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The relationship between SMPD1 gene polymorphism and onset of Parkinson’s disease
XIONG Xiaogin' s, ZHANG Linjing' \CHEN Yuandong”®
(1. Department o f Clinical Laboratory ;2. Department of Medical Oncology ,
Huangzhou District People’s Hospital , Huanggang s Hubei 438000,China)

Abstract:Objective To analyze the relationship between SMPDI1 gene polymorphism and the onset of
Parkinson’s disease (PD),so as to provide new targets for the treatment of PD. Methods A total of 216 pa-
tients with PD (PD group) who were admitted to the neurology department of the hospital from June 2017 to
January 2019 and 216 healthy people Chealthy group) who underwent physical examination in the hospital
during the same period were selected as the study subjects. Primer sequences were designed referring to
SMPDI1 gene sequences and related literature. The SMPDI1 gene polymorphism in both groups was detected by
PCR and restriction endonuclease technology. Results The TT,CT and CC gene frequencies,allele T and C
frequencies at rs1050228 locus in PD group were 73.15%,5.56%,21.30%,76.07% and 23. 93%. Compared
with those in the healthy group (72.22%,6.02%,21.76%,78.03% and 21. 97%) , there was no statistical
significance (P>>0.05). The CC and CT gene frequencies,allele C and T frequencies at rs7951904 locus in PD
group were 99. 07%,0. 93%,99. 64% and 0. 36%. Compared with those in the healthy group (99. 54%,
0.46%,99.81%,0.19%) ,there was no statistical significance (P>>0. 05). The CC and CG gene frequencies,
allele C and G frequencies at rs202081954 locus in PD group were 99. 07 % ,0. 93%,99. 64% and 0. 36 %. Com-
pared with those in the healthy group (99.54%,0. 46 % ,99. 81%,0.19%) ,there was no statistical significance
(P>>0.05). The alleles G and A frequencies at rs1050239 locus between PD group (81.43% and 18.57%) and
the healthy group (91.62% and 8. 38%) , the difference was statistically significant (P <C0. 05). There was
valine repeat polymorphism in both PD group and the healthy group. Besides, there was a significant difference
in the distribution probability of valine repeat between the two groups (P <C0. 05). Conclusion SMPDI1 gene

mutant p. G508R and valine less than 7 repeat polymorphisms can provide useful reference information for di-
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agnosis and prevention of PD.
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