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To gain insights into the roles for neutrophils and platelets and the lipid
metabolism in the liver, we used mice model in which a variety of TLR ligands causes systemic
inflammation accompanied by liver injury. The following findings were obtained.

(1) Gr-1+ cells involving neutrophils have an anti-inflammatory and protective role in the systemic

inflammation/liver dysfunction model. (2) CD36 gene expression is profoundly upregulated in the
liver during the tolerance state during which the immune response is suppressed after the TLR ligand

induced inflammation. (3) Acute stress causes upregulation of CD36 gene and a rapid initial
decrease in serum triglyceride followed by a subsequent increase. (4) TLR agonists that induces
liver dysfunction compromise the increase of the serum triglyceride after the initial decrease.
Taken together, these findings demonstrate a mechanism by which the lipid metabolism in the liver
plays regulatory roles in inflammation and rapid immune response.
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