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[Abstract]

Objective To explore whether activated protein C (APC) plays a protective role in ischemic brain
injury.

Methods The models of cerebral ischemia-reperfusion were performed by clipping right middle
cerebral artery (MCA) of male SD rats and releasing MCA after 2 hours of ischemia. The rats were
randomly divided into three groups: sham operation group, normal saline (NS) control group and
APC group, with 6-8 rats in each group. After 6 hours of ischemia, the rats in sham operation group
and control group were given NS (1 mL/kg) by intraperitoneal injection, and the rats in APC group
were given APC (2 mg/kg). At 24 hours after clipping MCA, the neurological function scores,
infarct volume and the permeability of blood-brain barrier (BBB), the expression of protein NF-kB
p65 and IkB and inflammatory factors TNF-a and IL-1f in brain tissue were measured to analyze
the effect of APC in cerebral ischemia.

Results Compared to control group, the neurological function score significantly improved, the
infarct volume and BBB permeability both reduced in APC group. Compared to control group, the
expression of proteins NF-kB p65 and IkB in the cytoplasm increased, the expression of protein NF-
kB p65 in cell nuclei decreased, and the levels of TNF-a and IL-1p in the cytoplasm significantly
decreased in APC group.

Conclusions APC can reduce the levels of inflammatory factors TNF-a and IL-1p, reduce BBB
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permeability by inhibiting the activation and nuclear translocation of NF-kB p65. APC plays a

neuroprotective role in cerebral ischemia-reperfusion injure.

[Key Words] Activated protein C; Cerebral ischemia; Inflammatory factor
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