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Clinical study on rivastigmine combined with selegiline in treatment of Parkinson
disease
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Abstract: Objective To investigate the clinical effect of rivastigmine combined with selegiline in treatment of Parkinson disease.
Methods Patients (100 cases) with Parkinson disease in Yan'an People’s Hospital from March 2016 to June 2017 were randomly
divided into control and treatment groups, and each group had 50 cases. Patients in the control group were po administered with Selegiline
Hydrochloride Tablets, 5 mg/time, twice daily. Patients in the treatment group were po administered with Rivastigmine Hydrogen
Tartrate Capsules on the basis of the control group, 3 mg/time, twice daily. Patients in two groups were treated for 12 weeks. After
treatment, the clinical efficacy was evaluated, and MoCA, MMSE, UPDRS and SCOPT-AUT scores, serum IGF-1 and AB1-42 levels,
and DAT activity in two groups before and after treatment were compared. Results After treatment, the clinical efficacy and in the
control and treatment groups was 64.00% and 86.00%, respectively, and there were differences between two groups (P < 0.05). After
treatment, the UPDRS and SCOPT-AUT scores in two groups were significantly decreased (P < 0.05), but MoCA and MMSE scores
were significantly increased (P < 0.05), and these scores in the treatment group were significantly better than those in the control group
(P < 0.05). After treatment, the serum IGF-1 and AB1-42 levels in two groups were significantly increased (P < 0.05), and which in the
treatment group were significantly higher than those in the control group (P < 0.05). After treatment, the ST/OC of both sides scores in
two groups were significantly decreased (P < 0.05), and the DAT activity in the treatment group were significantly lower than those in
the control group (P < 0.05). Conclusion Rivastigmine combined with selegiline can effectively relieve symptoms in treatment of
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Parkinson disease, increase serum AB1-42 and IGF-1 level and delay the DAT inactivation rate.
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Table 1 Comparison on clin

ical efficacy between two groups

5 n/ A0 L5515 o A REI%
payisl 50 12 20 18 64.00
BT 50 20 23 7 86.00"
5t "P<0.05
“P < 0.05 vs control group
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Table 2 Comparison on clinical symptom score between two groups ( X £s)
0 n/fe WEIS (A UPDRS 34> SCOPT-AUT 4> MoCA -4 MMSE 43
X 50 PEE R[] 31.94+6.23 14.35+1.64 18.54+3.36 16.43+4.51
BITE 26.661+3.42" 13.07+1.32" 20.58+3.16 23.64+4.23"
By 50 YRITHT 32.22+6.21 14.26+1.43 18.63+2.35 16.29+3.45
BIT A 20.81+4.36™ 12.01+1.62"* 26.05+2.03" 26.14+251"*
5RMIETAT A P<0.05; SXIRARITEHE: 4P<0.05

“P < 0.05 vs same group before treatment; “P < 0.05 vs control group after treatment

*3 WAMSE Ap1-42 71 IGF-1 K FEEE ( x s )
Table 3 Comparison on serum Ap1-42 and IGF-1 levels between two groups ( X =+5)

APB1-42/(nmol-L%) IGF-1/(nmol-L ™%

yim /b —— : — ‘
T B T e T i TR

papiict 50 1.04+0.23 1.1540.24" 131.2+15.2 141.74246"

RIT 50 1.01+0.14 1.4940.98™ 132.0+£126 151.84+18.6™

SRMAGITRTE: P<0.05; SXtIR4LAIT R E: 4P<0.05
“P < 0.05 vs same group before treatment; 4P < 0.05 vs control group after treatment
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Table 4 Comparison on DTA activity between two groups ( X =+5)
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HR4AITRITHE: "P<0.05; SXITR4LIATTEHE: 4P<0.05
“P < 0.05 vs same group before treatment; P < 0.05 vs control group after treatment
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