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[Abstract] Objective To study the effect of Wuzi Yanzong Pill (WYP) on neurotrophic factors and apoptosis in the brain
of mice with Parkinson's disease (PD). Methods MPTP-induced PD model in mice was established to evaluate the therapeutic
effect of WYP by the behavioral gait, pole test, and brain pathological TH-positive neurons in the substantia nigra (SN). We used
immunofluorescence, RT-qPCR, and Western blotting to evaluate the expression of neurotrophic factors (BDNF, GDNF, and
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CNTF) and apoptosis-associated genes (Bcl-2, Bax, caspase-3, and caspase-9). Results
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Compared with the PD model group, WYP

could reduce the average swinging time of each paw (P<0.05)and pole test time (P<0.001); The number of TH positive cells (P<0.05)

and TH protein expression (P<0.05) increased, which inhibited dopaminergic neuron injury. Compared with the PD model group,
WYP increased the expression of BDNF, CNTF, GDNF, and Bcl-2 (P<0.05) and decreased the expression of Bax, caspase-3, and

caspase-9 (P<0.05). Conclusion WYP shows therapeutic potential in PD, and its mechanism may be related to the anti-apoptotic

effect and increased secretion of neurotrophic factors in SN of the brain in the MPTP-induced PD model.
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