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caused higher mortality (62%) as soon as 24h post-infection, than initial strains (0%),
p<0,01. Furthermore, the bacterial counts in the spleen and the lungs were higher in the
initial strain- vs recurrent strain-infected animals (7.65%1.00log1l0 vs 5.85%*3.39log10
CFU/lungs (p<0.05) and 5.27%0.28logio0 vs 3.39%*1.63logio CFU/spleen (p<0.05)
respectively, 48h post infection) suggesting that S. aureus isolates recovered from
recurrent infections harbors lower virulence power than those recovered from initial
infection.
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Conclusions

These findings suggests for the first time that S. aureus BJI chronicization is associated with an in vivo bacterial
adaptation leading to host immune escape, linked with higher intraosteoblastic persistence and biofilm formation.





