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Introduction: Hepcidin, a small circulatory peptide hormone,
regulate systemic iron homeostasis. During inflammation it

is markedly upregulated, therefore we investigated Hepcidin
expression after inflammation and cortical stab injury.

Methods: Groups of rats were injected with lipopolysaccharide
(100 pg/kg) to induce systemic inflammation, or mechanically
injured in the cerebral cortex. Protein, mRNA expression and cell
phenotypes were analysed.

Results: Hepcidin mRNA expression was upregulated in liver after
LPS treatment but no expression in control brains, and dramati-
cally high expression was found in the brain after stab injury or
after LPS stimulation.

Conclusion: The iron regulatory hormone hepcidin could provide a
mechanistic link between the iron mishandling and inflammation
that coexist in neurodegenerative diseases. Hepcidin protein was
increased in brain during acute phase systemic inflammation. It
did not originate in situ, since little hepcidin mRNA was detectable
in brain, rather it was synthesised in the liver and crossed

the blood brain barrier. This provides a mechanism by which
expression of Hepcidin in response to systemic inflammation can
promote neuronal cell survival.



