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Sepsis Is a process seen at the extremes of age.:

Study animal models in neonates or old animals
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2/3 of septic patients have serious, underlying diseases-study
compromised animals with underlying diseases and give salvage Rx after
onset of severe infection as we do clinically in human sepsis



Genetics or Environment in Early Deaths (<50 yr) In
adoptees-Denmark: the genes make a difference

Poly-allelic, largely quantitative differences in transcription programs,
no s mp | sudypdudied mice with varied genetic backgrounds
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(Sorensen et al. N Engl J Med 1988; 318:727)




The pathogenesis of sepsis:

The type of pathogen and the site of infection makes a difference

Borrelia spp.

The Host response markedly differs in
experimental infections from Gram-positive

and gram-negative pathogens and this likely
to be true in human sepsis as well




