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The purpose of this study was tozinvestigate the pathogenesis of swine influenza
virus (SIV) subtype A/Swine/Thailand/S1/05 (H3N2) and A/Swine/Thailand/HF6/05
(H1IN2) in 22-day-old pigs. Two pigs from each SiV-inoculated group and one pig from
the control were necropsied at 2, 4 and 12 days post-inoculation (dbi). All pigs in the
infected groups developed typical signs of flu-like symptom on 1-4 dpi. The lungs of all
control pigs looked grossly normal at all necropsies. The severity of the cranioventral
pneumonia (checker board pattern} was observed at 2 dpi and persisted until 12 dpi in
H1NZ-infected pigs. However, H3N2 virus induced mild pneumonia and resolved within
4 dpi. Microscopically, broncho-interstitial pneumonia was severe at 2 dpi particularly in
all H1N2-infected pigs. Immunohistochemistry (IHC) demonstrated strong positive dark
brown staining in the nuclei of the alveolar, bronchiolar and bronchial epithelial cells and
macrophages in all infected groups as early as 2 dpi and found until 4 dpi. Similarly,
virus shedding from the nasal cavities was seen as early as 2 dpi from both infected
groups as demonstrated by RT-PCR and virus titration. Based on phylogenetic analysis,
the HA gene of subtype H1N2 from Thailand clustered with the classical H1 SIV
sequences, whereas, subtype H3N2 clustered with H3N2 human-like SIV from the
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1970s.





