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BVDU #jfi %, FMAU80ng/ml,FIAU 100 ng/
ml, BVDU 700 ng/ml EJT]5% 4 47 ) GPHLV
7£ GPE #jla F1JE i 25 B, IDg, 3R 4 AR 34,
48, 189 ng/ml, GPHLV-394 %] ACV fj] PFA
MR HEHT, 1Dgo HkE4yBISZ 280 Fi1 300 ng/ml;
#F FIAC & #% &, IDg, ¥ B 24 3.9 ug/ml
(# 1), b GPHLV-394 X 6 Fh 25 ¥Ry SOk
¥ Jfi /5 2 FMAUSFIAU> BVDU> FIAC>
ACV>PFA,

Tab 1, Inhibitory effects of ¢ antiviral com-
pounds on guinea pig herpes-like virus-334 plaque
formation, n=2, x+SD

Virus infectivity log plaque

Drugs titers reduc-— IDs,
(log PFU/0,1 ml) tion
Control 5.5+0.5 0 0
FMAU 10.0 4,94+0.2 0.6
ng/ml  30.0 3.3+£0.4 2.2
50.0 2.14+0.1 3.4 34.0
80.0 0 =5.5
100.0 0 >5.5
FIAU  10.0 5.340.5 0.2
ng/ml 30,0 4.3+0.1 1.2 48.0
80.0 2,040.0 3.5
100.0 0 >5.5
FIAC 0.1 5.240.2 0.3
pg/ml 1,0 3.6--0.4 1.9 3.9
10.0 2.1+0.1 3.4
50.0 0 >5.5
BVDU 7.0 5.84+0.1 -0.3
ng/ml  70.0 4.8+0.1 0.7
200.0 1.840.2 3.7 189.0
400.0 0.9+1.2 4.4
700.0 0 >5.5
ACV 0.1 5.5640.2 0
pg/ml 1,0 5.140.1 0.3
10,0 5.7+0.0 ~0.2
50.0 5.3+0.1 0.2 280.0
100.0 4.440.0 1.1
500.0 2.4+0.0 3.1
600.0 0.56+0.7 5.0
PFA 0.2 5.240.1 0.3
pg/ml 2,0 4.9+0.0 0.6
20.0 4,840.1 0.7 300.0
50.0 5.3+0.4 0.2
100.0 4.940.0 0.6
500.0 2.,5+0.1 3.0
600.0 0.74+0.9 4.8

FMAU, FIAU, FIAC, BVDU, ACYV,
PFA %} 394 GPHLY 7= RN ¥IE EFHER
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T3k 5.0log/0.1ml /45, d7 |-F% 5.5 log/
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Fig 1. Effect of ¢ antiviral compounds on guinea
pig herpes-like virus-394 yield in guinea pig
embryo cells, ( o ), virus control; (® )., FMAU and
FIAU (.5 ng/ml, FIAC 0.1 ug/ml, BVDU 0.7
ng/ml, ACV and PFA 5pg/ml; (x), FMAU and
FIAU 5 ng/ml, FIAC 1,0 ug/ml, BVDU 7 ng/ml,
ACV and PFA 50 pg/ml; (1), FMAU and FIAU
50 ng/ml,BVDU 70 ng/ml, ACV and PFA 500
pg/ml, PFA, plaque formation unit,

FMAU, FIAU, FIAC, BVDU, ACV,
PFA %f GPHLV-394 & CPE #I 8i{§ B 7 3
TR o i B M8 % xf GPHLV-
394 CPE Wyigmibon, fE8EFwiE JoE 4 9d
L2 h, Kot FMAU 50 ng/ml, FIAU 50

ng/ml, FIAC 1ug/ml, PFA 500 pug/ml # =2
2 M Hls 7 GPE 4 vp 31 CPE; BVDU
70 ng/ml 52 440 55 B 76 GPE 47 g vhili 21
CPE jx 8d; ACV 500 ug/ml 7[5z 4 im#| CPE
HElE 5d, PGS CPE JEHERREE25% (+) D)
T. 7353 CPE ikt 72 b1, GPE @ik
BEHW, CHBRERENS, MIRHHE
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B, MBS 5d Ry CPE T F B R F X
FRRE A% 25% (A% 1 4~ +).{H PFA 5 pg/ml 3t
d 4-5 iy CPE R RAEMIMGIER . PRlE2
¥y% GPHLV-394 f) CPE JfifEm L% 2,

Tadb 2. Inhibition of ¢ antiviral compounds on
guinea pig herpes-like virus-3394 cytopathic effect,

Days after infection

Drugs  g/m} 12345678 9
Control -~ 0+ H HHEHEHEH B8
FMAU 0.005 0 0 & + + + + H
FIAU 0.005 0 0 + + + + + +H H
FIAC 0.1 0 0 & + + th H
BVDU  0.007 0 + + + H HOH M
ACV 50.0 0 0 + + + H H Ht
PFA 50.0 0 0 + + + H H Hit #
vt T
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Efficacies of six antiviral compounds against guinea pig herpes-like

virus in vitro

ZHENG Zhi-Ming

ABSTRACT Efficacies of FMAU (2/-fluoro-
5—methylarauracil), FIAU (2/-fluoro-5—
iodoarauracil), FIAC (2/—fluoro-5-iodoaracy-
tosine), BVDU [E-5-(2-bromovinyl)-2/—

(Virus Research Institute, Hubei Medical College, Wuhan 430071)

deoxyuridine], ACV (acyclovir), and PFA
(trisodium phosphonoformate) against guinea
pig herpes-like virus-394 (GPHLV-394)
were studied by using plaque reduction, yield
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reduction, and cytopathic effect (CPE)
inhibition assay. The results of the studies
performed in primary guinea pig embryo cell
cultures showed that FMAU, FIAU, and
BVDU inhibited GPHLV-394 with the
corresponding ID,, of 34, 48, and 189 ng/ml,
respectively, whereas the ID,, of FIAC,
ACV, PFA were 3.9, 280, and 300 ug/ml,
respectively. Yield reduction assays were

more sensitive than plaque reduction in the
antiviral assays and the multiplication curve
of GPHLV-394 was defected in the presence
of drugs.

KEY WORDS arabinofuranosyluracil;
cytarabine;: bromodeoxyuridine: acyclovir;
herpesvirus infections: tissue culture
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