 o 45 4 M SR T S R TR Ak S
il S PR IR | T 55— 30 0 e 28 40 B JER G B O 7
IR TR, HSV 3R B e ) 78 7 75 B AR 6 75 B 4 0
ST BIHEATRELIT . HSV W AR JERGS JRA H HU J [R AN BB A
g shRikMEE R, VP16 I8 shis & & il i — 1~ £ &
HZE, HAMNATHEEMATE ENE Oct—1 Al HCF — i 45
B = BAR A e sl R R B R ik . IR, B
AR PR AT AR i R A VERAR IR . AT A T 2 R T
HSV AULEM A MO TS R . VP16 s B A% A 5T S 22
) ZE R B 1, A ASEIAE HSV A% AR 78 T #2821 4 390
Wihtic BN, WA %N VP16 HE A4l A%,
TG0 sh Al L R B k1 AN, Oct K M HE
BN AT LASE S PEINH] Oct—1 B9VE . SEF Sk I T 4%
YRR Oct-2 MY TR BN AR VP16 16 PE T R,
I EL AT DAIESE Oct—2 5P g & T 30 3 R B ) 3l
Fo X B H B A AR 4 A B i — Bk, RO R
SR T, BOTEMRIMIESE, J& HSV #E ST F2E FR R
TR fir o 0 ELA 2 A K AT DASR ZU L S Oct -2
mRNA Rk, WA AR BB N P2 40 A & A7
IR F Oct=2, i 2B Z FIFHF Oct-1"" , HCF 4
— AN EEAE R VP16 s ZEM MK, 5 HE MM
AR, P A0 LY HCF 3467 T, T80 VP16 ANRE#EA
JHOAZ I Sl 2 56 R 0 83k, AT R BAR E HSV % 1k g
B AR PR 2 IR T F HOF %58 F A 40 i % | 3271 T 42
PER A R A s

HSV # IR IR i 2 1 b 25 2 VAR A OC T SR AR (the
latency associated transcripts, LATs) it 3235, I 25 VR AR R
Yo FE PR A L IR A R4 358 LATs, Hofth 3% 34 350
OIRAS . LATs EZAI$% 2. 0kb F1 1. 5kb ) RNAs, {7 T4l
MoAZ Py, V8T 8. 3kb RNA 8T 8] 74, 8. 3kb RNA iz
T X TOPO 5 R % |2 SUi% 5%, IR Fir A /9 ISV 3 AR It
#8FEIA LATs,, LAT-1Y HSV 28 5 Bkt m] 8 <7 AR Jsk e
HMAMTRBLT LATs 35 K 20 A% A R iR v I, A AT 4 i
LATs 3833 52 HLE 30 # 10P0 A& (1 0 7= A, JiF 38 22 W
LATs 3l i 30 il TOPO (1) & Bl s /b #if 28 76 S IRk g 119 5K
a, I R T Sr i R . 525 R 2. 0kb LATSs 9
FEIR AT LI L 20 M Py TOPO 8 455 1) 16 V8 il i 3 1
BRI I T R T HSV 6 7% & ) FIF 7 . Sawtell Al
Thompson & BLERYL LAT -1 75 bk HL IR GY LAT + 0995 5
PRA L5 1 2 MR B L LATs I Thfig 5
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FENT IR B TS Al B e 1 A VD b 2 A B
H K, LATs FFARR 5l AR BT b 75 , o B8 75 16 AL BT
Whls, HJE LATs B M/ 55 Bk 06 1k 8 BH 1 & B %
vﬁ&,l,m,li .

