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Figure 4. Bacterial adhesion, but not invasion, occurs without FnbA at different points throughout the viral life cycle. A) Cells were infected with PR8 BEI virus (MOI 3) for 1 hour. Post-inoculum removal, at 1 hpi or 4 hpi 10%-107 CFU S. aureus mutants were added. 30 min post bacterial addition,
cells were lysed with Triton-X100, plated on TSA, and incubated overnight at 37°C before enumeration (n=5). B) Cells were treated as in A) but 30 mins post bacterial addition, 150 pg/ml gentamicin were added for 30 min. Following gentamicin removal, cells were lysed with Triton-X100 and plated
on TSA, followed by overnight incubation at 37°C and enumeration (n=5). Data shown are mean +/- SEM.



