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Mechanism of flurbiprofen axetil on protecting blood-brain barrier func-
tion in rats with cerebral ischemia-reperfusion injury by mediating MAPK
signaling pathway

CHENG Jing-jing, CHENG Shao-fei, CHI Xiao-hui
( Department of Anesthesiology ,Handan Central Hospital ,Handan 056000 ,Hebei, China)

[ Abstract] Objective:To explore the mechanism of flurbiprofen axetil on protecting blood-brain barrier function in rats with cer-
ebral ischemia-reperfusion injury ( CIRI) by mediating mitogen-activated protein kinase ( MAPK) signaling pathway. Methods: A total
of 72 healthy male SD rats were enrolled and randomly divided into sham operation group ( Sham group) ,CIRI group (IR group) and
flurbiprofen axetil group (F group) ,24 cases in each group. The classic model of cerebral ischemia-reperfusion was constructed, the is-
chemia time was 2 hours. After 24 h of reperfusion,wet/dry weight was weighed to measure the water content of brain tissue. The perme-
ability of blood-brain barrier was detected by Evans blue (EB) staining. The expression of phosphorylated p38 MAPK protein in brain
tissue of ischemic area was detected by immunohistochemistry. The relative expression level of phosphorylated p38 MAPK protein was
detected by Western blot. Results ;: The water content and EB content of brain tissue in F group were higher than those in Sham group,
which were lower than those in IR group (P <0.05). The positive expression grade and relative expression of p38 MAPK protein in F
group were higher than those in Sham group,which were lower than that in IR group (P <0.05). Conclusion; Flurbiprofen axetil can
reduce CIRI in rats,and protect blood-brain barrier function. The mechanism may be related to inhibiting MAPK signaling pathway and
down-regulating p38 MAPK expression.
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