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Antiplatelet activation mechanisms of anfibatide on ischemic

brain injury protection in mice
Xu Zhehao Hou Shixiang Chen Chunyan et al
( Dept of Pharmacology Anhui Medical University Hefei 230032)

Abstract Objective To observe the antiplatelet activation mechanisms of anfibatide on ischemic brain injury pro—
tection in mice. Methods The focal cerebral ischemia—eperfusion model was built by the suture method for the
right middle cerebral artery occlusion in mice. Male Kunming mice were randomly assigned to six groups including
sham group model group ANF (4 2 1 ug/kg) and positive drug tirofiban ( TRF 0.5 mg/kg) treatment
groups. In ANF and TRF treatment groups ANF or TRF were administrated by intravenous injection after 90 min
cerebral ischemia followed by 1 h reperfusion. 24 h after reperfusion serum B-I'G and soluble P-selection concen—
tration were measured by ELISA  the vWF protein expression was investigated by immunocytochemistry abundance
of GPlba and vWF were observed by immunofluorescence. Results ~ ANF (4 2 pg/kg) significantly decreased the
serum concentration of soluble P-selection and B-TG in tMCAO mice after 24 hour of reperfusion. ANF also re—
duced the abundance of GPlbae and vWF expression in the vascular walls of the ischemic hemisphere. Conclusion

The protective effect of ANF on focal cerebral ischemia in mice may be related to inhibition of platelet activa—
tion reduction abundance of GPIba and vWF in ischemic cerebral microvascular inhibition over release of soluble
P-selectin and B-TG in blood and this affects platelet adhesion and aggregation and thrombus formation so as to
reduce the focal cerebral ischemia—reperfusion injury.
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