


infection for analysis. Manual counting and quantification was conducted using SP-C and 
ABCA3 staining, two different genes expressed by alveolar type II cells. Western blotting 
for SP-C was also conducted and electronically quantified.  
 
Hypothesis: Neonatal oxygen exposure leads to a rapid expansion and then pruning of 
alveolar type II cells. At 2 weeks of age, hyperoxia exposed mice possess a heightened 



analogous type II cell populations. At this time point morbidity and mortality outcomes 
due to IAV infection were very similar. These similar outcomes were presumably due to 
their relative numbers of type II cells, subsequently generating immune responses of 
comparable magnitudes. Taken together this data suggests that early life oxygen exposure 
disrupts the proper number of type II cells required to defend the lung against respiratory 
infection, providing protection at 2 weeks of age and increasing susceptibility as the mice 
grow into adulthood. 
 


