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Introduction 
A major impediment to PRRSv control is 
“persistent infection” in individual pigs. Under 
experimental conditions, persistent infection 
with PRRSv has been well documented.1-6 
Persistently infected pigs are silently infected 
with PRRSv and do not show the clinical signs 
associated with the acute phase of PRRSv 
infection. When compared to serum, tonsillar 
biopsies, conjunctival swabs and a number of 
other samples, the oropharyngeal scraping has 
been shown to be the superior ante-mortem 
sample for detecting persistent infection under 
experimental conditions.7,8  Utilizing RT-PCR 
methods allowed the authors to quantify PRRSv 
on tonsilar crypt exudate from live sows.9  
 
Material and Methods 
In this study we examined the use of a non-
invasive ante mortem technique to obtain 
tonsilar crypt exudate over time from two 
completely isolated groups of 44 weaned pigs 
(88 total) inoculated with either a commercially 
available Modified Live Virus (MLV) vaccine 
or a farm specific Live Virus Inoculation (LVI). 
Following exposure to the MLV or LVI, we 
used oropharyngeal scrapings to monitor tonsilar 
crypt shedding of PRRSv for 160 days in order 
to determine the duration of time that PRRSv 
can persist in tonsilar crypt exudates and to 
determine if a 90% tonsilar clearance rate is 
adequate to prevent transmission of PRRSv to 
naive animals.  
 
Results and Discussion 
In this study, no apparent differences were 
demonstrated between PRRS MLV and PRRS 
LVI vaccinated pigs in their ability to produce 
an antibody response and clear PRRSv from 
their tonsils. We were able to determine that 
following a point-in-time inoculation with 
PRRSv circulating ELISA antibodies will  
remain in the serum of pigs longer than the viral  
 
 

 
particles will remain in the tonsilar crypt  
exudate. We were also able to demonstrate that  
tonsilar crypt exudate obtained from live 
animals is a good source of viral particles and 
can be utilized to quantify the level of PRRS 
virus colonizing this tissue.  
 
We also determined that naive pigs remained 
seronegative following exposure to pigs that 
were vaccinated 130 days prior to this 
commingling. From this study the time 
necessary to eliminate the risk of transmission is 
at least 130 days, but a potential risk for 
transmission may still exist in a population of 
pigs for up to 160 days (as determined by 
bioassay).  
 
Bioassay results demonstrated that tonsilar crypt 
exudate and positive pooled serum samples were 
infectious and that the negative control tonsilar 
crypt exudate samples obtained were negative.        
 
This has important implications for producers. 
Based on this study, to eliminate the risk of 
PRRSv transmission and its possible disease 
ramifications, isolation of animals after exposure 
to PRRSv should be at least 160 days post-
exposure. Likewise the period of herd closure 
(no introduction of gilts) after a PRRSv episode 
must be at least 160 days after the last animal 
was actively exposed to virus.  
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