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Elucidation of mechanisms for replication and pathogenicity of herpes simplex virus
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HAVARZ 7 £ )V A (HSV: herpes simplex vi-
rus) (&, < (1920 4E6H) 5 5K IZHFFEAHEAE
ENTVDELANRZATANVADTA MY [ TTH
D, ZOHMEIZ. BOANVRZT AV AFFRIZHR
MIZ74 = Ny 7 ENTVWETLHSVIZIZ 22D
%% (HSV-1 8 X UNHSV-2) 23 0. b Mgk,
FUSANV AR, PEERAIVARAL R R, R
EHEDOPH ANV VA Lo 2SR5k
BEGIERILET, BMRIIBVWTIX, HHEEOY
By BEEFEIZT0 ~90%IEL T3 PINIVRZY
ANZHNIZEH LTS 10 ~20%HBEICED ., 2/3
WKHBLUOEEORBREIKRSL EEZOLNTVE
T HERIHE2SIE->E D LTwbB 7 A B G55%E
TlE. HSV BREIZAERF 1,500 A, PNV
AR R 50 ~ 70 T3 A B L~ Z AR TR 30 T5 A
FAER A ARZNIZAE A 1,500 A2 T 5 & &
NTwEd, 51T BEHEANRREFZA XTI )V
A DBGSEIRE % 2 ~ A RGNS T2 L) #H
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T = RNVEOZERNG L o 2907 4 W AH
DS NTVE 525 RSNV RZITH L
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HSVid, ®EMmo v LV AMEZ#E#ET 5 ET
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(1) Bk % Ze Be 28 CRed CTRIER X S Bl 5., (ii)
t M TOHSVREZ MR LT E /N8
ETFNDELAAET B, (i) 74 WV AD5TAWFE
HYFRNT DR 2 7257 4 L A RAS 35 4ED E
ANCHEL ST WA, (iv) 7 < 2 AT HFSE S
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ZMM e 2iT) 2 e TEET,
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AP OITITEITHIH Ly A& HSV 5052 Il et
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