FAREIE: 55—~ HSV 78 AR B R0, B8 24
SEG 2 7E B s 1 i L 3 A IR B R b AR 4k 31 HSV
) DNA (HRPEA LATs (%5 5% X B A 5T HSV 7E4f
AR TR . SR, A A HEDN £A B P B DNA AT g2 T
PRT = U 2 A ) HSV Zeask 561 9K )5 B iy
B A

PRAE A BT & B, B & P JR e 3 B4 ot 3 whmT
FF HSV-1 A9 DNA'T | Kk, HSV WA 76 N (A 57 9
PR AR AR DL K i An] 7 A AR (8] 4% 36 i A5 iF 2 (E A5 4R
RIH

MR P IEH Y A B PR S 8 20 40 SLE, IR A i 2 4
M N Y HSV 2% , 580 HSK B & ., 0l A A4 BUIE

BT R A 22T AN (PR ARG 3% BE RS A b &4 K A
) #Ap HSV R R I T A 4 i 8T, in A DNA
A A 700 40 JC B8 5 3 0] A) DL e A A L,
B BRI P AU R 2 KR P L, B I A R A
T P TS A, T R B R O R A R
BEAEAR AN FE A 2 rP i A Kb ZE R AN R AT AT | HSV 34
T o HSV B B DIALE] i AT 2 . HSV W AR A # v
KA VP16 #1 TOPO, R HSV 3T 19 1A 7] ik 2
HHEBAVEATHY . HSV HEST AR IR 16 4o 22 40 it 9
Y HSV FEDR 21 #5 DN — A B80T AN %5, HSV #0G
(IRCR 5 B2 T & A DNA B 5 BD R 3
P25 FR & HSV DNA A9 4 28 40 i 85 B 5 7 2 B 22
AT HSV L PR 2 A B DL i R 9 & B K
3901 AR B 3 =6 AT AU/ HSK &R &

3 HSK W& Z R EHLF

U HSV A il B 421 1 A P2 20 40 Bt B9 97 i, DA
M-S ELHLREIR  (H 2 HSV B 51 Al 5 28 5 vy A 2 i
B SV E () FEEHLH, ASV XA B L R FE R DA
Ko N Bz ¥50] i A8t HSV SR R fit 5 B H R
P, — BN 20 A B K AR R, HSV 7R IR I
B A0 A P A2 M 200 B A e R R R R 4R AT
) Rz AT DT 5 | RS AR A IR B b B 9 AR i AR Ak ek % R
FEHAEL A W B M IR T2 o 00K A 4R v o I PN B2
PAEGIE 8 F A A IR M, A 2R R SR A
JES 98 FB 3 1 Bk 35 35 Y HSV, PR G4 2 HSV 78 £ J5E N
B A0 M P A2 S0P B A0 B A, B R A K b SR,
N SCAIERA | 10 RS R HSV SO0 W fR R I v 5
HSV g n] p= A SR M B 48, i L 25 bk T 2 40
1) GRS TR o s A B Sl A I DR O 1) 8 fR A B %
o8 ) Bz o 2% T e 35 2R i o 1 A | 1 AR R A5 )
HU N SR IR A KR B AVEH . HSV 51
o I R S R E ML SRS . LB AS IR £ i
4 HF AR IR T 2% FR O 0 B8 B B TR bR, R B R AR Ab
P R KR ABEE A C FIBEE A D, M C X
HSK F55 M0 12 PE A 40 Pk T 20 M A9 S 28 i P B AL
FEE (A D AT 455 MPUIRIEFE RS S i K= Y B itk b
i Rl T R

AR A 2 B P S A R UL . HSK & A
I Jo A K B S AT MR AR 2 T K AN |
a1 DR Nl O S 1 e o =N e S B v N )
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TR A AT L, DL W 4 R R T A R L)
CD4 4l M2 4k CD8 4l 28 f B rf iR 5 /B
) SR A

