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Abstract Objective To investigate the clinical features of dyskinesia and its association with GRIN2B gene polymorphisms in Par-
kinson's disease. Methods From Jan 2012 to Dec 2015, 178 patients with Parkinson’s disease were enrolled in this prospectively study.
Patients were signed into dyskinesia group if they developed dyskinesia, while the others were assigned into the control group. The primary
outcomes were GRIN2B gene polymorphisms and the secondly primary outcomes were clinical features. Results When compared with pa-
tients in the control group, patients in the dyskinesia group got a significantly lower age of onset Parkinson's disease (46.34 +12. 32 years
vs 54.45 £11.35 years,P =0.000) ; a significantly longer course of disease (8.94 +3.21 years vs 7.34 +2.48 years, P =0.000) ; a
significantly longer drug administration time (69.435 +19.43 months vs 59.65 +11.46 months, P =0.000) ; a significantly higher dos-
age of L. dopamine per day (577.34 +248.54mg/d vs 475.87 £290.43mg/d, P =0.000) ; and a significantly higher classification score
of H-Y (3.43+1.19 vs 2.14 £0.89, P =0.015). There was no difference between two groups in clinical type of Parkinson’s disease
and gender (P >0.05). Six GRIN2B gene polymorphisms included rs34315573, rs7301328, rs1805522, rs1806201, rs1806191 and
rs1805246 were found in these patients. Significantly differences were found between the two groups in rs34315573 and rsl806191 gene
types (P <0.05), while there were no differences in rs7301328, rs1805522, rs1806201 and rs1805246 gene types (P >0.05). Con-
clusion Parkinson patients with dyskinesia has the characteristics of younger age, longer disease duration, longer medication time and
higher H — Y score, and it got an apparently association with GRIN2B gene polymorphisms.
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