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Abstract

protein constituent of Lewy bodies, and the a—syn A30P mutant causes familial autosomal dominant PD. In the present study, we

Parkinsons disease (PD) is a common progressive neurodegenerative syndrome. The a-synuclein (a—syn)is a major

explored the effect of a—syn overexpression and its mutant a—syn A30P on mice striatum. The behavior of PDGF-h a-synuclein™"
and PDGF-h a-synuclein™”

isoquinolines (CAIQs) were determined in transgenic mice striatum, respectively. Compared to the control group, the coordination

transgenic mice was investigated, and the oxidative stress levels and the concentration of catecholamine

abilities of the two types of transgenic mice decreased. In addition, the level of oxidative stress and the concentration of CAIQs
significantly increased in the overexpression of a—syn WT and a—syn A30P mice striatum. Thus, it is concluded that overexpression
of a—syn and its mutant a—syn A30P exhibit impairment in the striatum through increasing the level of oxidative stress and CAIQs.
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Fig. 1 Rota rod test for three types of mice of
different months
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