SIS RS T HSV 513E MY A I E S LA
ARG ZH R, I AR B B 6T m i9 B
FEMUE I HSV JEe SCID /) BLELHE LA A 2 S 50
R o XPFP/IN BB S BE B /N B, SCID /N AN fiE %
ISR RSB Z AR R e = ThAREYE T 40 sk B 40 A6,
PR B = AR, T 4R ASBEIE % & & e, R s = Dk
PERY T 4HHE, 243X PR /N R A T 2803 HSV BUR
Sl B 15 400 it PR e HISV, M 38 % A T Ml R L 1t
PR A P 8 T 1 A 2 5 B0 TP o £ 28 s /N B R A
PAATRI IR T TR A A () S . Russell 5 T B IR — 1)
TR At 7E S A X 2 22 a5 B /N BRI A0 i =2 R 25 Bk T
T 4, 2558 7 R R 1 R4 T MR, Mk A
KOBEIRATER 7 REERamas Lt T mER, 456
HAiR 50, B 22235 A MR & PR HSK 2 T 41 A 519
PR . B0 A HSV -1 5 5150 55 90 28 40 56 I 25 B 4
iF 470 HSV -1 (40 i 4028 B Ry, LA e L& P 1) HSK &R 3%
T AME L BB E CDAT A & CD8 4 A T
X I N 7 HE—2 SBR[, WFSE
TELEA ELER SCID /) BRUBEYE HSV -1 Z i 2 M 45 Al T A
T CD4" 4R A CD8* 4l i, &5 5 R Hi A CD4™ 41 it 1Y /)
MEA TR, FAEH, IEH B /NREBR T CD4" 4l
Ji PG HSV -1, T HSK #6028 BE 80 52 1 J 9l A i 74
JT ., MM, ZEEE T CD8 T4 M /N B HSK i, 3 H
KAMEBER LW T, e nl LUE H HSK %
PER N B IR CD4” 4l LA 5 19, T CD8 ™ 4 Jifg X 75
Y BLAT AR

B kL4 A AE HSK &30 AP A & 2200, Hiadik
5 12 SYfaiR Y Igh—1 A7 50 6 A PR % o
SRR R RS X HSV S B S 28, A 7 B 10 1
XEARTRI A HSV =1 B8 85 11 04 5 5 BT A mT DL 13 By Bl HSK
B A A, I B B [ T A %) 3B A AN 5 B CD4 1
CDS 4l 25, HALH o] B2 Brik i) o Fn4E At
ARSI B AR B TEAE

HSK /& HSV 5Lk REMEEHME SR, R
IE AL B0 A F B L R DS A0 M RS 5 A0 i R R B 4 i
3K ICAM -1, B2 A4 151 440 0 R0 100585 1) e 4 i %) 288
e A 8 1 Tk A0 B 7 I A A ) B 4R L BEFSE ICAM -1 O3
K, AR = Fh A B A0 A 24 TR I 21 2 2k HLA -DR $it Ji
(IEHEM I AZIE) . HLA-DR HUJi M4 2 80E
T R EL AN r T . T 40— B 3S st SR H 2 1
RIEH T, IR ICAM—1 F1 HLA-DR HiJE ik, i —4
BORGPERRE SN, WFFERY], TE TNF - IL-1B 5 IFN—y
BIYERT , fA B4l 40 n] il e 18 ICAM -1, {H 2 M i 41
AULRTE IFN—y BEH T A &35 HLA-DR i, —
THE 5% .7~ HLA -DR $T 514 2 35 78 7™ B 10 F IR A8
TR E ., RAEERFX HSK KA w5, a3 %
J&Ge HSV AN KR 1) /N BRAE Y HSV Z A48 T 9L IFN -«
8¢ IFN-B A SR, W/ BR & A= 3 S8 9 o IS 3 iR
A/ UG KOS TRk Z BT 45 T B4 IFN -, I/ R
AR FREIET S . X T HSV ey | WL & 14 9095 L
I A A 2 O A T e 7R 20 B A T K
7, (LS 1ok o 0 S S s ML AR 05

AT, AT HSV i 8 0k 1T LA 5 1R A [H 2 281

HSK, [F)FE AN [ 4R S5 A4 AL S 02 22 G2 T LA [ 2
T HSK M, RL, HSV L5 [ 1 0 52 B
PO RERE I SRS R G LB R MRS T
R DTG A 1 s 7 B0 S A L AR R v R A 5 Xk
HSV YL I H 2ol ik 7 B 28 52 L, D) 81 Sy ek 58 14 2R
N FBEAUALUZ A0, P, T A4 FE 98 50 1 A B, 7
s PR A SR PO 25 1) T TG, I LA 64 B3 g, 41
il 2 A S, XU 3k B B FE R A5, A B ik 2 R
i R A T, Sl G 1ok 58 Y SRR S, e 28 3K B4 T
RT7 H I,

S 3k
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