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[ Abstract] Objective To explore the mechanism of the Bunaozhixian Powder on treatment of
epilepsy, we observe the effect of Bunaozhixian Powder on neuron apoptosis genes Bax and Bel-2 expression
in the hippocampus area of epileptic rats induced by pentylenetetrazol (PTZ). Methods Select 10 rats
from 78 normal wistar rats randomly as the normal group. The remainder 68 rats are injected abdominally
with PTZ as epileptic model. Then randomly select 50 epileptic rats, divide these rats into 5 groups: the
model group ,the sodium valproate group high dosage of Bunaozhixian Powder group ,medium dosage of Bu-
naozhixian Powder group and low dosage of Bunaozhixian Powder group. Every group has 10 rats. 5 groups
are injected with PTZ as epileptic model except the normal group. Examine the hippocampus cerebral
tissues Bax, Bcl-2 protein expression with enzyme immunoassay method in every group. Results
Compared with the model group, the positive Bax and Bel-2 protein density value of hippocampus neuron
area of rats with medical treatment get significant lower and higher respectively (P<0.05) ,but low dosage
of Bunaozhixian Powder group have no significant change( P>0.05). Besides, high dosage is compared to
medium dosage of Bunaozhixian Powder group, and these two groups are compared to the sodium valproate
group, the positive Bax and Bcl-2 protein density value have no significant change (P>0.05). Conclusion

The high and medium dosage of Bunaozhixian Powder can change the neuronal apoptosis genes Bax and
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Bcl-2 expression in the hippocampus area of epileptic rats. So the Bunaozhixian Powder can inhibit

epileptic seizures.
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