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[ Abstract |

son’s disease(PD)and to investigate the correlation between SNCA gene polymorphism and PD cognitive impairment. Methods

Objective To study o synuclein(SNCA)rs356200 and rs356165 loci polymorphism in the patients with Parkin-
One hundred and twenty cases of PD in our hospital from June 2014 to December 2015 and 120 heaalthy people were selected as the
research subjects. The PD cases served as the PD group and 120 healthy subjects as control group. The PD cases were also divided
into the cognitive impairment group and non-cognitive impairment group according to the cognitive impairment. The rs356200 and
rs356165 allele frequencies and genotype in each group were studied. Results The rs356200 allele frequency had statistical differ-
ence between the PD group and control group(P<C0. 05) ,the rs356200 G/G,A/A and A/G genotype had statistical difference be-
tween the PD group and control group(P<C0. 05). The rs356165 allele frequency had no statistical difference between the PD group
and the control group(P>>0. 05) ,the rs356165 G/G,A/A and A/G genotype had statistical difference between the PD group and
control group(P<C0. 05). The rs356200 and rs356165 allele frequencies and genotype had no statistical difference between the cog-
nitive impairment group and non-cognitive impairment group(P>0. 05). Conclusion The morbidity of PD is related to SNCA gene
rs356200 and rs356165 sites polymorphism. PD cognitive dysfunction has no significant correlation with SNCA gene rs356200 and
rs356165 loci polymorphism.
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