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Improvement of Batroxobin Injection on photochemically-induced embolic
cerebral infarction model in rabbits
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Abstract: Objective To study the improvement of Batroxobin Injection on photochemically-induced embolic cerebral infarction
model in rabbits. Methods Rabbits were randomly divided into Sham operation, model, high-, and low-dose Batroxobin Injection
groups (0.005, 0.015 BU/kg). The embolic cerebral infarction model was induced by photochemical method, then the effect of
Batroxobin Injection was observed. Results When the cerebral infarction was caused by improvd photochemical method, the
cerebral blood flow reduced in each group. The cerebral blood flow in high- and low-dose Batroxobin Injection groups reduced over
50% at 120 min compared with the Sham group. Even more the damaged nerve function and cerebral infarction were observed, which
proved that the model was scientific and reliable. After Batroxobin Injection administration at a dose of 0.005 and 0.015 BU/kg, the
cerebral blood flow increased remarkably, and the nerve function and cerebral infarction were also reduced. As well, the research
demonstrated that the fibrinogen (FIB) decreased and the tissue-type plasminogen activator (t-PA) increased. More over, there was no
remarkable hemorrhage side reaction. Conclusion A model of rabbit focal cerebral infarction with the improvement is established by
photochemical method, which is successful and may be reliable in the evaluation of antithrombotic drug research. Meanwhile,
Batroxobin Injection could improve the damaged nerve function and narrow the cerebral infarction by this model.
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Table 4 Effect of Batroxobin Injection on type of cerebral hemorrhage in cerebral infarction rabbits in each group
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