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PLOS one

Prolonged Neuroinflammation after Lipopolysaccharide Exposure
in Aged Rats Click HERE...

LPS-treated rats showed up-regulated mRNA expression and
.« e protein levels of pro-inflammatory cytokines in the hippocam-
@ . PLOS ‘ ONE pus. These changes associated with astrogliosis in the hippo-
o campus dentate gyrus (DG), IL-1b immunoreactivity and elevat-
ed NF-kB p65 expression up to day 30 post LPS exposure. Over-
. . all, these data demonstrate that LPS induces prolonged neu-
roinflammation and astrocyte activation in the hippocampus of
aged rats. Hippocampal NF-kB p65 and excessive astrocytes-de-

rived IL-1b release may play a pivotal role in regulating longlast-
ing neuroinflammation.

ELSEVIER - Journal of Autoimmunity

Myeloid sphingosine-1-phosphate receptor 1 is important for CNS
autoimmunity and neuroinflammation

reported that C57BL/6J mice harboring phosphorylation defec-
tive S1P receptor 1 (S1P1) (with mutated serines in the carboxyl
terminus, leading to impaired receptor internalization)
[S1P1(S5A)] developed severe, TH17-dominant experimental
autoimmune encephalomyelitis. In this study, we demonstrate
that S1P1-mediated TH17 polarization is not an intrinsic T cell
effect, but dependent on sustained S1P1 signaling in myeloid
ELSEVIER cells. First, utilizing the SIP1(S5A) mice in the EAE model, we
observed that S1P1 activated and enhanced antigen presenta-
tion function in myeloid cells. Second, sequential phosphoryla-
tion of STAT3 occurred in dendritic cells, monocytes, and macro-
phages/microglia during neuroinflammation. Third, we show
that pro-inflammatory (CD45hiCD11b+Ly6Chi) monocytes con-

tribute to TH17 differentiation and neuroinflammation by regu-
lating IL-6 expression.

Journal of Neuroscience

EP3R-Expressing Glutamatergic Preoptic Neurons Mediate
Inflammatory Fever.

Fever is a common phenomenon during infection or inflamma-
. toryconditions. This stereotypic rise in body temperature (Tb) in
]Neuroscl response to inflammatory stimuli is a result of autonomic
THE JOURNAL OF NEUROsCIENCE  T€SPonses triggered by prostaglandin E2 action on EP3 recep-
tors expressed by neurons in the median preoptic nucleus (Mn-
. X POEP3R neurons). To investigate the identity of MNPOEP3R
neurons, we first used in situ hybridization to show coexpres-
sion of EP3R and the VGIuT2 transporter in MNPO neurons. Ret-
rograde tracing showed extensive direct projections from Mn-
POVGLluT2 but few from MnPOVgat neurons to a key site for fever
production, the raphe pallidus. Ablation of MNPOVGIuUT2 but not

MnPOVgat neurons abolished fever responses but not changes
in Tb induced by behavioral stress or thermal challenges.
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