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Pharmacological Effect of Buyang Huanwu Tang on Rats with Parkinson’s Disease and

Its Regulatory Effect on JNK Pathway
JIN Rongrong

Abstract: Objective: To analyze the pharmacological effect of Buyang Huanwu tang on rats with Parkinson's disease and
its regulatory effect on c—Jun N-terminal kinase (JNK)pathway. Methods: The model of rats with Parkinson's disease was
established by using 6—hydroxydopamine hydrobromide(6—OHDA). They were treated with Buyang Huanwu tang via perfusion.
Detected their behavior, measured the contents of tyrosine hydroxylase (TH), phosphorylated extracellular signal-regulated
kinase c—jun(p—c—jun)and cysteinyl aspartate specific proteinase 3(Caspase-3)in substantia nigra by immunohistochemistry,
and analyzed the pharmacological effect of Buyang Huanwu tang on model rats and JNK pathway. Results: Comparing with
the blank group, significant rotational behavior occurred in the model group(P < 0.01), the expression of TH in substantia nigra
was significantly decreased, and expressions of p—c—jun and Caspase-3 were significantly increased(P < 0.01). Comparing
with the model group, there was significant improvement in behavior of rats in the treatment group, the expression of TH in
substantia nigra was increased, and expressions of p—c—jun and Caspase-3 were decreased, but only the group after 28
days treatment has significant difference(P < 0.05). Conclusion: Buyang Huanwu tang can improve the behavior of rats with
Parkinson's disease, which has certain protective effect on rats with Parkinson's disease. Its functional mechanism may be
related to inhibiting the abnormal activation of JNK pathway and apoptosis of substantia nigra neurons.

Keywords: Parkinson's disease; Buyang Huanwu tang; c—Jun N-terminal kinase (JNK) pathway; Animal experiment;
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