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Interferons (IFNs) have an unusual mechanism of action against some membrane 
associated viruses. The inhibitory effect of IFN is expressed in two major ways: 
(i) inhibition of virus assembly, release, and budding as seen ~n most murine leukemia 
viruses (MLVs), mouse mammary tumor viruses, and bovine parainfluenza viruses; or, 
(ii) the combination of a small decrease in the production of virus particles and a 
much greater reduction in the infectivity of released vlrions as seen in some infec- 
tions with MLV and vesicular stomatitis (VSV) virus. In IFNS-treated mouse L cells, 
VSV glycoprotein (G) does not efficiently localize on the plasma membrane fro~ which 
site it is normally incorporated into budding VSV particles. Double-label immuno- 
fluorescense studies indicated that almost all of the VSV G protein was plasma mem- 
brane-associated during the logarthmic phase of virus replication. In contrast, 
treatment with IFN resulted in inhibition of VSV-G transport, so that the C remained 
associated with the Golgi complex (GC). In both IFN-treated and control cells, G was 
resistant to treatment with the enzyme endo-~-N-acetylglucosamlne H indicating that 
the bulk of the G had moved to the trans compartment of the GC. 
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The  a n t i v i r a l  a c t i v i t i e s  of  r e c o m b i n a n t  a n d  n a t u r a l  human  a l p h a  a n d  b e t a  i n t e r f e r o n  
( IFN)  a g a i n s t  ep idemic  i s o l a t e s  of CA24 was i n v e s t i g a t e d  in human  c o n j u n c t i v a l  ce l l s .  All 
CA24 i so l a t e s  were  s e n s i t i v e  to t he  a n t i v i r s l  a c t i v i t y  of n a t u r a l  a n d  r e c o m b i n a n t  a l p h a  
a n d  b e t a  IFN,  h o w e v e r ,  CA24 i s o l a t e d  la te  in t he  ep idemic  were  i n h i b i t e d  more b y  a l p h a  
IFN s u b t y p e s  A a n d  C ( _>0.5 l o g l 0  r e d u c t i o n )  t h a n  n a t u r a l  a l p h a  IFN.  Recombinan t  IFNs 
were  e q u a l l y  o r  more i n h i b i t o r y  t h a n  n a t u r a l  IFN e x c e p t  f o r  a l p h a  IFN J ,  wh ich  was l ess  
e f f e c t i v e  in i n h i b i t i n g  CA24 c y t o p a t h o g e n e s i s  a n d  r e p l i c a t i o n  t h a n  n a t u r a l  IFN a n d  r e -  
q u i r e d  a l o n g e r  p e r i o d  ot  t ime to i n i t i a t e  an  a n t i v i r a l  s t a t e  a g a i n s t  CA24. I n t e r e s t i n g -  
l y ,  i n h i b i t i o n  of cel l  d e a t h  b y  IFN was r e d u c e d  when  ce i l s  were  i n f e c t e d  w i th_>0 .3 -0 .5  
CA24/ce l l .  Most i m p o r t a n t l y ,  CA24 was i n h i b i t e d  when  1000 u n i t s  of  IFN was a p p l i e d  as  
e a r l y  a s  2 h r  b e f o r e  i n f ec t i on .  O u r  r e s u l t s  i n d i c a t e  t h a t  IFN s e n s i t i v i t y  of CA24 e p i -  
demic i so l a t e s  was r e l a t i v e l y  s t a b l e  d u r i n g  the  c o u r s e  of  t h i s  AHC ep idemic  b u t  the  
r e l a t i v e  IFN s e n s i t i v i t y  of each  CA24 was d e p e n d e n t  u p o n  m u l t i p l i c i t y  of  i n f ec t i on  a n d  
the  CA24 i s o l a t e .  Al so ,  t h e y  s u g g e s t  t ha t  some r e c o m b i n a n t  IFNs may be  e q u a l l y  o r  more 
e f f e c t i v e  t han  n a t u r a l  IFN in p r e v e n t i n g a n d / o r  i n h i b i t i n g  d i s e a s e  a n d  s p r e a d  of  v i r u s  
d u r i n g  AHC e p i d e m i c s .  
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