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ABSTRACT Objective: To evaluate the clinical efficacy of Atorvastatin calcium of the treatment on Parkinson's disease (PD) and
its mechanism. Methods: Firstly, the effect of atorvastatin calcium on Wnt Signaling and cell apoptosis in MPP*-treated SH-SYSY cells
were analyzed. 66 patients of PD were collected and divided into two groups. The normal treatment group was treated with pramipexole
combined with Levodopa and Benserazide Tablets. The Atorva group was treated with Atorvastatin calcium, pramipexole, and Levodopa
and Benserazide Tablets. The Hoehn -Yahr Grade, UPDRS scores, and the incidence of adverse reactions were observed. Results: MPP+
treatment induced the down-regulation of Wnt signaling and cell apoptosis in SH-SY5Y cells and the pretreatment of atorvastatin calcium
could abrogate this effect. The Hoehn -Yahr Grade were significantly improved in Atorva group compared with normal treatment group
after 8 weeks treatment( P<<0.05). The scores of UPDRS decreased significantly in Atorva group compared with normal treatment group
after 8 weeks treatment( P<<0.05). The incidence of adverse reactions showed no difference in Atorva group and normal treatment group
(P>0.05). Conclusion: Atorvastatin calcium could protect the SH-SY5Y cells from MPP+-induced cell apoptosis via Wnt signaling and
PD patients treated with Atorvastatin can improve the motor symptoms, non-motor symptoms.
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Fig.l Atorvastatin calcium alleviated MPP*-induced cell apoptosis via Wnt signaling

Note: A: The level of B-catenin in SH-SYSY cells treated with MPP* and Atorvastatin calcium was analyzed by Western blot.

B: relative amounts of B-catenin/actin were quantified. C: Atorvastatin calcium (100 wM) were added for 1h before MPP" treatment.

Cell viability was evaluated using MTT assay(the meansx SEM; n=3; *P<0.05, **P<0.01).
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Table 1 Hoehn-Yahr grades of the two groups before treatment

Groups I I m v \% SUM
Control 5 12 10 4 2 33
Atorvastatin 6 11 8 7 1 33
SUM 11 23 18 11 3 66

®2i877/E 4 B 2 HEFER Hoehn-Yahr 5348
Table 2 Hoehn-Yahr grades of the two groups four weeks after treatment

Groups I II il v \ SUM
Control 7 13 8 4 1 33
Atorvastatin 14 10 6 2 1 33
Sum 21 23 14 6 2 66
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Table 3 Hoehn-Yahr grades of the two groups eight weeks after treatment

Groups I II il v \ SUM
Control 7 15 6 4 1 33
Atorvastatin 19 9 2 2 1 33
Sum 26 24 8 6 2 66

* 4 MABREBITHIE UPDRS W45 L& (v £ 5)
Table 4 UPDRS scores of the two groups before and after treatment
Groups Before 4 weeks after treatment 8 weeks after treatment
Control 34.42+ 1.82 28.48+ 1.79 1.71
Atorvastatin 35.06+ 1.84 26.21+ 1.61 1.36
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Table 5 Adverse reaction Rates of the two groups with different treatment

Groups Sleep disorder nausea and vomit Lower blood pressure Sum Rates
Control 1 3 0 4 12%
Atorvastatin 0 1 1 2 6%
Sum 1 4 1 6 9%
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