
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 

Pathogenesis When wild type AAV infects human cells in the absence of a 
helper virus, its gene expression program is shut down and 
the virus remains latent by stably integrating into a specific 
site on chromosome 19.  

Recombinant AAV vectors do not contain Rep coding 
sequences and so lose the property of site-specific 
integration, raising the concern of insertional mutagenesis. 

 Upon subsequent infection of the cell with a helper virus 
(CMV, adenovirus, herpesvirus, vaccinia), the AAV genome is 
rescued from latency, resulting in AAV DNA replication and 
the formation of new viral particles. 



Potentially at a later time when a helper virus is present, 
inactive AAV can be reactivated and produce infection.  

• In the presence of helper virus, AAV can replicate and 
generate up to 1x106 copies per cell, thus killing them.  

In addition, helper viruses used to trigger AAV replication 
may cause disease. 


