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a-synuclein Participate in the pathogenesis of Parkinson’s disease by inhibiting Wnt/@B-catenin signaling CHENG
Liping ,WANG Hao ,CHE Fengyuan et al. ( Qingdao University , Eleventh Clinical Medical College-Linyi People’ s Hospital ,
Qingdao 266000, China )

Abstract
kinson’ s disease animal models and cell models and the possible mechanism of neuronal injury. Methods Western blot-

Objective To investigate the effect of a-synuclein( a-syn) on Wnt/B-catenin signaling pathway in Par-

ting, flow cytometry ,immunofluorescence and other methods were used to detect the expression of a-synuclein and the key
signal molecule GSK-33 in Wnt/B-catenin signaling pathway and its effect on cell viability at the animal and cell levels.
Results The expressions of a-synuclein and p-GSK-3 in the brain tissue of a-syn transgenic mice increased significant-
ly,, compared with the control group and MPTP group (P <0.05). The expression levels of a-synuclein and p-GSK-38 in
SH-SY5Y cells of a-syn overexpression group were significantly higher than those in the control group and MPP + injury
group,and the results were statistically significant( P <0.05). The a-synuclein in the aripiprazole pretreatment group was
significantly increased compared with the control group and the MPP + group. There was no significant difference in p-
GSK-3B between the control group and the MPP + group. The cell viability of aripiprazole pretreatment group was signifi-
cantly higher than that of a-syn overexpression group,and the apoptosis rate was significantly lower than that of a-syn over-
expression group, the difference was statistically significant( P <0.05). Immunofluorescence showed a colocalization rela-
tionship between a-synuclein and p-GSK-3B. Conclusion «-synuclein may participate in the pathogenesis of Parkinson’
s disease by inhibiting the Wnt/3-catenin signaling pathway leading to neuronal damage.
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T R LA Wnt/ B-catenin {5538 #% , 1fif MPP +
SEFEA BEAEHT, $7R Wit/ B-catenin 5538 [ /) 1
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