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Abstract

ischemia reperfusion injury in rats and its mechanism of anti—apoptosis. Method: The model of cerebral ischemia

Objective: To study the effects of huoxuetongluo recipe on neural function recovery after cerebral

reperfusion (I/R) was induced by middle cerebral artery occlusion (MCAO) and recanalization. Terminal deoxyribo—
nucleotide transferase —mediated dUTP-biotin nick end labeling (TUNEL) method was used to detect the apoptotic
neurocytes. The positive neurons of Fas associated with death domain protein(FADD) caspase—8 and caspase—-3 were
detected by immunohistochemistry. Result: Compared with model group, the apoptotic index (Al) and the positive
neurons of FADD, caspase-8, caspase-3 decreased markedly in huoxuetongluo group, the learning and memory
abilities also increased, the scores of neural function impairment decreased significantly (P<0.01—0.05). Conclusion:
FADD, caspase—8 and caspase—-3 play important roles in the apoptosis after cerebral I/R injury. Huoxuetongluo
recipe could improve the neural function, and the mechanism maybe concern with suppressing the pathway of
apoptosis death receptors.
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