
Head at the University of Nevada at Reno. As Dean, Dr. 
Thawley had a strong commitment to outreach at the 
College and saw the Leman Conference as a great oppor
tunity to help the swine industry. He encouraged faculty 
in their efforts to build a quality program each year and 
provided the staff to support a conference of this size. He 
will be remembered for his commitment to the growth 
and success of the Allen D. Leman Swine Conference. 

Regardless of all the efforts previously mentioned, you 
the individuals who attend the Leman Conference, are 
the most important reason for success. Without your pres
ence, there would be no need for this meeting. Your com
mitment to your education brings you here. You have chal
lenged yourself and others to be better. We want to meet 
that challenge. 

Thank you for attending the 1998 Allen D. Leman Swine 
Conference. Please feel free to suggest ideas to improve 
future conferences. 

- Charles H. Casey, DVM 
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Porcine respiratory disease complex (PRDC) has 
become a major health problem on swine farms. 
On affected farms, 5-10% increase in nursery 
mortality, 85% reduction in growth rate and up 
to a 37% increase in the numbers of non
marketable pigs have been observed. Porcine 
reproductive and respiratory syndrome (PRRS) 
and SIV appear to interact most readily and 
cause increased severity of respiratory disease 
under field conditions. Respiratory 
pathogenicity of PRRSV isolates has been 
determined by an in vitro method using swine 
tracheal ring (STR) culture. In this experiment, 
we examined respiratory pathogenicity 
following experimental inoculation with SIV 
only or in combination with PRRSV to 
investigate any interaction between PRRSV and 
SIV in post-weaning pigs. 

Twenty eight PRRSV and SIV seronegative 4-
week old pigs were randomly divided into four 
groups and housed in separate isolation rooms. 
Groups I and 2 were inoculated intranasally 
with a high and low pathogenic PRRSV, 
respectively. One week later, these two groups 
were inoculated intranasally with a field isolate 
of SIV (HINI variant). Eight pigs in group 3 
were inoculated with SIV only and 4 pigs in 
group 4 served as the control. Nasal swabs were 
collected every day for 14 days post-inoculation 
(DPl) of SlY, and blood samples were collected 
twice a week during the experiment. 
Two pigs each from the three infected groups 
and one pig from the control group were killed 
at 6, 7, 8 and 9 weeks of age. Lung lesions were 
grossly scored based on the affected area (%) of 
dorsal and ventral lung. Each lung lobe was 
counted as apical 20%, cardiac 20%, 
diaphragmatic 50% and accessory 10%, 
respectively. Virus isolation for SIV from the 
nasal swabs was carried out using MOCK cell 
culture supplemented with bovine serum 
albumin, and PRRSV was isolated from the 
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serum onto MARC-145 cell culture. 
Microscopically, trachea of each pig was 
examined for destruction of cilia and goblet 
cell in the epithelium. Loss of cilia was 
scored as 0 (no loss), I «30% loss), 2 (30-
70% loss) and 3 (over 70% loss). Lung 
lesions were scored as 0, I, 2, 3 by severity 
of lumen exudate of bronchi, bronchiole and 
alveoli, and by inflammation of bronchi, 
bronchioles and blood vessel. We also 
scored the thickness of alveolar septa to 
estimate the severity of interstitial 
pneumonia. 

SIV was isolated from I OPI from some 
pigs and from almost all of the pigs between 
2-6 DPI. After this time, the isolation rate 
decreased until SIV could not be isolated at 
II DPl. Isolation of PRSV was made from 
3 DPl and lasted for 3 weeks. At necropsy, 
group 1 (high pathogenic PRRSV and SIV) 
had markedly higher gross lung lesions over 
10% than were observed in 3/8, 0/8, and 1/8 
pigs of groups 1,2 and 3 respectively. 
There was no marked difference in the score 
between group 2 and 3. Microscopically, 
the cilia scores were not different within the 
treatment groups I, 2, and 3 but were 
different from those of the control group. 
The numbers of goblet cells were decreased 
by the severity of cilia damage. 
Microscopic lung lesions were highest in th~ 
group I and significantly different between 
the treatment and control groups. Scores for 
the thickness of alveolar septa were the 
highest in group I (avg. 2.38), next groups 3 
and 2 were 1.63 and 1.40, respectively, and 
the control group was O. 

In this study, an obvious interaction with 
enhanced lung lesions was observed 
between the high respiratory pathogenic 
PRRSV and SlY. There was no difference 



in the lesion when pigs were infected with low 
respiratory pathogenic PRRSV and SIV. 
PRRSV with different respiratory pathogenicity 
are prevalent under field conditions. Severity of 
respiratory problems on each farm appears to 
depend on the respiratory pathogenicity of the 
PRRSV involved. 

38 


