


 



he release of viral nucleic acids and proteins into the cells’ cytoplasm 

using highly pathogenic 1918 ‘Spanish’ influenza and avian H5N1 influenza viruses. 





I’d like to extend my thanks to all members of Team 15 and Team 146 that I’ve been fortunate 

enough to work with since 2009. They’ve given me a much needed r

and have been a pleasure to work / socialise with. Further to this, I’d also 

they’re not sure what I’m talking about on the phone, and I couldn’t have 

– especially those in Homerton, and from my other ‘homes’ in London and 

heffield. A special thanks needs to go to Tiff too; you’ll never know how much you helped me 

since I met you right at the beginning in Cambridge and I’ll forever be grateful

Here’s to the next step and whatever that may bring





1918 ‘Spanish’ influenza

1957: the ‘Asian Influenza’ pandemic

1968: the ‘Hong Kong Influenza’ pandemic

1.2.2.3 1976/77: The ‘Fort Dix’ virus and ‘Russian’ influenza pseudo





A “typical” phenotypic response















α2,3 galactose (α SA) and α2,6 galactose (α

Figure 1.6: The role of the 1918 ‘Spanish’ influenza virus in the pandemics of the 20

Figure 1.11: Broad mechanisms of viral antagonism of the host’s innate immune response. 



tional role of influenza’s NS1 protein in antagonising the cell



Figure 4.1: Analysis of each IFITM3 amino acid’s influence on antiviral restriction of influenza 












