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Effect of ginsenoside Rgl on the expressions of tyrosine hydroxylase ,ephrinB2 and phosphorylated
c-Jun in substantia nigra of mice with Parkinson’s disease
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Abstract; Objective To explore the role of ginsenoside Rgl on treatment of Parkinson’s disease( PD) and its mecha-
nism by observing the effect of ginsenoside Rgl on the expressions of tyrosine hydroxylase (TH) mRNA, ephrinB2 and phos-
phorylated c-Jun( p-c-Jun) protein in substantia nigra of mice with PD induced by 1-Methyl-4-phenyl-1,2,3 ,6-tetrahydropyri-
dine( MPTP). Methods Twenty-seven C57BL/6 mice were randomly divided into control group,model group and ginsenoside
Rgl group,nine mice in each group. The mice in model group and ginsenoside Rgl group were used to make models of PD by
intraperitoneal injection of MPTP. Before the intraperitoneal injection of MPTP, the mice in control group and model group were
pretreated with normal saline(1 mL + kg™' - d™') , and the mice in ginsenoside Rgl group were pretreated with ginsenoside
Rgl (10 mg - kg™ - d™') by intraperitoneal injection for three days. The ethological changes of mice were observed by the
pole test. The expression of TH mRNA in substantia nigra of the mice was determined with reverse transcription-polymerase
chain reaction,and the expressions of ephrinB2 and p-c-Jun proteins in substantia nigra of the mice were detected by immuno-
histochemistry after two weeks. Results The time of climbing pole of mice in model group was significantly longer than those
of mice in control group and ginsenoside Rgl group at different time point( P <0.05). The expression of TH mRNA in substan-
tia nigra of mice in model group was significantly lower than that in control group and ginsenoside Rgl group(P <0.05). The
number of ephrinB2 and p-c-Jun positive cells in substantia nigra of mice in model group was significantly higher than that in

control group and ginsenoside Rgl group (P <0.05,P <0.01). Conclusion MPTP may promote the development of PD
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through inducing the expressions of ephrinB2 and p-c-Jun,and initiating dopamine neurons apoptosis. Ginsenoside Rgl may im-

prove the symptoms of PD by decreasing the expressions of ephrinB2,p-c-Jun and restraining dopamine neurons apoptosis.
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dase , SP) Fyie 204Uk 7 Je (0] & B AL st b A2 4
B A= HeARAT BRZA 7], TRIzol 1355 9 3E [H Invitrogen
ZN ], TH N BT/ B 5 R B AR (AR v

Parkinson’s disease ; ginsenoside Rgl ;tyrosine hydroxylase ; ephrinB2 ; phosphorylated c¢-Jun

1 :100) S 2£E Millipore 2\ 7] 7= &, ephrinB2 H i /)
B2 sebEhUA (CLAEWREE 1 £ 100) 2y 36 [E SantaCruz
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M 1 2 3
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M :marker; 1 XFHEZH ;2 . R4 ;3. AS A Rel 4.
1 3 A/NMREERS TH mRNA §)Ri%
Fig.1 Expression of TH mRNA in substantia nigra of mice

in the three groups
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Fig.2 Expression of ephrinB2 protein in substantia nigra of mice in the three groups(SP, x200)
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Fig.3 Expression of p-c-Jun protein in substantia nigra of mice in the three groups(SP, x200)
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