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 Recruitment of neutrophils and macrophages and characterization of macrophage polarization
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Macrophages display a high plasticity and there polarization is strongly influenced by the
local microenvironment.
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liver failure (ACLF) is not fully understood.
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development of HFD-induced FLD and evaluation of its relevance for progression to NASH
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> After 16 weeks of HFD in particular the number of neutrophil granulocytes increases when compared to chow fed animals, while recruitment of

- Experimental Model of HFD induced fatty liver disease (FLD) and metabolic disturbance CD14*/F4/80* macrophages is rather slightly enhanced. (additional time points in work: 4, 8, 12, 20, 26, 30 weeks)
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« Depending of the results analysis of genetically engineered mice: MK2/-, STAT3Ahep STAT3Amac,
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