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Protective effect of baicalin on inflammatory injury following transient

focal cerebral ischemia reperfusioninrats

OUYANG Chang-Han, WU Ji-Liang"

(Department of Pharmacology, Xianning College, Xianning 437100, China)

Abstract

AIM Toinvegtigate if the protective effect of baicalin on cerebral injury induced by transient focal ischemiaisrelated to
modulation of expressions of inflammatory cytokines or adhesive molecules. METHODS Transient focal cerebral ischemia
injury model in rats was induced by occlusion of the right middle cerebral artery for 2 h, followed by 24 h reperfusion. The
infarct volume and neurological deficit were determined by TTC staining and the scoring method of Longa et al. The
expression of intracellular adhesion molecule-1 (ICAM-1), neutrophilsinfiltration, and myeloperoxidase (MPO) activity in
brain were measured by immunohistochemistry, hematoxylin-eosin staining, and spectrophotometer, respectively.
Semiquantitative RT-PCR was employed to assess the expression of inducible nitric oxide synthase (iNOS) mRNA. The
level of interleukin-1 (IL-1) in brain was assayed by radioimmunoassay. The expression of nuclear factor-kB (NF-«xB)
protein was evaluated by Western blot. RESUL TS After transient cerebral ischemia, MPO activity and the expression of
ICAM-1 in the periphery of ischemic cortex were significantly increased. Increase in INOS mRNA and NF-xB protein
expression was aso shown in the ischemic area. Treatment with baicalin markedly reduced brain infarct volume and
neurological deficit induced by ischemic insult, inhibited MPO activity, inflammatory cell infiltration, as well as expression
of ICAM-1, iNOS and NF-«B, and decreased IL-1 level. CONCL USION Baicalin may play a protective effect on cerebral
ischemic injury through inhibiting the expression and release of the inflammatory mediators after cerebral ischemia
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