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ABSTRACT Objective: To investigate the clinical efficacy and safety of antioxidant edaravone combined with traditional Chinese
medicine puerarin on Parkinson's disease (PD). Methods: Eighty patients of Parkinson's disease selected from August 2011 to December
2013 in the Department of Neurology, the Fourth Affiliated Hospital of Harbin Medical University were divided into control group and
experimental group randomly and averagely. The experimental group was asked to take oral Madopar, combined with edaravone and
puerarin injection, while the control group took conventional oral Madopar alone. Unified Parkinson's disease Rating Scala (UP- DRS)
examination was carried out and the activity of antioxidant enzymes in plasma was analyzed before and after the treatment course of two
weeks. Results: Compared with control group, 4 type UPDRS score in PD patients of experimental group decreased obviously after two
weeks' therapy (P<0.05) and adverse reaction was markedly lower than that of control group, the activity of antioxidant enzymes was ob-
viously changed (P<0.05). Conclusions: Combined therapy of edaravone and puerarin based on regular therapy of taking oral Madopar
has more potent therapeutic effect than taking oral Madopar only, and possess less adverse reaction for PD patients, probably involved in
regulation of activity of antioxidant enzymes.
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Table 1 Comparison of clinical efficacy between two groups

Groups Cases Distinctly effective Efficient Noneffective Effective Rate(%)
Control 40 3 24 13 67.50
Experimental group 40 8 27 5 87.50%*

* i EXRALLR, ERAFREEME(P<0.05),

*Note: P<0.05, compared with control group.

2.2 UPDRS if4y
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Table 2 Comparison of UPDRS score between two groups before and after treatment(xt s)

Groups Cases Time UPDRS I UPDRS II UPDRS 111 UPDRS IV
Control 40 Pre-treatment 433+ 2.34 19.11% 6.32 20.20% 6.32 298+ 235

40 Post-treatment 425+ 1.73 17.21% 535 19.45+ 5.88 2.88+ 2.66

Experimental group 40 Pre-treatment 4.56% 3.22 21.65+ 6.88 19.24% 6.65 293+ 2.67
40 Post-treatment 2.18+ 1.98* 12.33+ 7.21%* 14.45+ 7.32% 2.79+ 2.40*

* i EXRALLR, ERAFEEME(P<0.05),

*Note: P<0.05, compared with control group.
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Table 3 Comparison of anti-oxidant enzymes indexes in PD patients between two groups before and after treatment(xt s)

Groups Cases Time SOD /Nu.g'-Hb"! GSH-PX /g-Hb! MDA /g mol-L"
Control 40 Pre-treatment 16353.05+ 2598.37 1.21+ 0.42 9.89+ 1.43
40 Post-treatment 16328.35+ 3021.22 1.23+ 0.53 9.67+ 1.34
Experimental group 40 Pre-treatment 16298.15+ 2305.85 1.15+ 0.32 10.47+ 1.45
40 Post-treatment 16578.50+ 3704.78* 1.65+ 0.37* 9.05+ 1.38*

* i EXRALLR, ERAFREEME(P<0.05),

*Note: P<0.05, compared with control group.
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Table 4 Comparison of incidence of adverse reactions between two groups

Group Cases Digestive Neurological Circulatory Others Incidence(%)
Control 40 3 1 2 22.50
Experimental group 40 1 0 0 5.00%
i ESWRALR, EREFREE( P<0.05),
*Note: P<0.05, compared with control group.
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