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The effect of propofol on apoptosis of dopaminergic neurons in the substantia nigra of mouse model of Par-
kinson’s disease
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[ Abstract] Objective To observe the effect of propofol on neuronal apoptosis and expression of Caspase-3 and Bcl-2 protein
in the substantia nigra of mouse model of Parkinson’s disease. Methods A total of forty eight male C57BL6 mice were randomly as-
signed to six groups:group I control, the remaining five groups were firstly to establish mouse model of Parkinson’s disease (PD) with
intraperitoneal injection of 1-methyl -4-phenyl-1, 2, 3, 6-tetrahydropyridine ( MPTP) 30 mg/kg for five consecutive days. Intralipos
(10 mL/kg) or propofol (100 mg/kg) was respectively administered intraperitoneal injection in 2 h or 24 h after establishtion of PD.
The mice were sacrificed to take the substantia nigra after the last 12 h intraperitoneal injection of drugs. Apoptosis was observed in sub-
stantia nigra with immunohistochemistry, and the expression of Bel-2 and protein ysteine proteinase-3 were tested with Western blot.
Results Compared with the mice in control group, the mice in PD group and intralipos group of apoptosis neurons were significantly
increased in substantia nigra of mice, while the expression of protein Caspase-3 was increased significantly and the levels of the anti-
apoptotic protein Bel-2 decreased obviously. The mice in popofol groups of apoptosis neurons were significantly decreased, compared
with the mice in intralipos groups, however, expression of protein Caspase-3 apoptosis related was decreased significantly and the levels
of the antiapoptotic protein Bcl-2 increased obviously, and the change of molecular expression was more significant in 24 h when the
propofol was administered after establishment of PD model. Conclusion Propofol can reduce apoptosis in dopaminergic neurons PD of
substantia nigra in PD mice, and upgrade expression of antiapoptotic protein Bel-2, downgrade expression of apoptosis protein Caspase
3. Expression level of proteins apoptosis related was regulated to produce cerebral protection by propofol.
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