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Motivation Aim:

With over 70 %, neutrophils represent the highest fraction of blood leukocytes. Since they In the current study we use a prevously established bottom-up approach to simulate virtual neutropenic

can migrate to sites of infection and clear the organism from pathogens they constitute  patjents. Thereby, we investigate whole-blood infections with different bacterial and fungal pathogens
an important part of the immune system. and test possible treatment strategies in silico.

neutrophil count (ANC) in blood called neutropenia. Neutropenia can be due to a

disturbed development of neutrophils in the bone marrow, a disturbed migration to the Legend-

The severity and the duration of neutropenia directly correlates with a higher risk for Outlook

infections. Such infections are primarily caused by bacteria like Staphylocoocus spp. and

Streptococcus spp. but also by fungal pathogens like Candida spp. and Aspergillus spp.

However, diseases or medical treatments can result in a reduction in the absolute
blood stream or a rapid consumption due to an infection.
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