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Effects of combined use of tetramethylpyrazine and astragalus on neuronal apoptosis and expression of Fos
protein following cerebral ischemia/reperfusion QU You-zhi!, ZHAO Yan-ling?, GAO Guo-dong’.
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[Abstract] Objective: To investigate the effects of combined use of tetramethylpyrazine which is a drug
for activating blood circulation and astragalus which is a drug for reinforcing Qi (25X,) on neuronal apoptosis
and the expression of Fos protein following cerebral ischemia/reperfusion. Methods: Sixty male SD rats were
randomly divided into five groups: sham-operated group, normal saline control group, tetramethylpyrazine
treatment group, astragalus treatment group, combined use of astragalus and tetramethylpyrazine treatment
group. Neuronal apoptosis and the expression of Fos protein were respectively detected by terminal
deoxynucleotidyl-transferase mediated dUTP-biotin nick end labeling (TUNEL) and immunohistochemistry.
Results: Compared with sham-operated group, the numbers of apoptotic neuron and Fos positive cells
increased and mean grey level was lower in normal saline control group (all P<{0.01). Compared with normal
saline control group, the numbers of apoptotic neuron and Fos positive cells were less and mean grey level was
higher in tetramethylpyrazine treatment group, astragalus treatment group and combined use of astragalus
and tetramethylpyrazine treatment group (all P<(0.01), and there was more significant effects in combined
use of astragalus and tetramethylpyrazine treatment group (all P<(0.01) . Conclusion: Tetramethylpyrazine
and astragalus can decrease apoptosis neuron after cerebral ischemia/reperfusion by inhibiting the expression of
Fos protein. The combined use of tetramethylpyrazine and astragalus has more significant effects. It may be
one of the mechanisms of combined use of reinforcing Qi drug and activating blood circulation drug to treat
ischemic stroke.
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