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Immunohistochemistry Figure 2. HPA-axis response to intraperitoneally injected LPS in WT and global IL-1R1 KO mice.

A: ACTH in plasma. B: Corticosterone in plasma. C: Expression of Fos protein in the paraventricular

Brain sections were cut at 40 um on a freezing microtome and incubated in primary antibody solution (anti- nucleus of the hypothalamus. Scale bar = 100 pum. In (A) and (B), n = 5-6 in the saline treated groups
c-Fos antibody, Millipore, 1:10000; Millipore) for 60 hours at 4°C, treated with secondary antibody for 2 and n = 7-9 in the LPS treated groups. ' ' S u m m a ry
hours, and then with Avidin-Biotin complex solution for 2 hours at room temperature.

A LPS 10 ng/kg B LPS 120 nug/kg
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