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Sensit ivi ty of 82 herpes simplex virus isolates to acyclovir and interferon a. 
V. Dumas and J.H. Joncas. Ste-Justine Hospital & University of Montreal, Montreal, 
Quebec, Canada. 

We have tested two methods to determine the sensi t iv i ty  of HSV isolates to Acy- 
clovir  and Interferon a: A c o l o r i ~ t r i c  method (Neutral Red Dye Uptake) and DNA 
Hybridization. There was a good correlation between the values obtained by the two 
methods (n = 16, r : .724, p = .002). Furthermore our results show that the two 
methods were reproducible and rel iable. Using the f i r s t  method HSV-I isolates had 
ED50 ranging from 0.030 ± 0.02 to 0.164 ± 0.03 (mean 0.097 ~g/ml) for ACV and 6.3 ± 
5.2 to 54.0 ± 9.0 (mean 37.8 I.U./ml) for interferon ~; H2V-2 isolates had ED50 rang- 
ing from 0.038 ± 0.03 to 0.174 ± 0.07 (mean 0.]03 ~g/ml) for ACV and lO.O ± 5.0 to 
55.0 ± I f .4  (mean 35.0 I.U./ml) for interferon a. Using the second method, HSV-I iso- 
lates had ED50 ranging from 0.033 ± 0.12 to 0.190 ± 0.031 (mean 0.09 ~g/ml) for ACV 
and 8.5 ± 5.0 to 50.0 ± 10.0 (mean 3].5 I.U./ml) for interferon a; HSV-2 isolates had 
ED50 ranging from 0.040 ± 0.05 to 0.190 ± 0.05 (mean 0.I09 ~g/ml) for ACV and 15.2 ± 
5.l to 43.5 ± 6.0 (mean 34.0 I.U./ml) for interferon a. Two additional isolates from 
a patient who received a bone marrow transplant, and was treated with ACV, had ED50 
of 50 ~g/ml ± lO ~g/ml, 22 days and 50 days following the in i t ia t ion  of therapy. 
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CO~P~'~RATIVE SUSCEDTIBILI%~Y ~F i~ACTiV~,TLD II~.RP~S SII~i~LKX VIIIUSUS (HSV) 
TO £iLI:Z~ ;d~TIV!I{AL AGENTS. N.K. AYISII~ A.L. Stltart, ~ and V.S. Gupta2. 
~aculty of Veterinary ~,edicine, University of l~aiduguri, NiEeria , and 
-Western Colle~e of Veterinary ~iedicine~ University of Sasl~atchewan t 
Canada. 

The susceptibility of latent HSV strain ~ISi reactivated from the 
dorsal root EanElia of control and dru E treated guinea pies to three 
antivirals was investiEated, blethoxymethyldeox3nxridine (~3d11) inhibited 
parent virus and reactivated virus from control Eroup to the same extent. 
Arabinosyl adenine (ara-A) was more effective aEainst the reactivated 
virus than against the parent virus. In contrast t there was a 5-18 fold 
decrease in the susceptibility of the reactivated virus to acyclovir (ACV) 
when compared with the parent viruse A similar patter of susceptibility 
cas seen ~ith viruses reactivated from ~;UdR-ara-A combination (~idarbine) 
and ACV treatment Eroupse These results m.y partially explain the relative 
decreased efficacy of ACV in the treatment of recurrent HSV Eenital 
infections rel~orted by several investi,~ators. Furthermore, 51idarbine may 
prove to bc quite beneficial in the treat,,cnt of recurrent "ISV infectlonse 
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