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Clinical efficacy of Parkinson’ s physical exercise in patients with Parkinson’s disease

LI Fang. Department of Neurology The First People’ s Hospital of Yueyang Yueyang Hunan 414000 China

Abstract: Objective To explore the impact of Parkinson’ s physical exercise on the motor function and ability of daily living in pa—
tients with Parkinson’s disease ( PD) . Methods Thirty-eight PD patients were selected from those who had been hospitalized during
April 2013 to July 2014 and were divided into two groups: treatment group and control group. The former group was provided with clin—
ical conventional medical treatment and routine rehabilitation as well as Parkinson’ s physical exercise for two hours every day while
the later one received only clinical conventional medical treatment and routine rehabilitation. Clinical observations were taken after 5
and 14 months of treatment. Results After treatment for 5 months the scores of both UPDRS II and UPDRS III for the two groups
were significantly lower than before ( P <0.05) . The scores for the treatment group after 14 months of treatment were significantly low—
er than those before treatment ( P <0.01) and those after 5 months of treatment ( P <0.05) . There were significant differences in the
scores of UPDRS II and UPDRS III between the two groups after 5 and 14 months of treatment ( P <0.05) . Conclusions Parkinson’s
physical exercise can improve both the motor function and ability of daily living in PD patients and it has good long-term clinical efficacy.

Key words: Parkinson’ s physical exercise; Parkinson’s disease; motor function; ability of daily living
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