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ter Titer ) 50,0004%~0.005%, PRERMNKEELET, A RERRRE TM 3l
R H A VUGS SR E T e .
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RARA, IFV] s 2 OIS WDE AL 45 .
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Table 1 Cytopathological changes of HEF monolayer at TM

TM conc.ng/ml
125250 500 1000 2000
CPE — . — . Lt

-~ = About 50% of cullures show rapid rounding, lysis
or detached. Cytopathelogical changes were recorded

at 8 days postinfection,
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Fig 3. HCMV L=ziency in HEF Celis with 1M 500ng/ml ( mol=0p.1pfu/Cell)
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PRI R Y, MMfAR R HAREEIICKHHEF AREXET 37 Chgf—B iEG, LR
MR EFTREBPEICMY,

4 PO E
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Tabh.? Infectious center in HCMV latently infected cells meaintained at 40.5°C

Days postinfection Infectious-center titer®
per 105 cells /3
30 5 0.065
50 3 0.003
70 0,8 0.0008
a0 0.4 0.0004
o n.5 0.0005

130 0.5 0.0005

* Average from two replicate cultures
g P

FIAARBEERT, MAXRMgFSHHE, HCMV, KE—HRESHZR EB &
BEMEES R4 Y ( Persistent virus infection), HCMV a[ 5| & r i J5 50 035 ik
AR R B D 1R PR AR B AR G R AR R, AR VTS S A AR T A A L B B bk B2 2 i B v
YERI AR . HOMV SRR Qi £ R sk R R A 3 R i i i A VA P 3t 2 B A
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Katz %5 g Fi TM i 38 Kb 30 S Al 209 3 (TS V) IR B HL 0 B BIUKE B 3 DNA & Bt
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HUMAN CYTOMECALOVIRUS LATENCY IN HUMAN
EMBRYONIC FORESKIN CELLS IN VITRO

Zeng Fan-ji

( Department of Virology, Wuhan University, Wuhar )

Human cytomegalovirus(HCMV)!atency model in human embryonic for-
eskin cells(HEF)was estabiished with 5(0ng/m} of Tunicamycin(TM) which
is a2 glucosamirs-containirg antibiotic that specifically inhibits glycosylation
of pruteins,

Toxic effecis in confluent monslayer cultures occurred when more than
500ng/ml of TM was used,

The different concentrations of TM reduced the yield of HCMV to va-
rying degrees, however, HCMV was not totally inhibited, At 5 days postin-
fection HCMV was not detectable at 2 TM concentration of 1000ng/ml,

HEF monolayer cultures were infected with HCMV and maintained for
7 days in maintenance medium containing 500ng/ml of TM, Infectious virus
became undetectable and remained undetectable for periods of at least 135
days postinfection after TM treatment and incubation at 40,5°C, The high
titers of infectious HCMV could be detected by decreasing the incubation
temperature from 40,5°C at any time during the latent period,

To determine the number of latently infected cells maintained at 40,5°C,
infectious center assays were carried out, The infectious center titers ranged

from (,0004% —0,005%, The results showed a low reactivation rate,



