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Clinical Observation of Pramipexole Combined with Levodopa for Parkinson’s Disease
DENG Qiang, LI Ying-hui, QIN Yu(Dept. of Neurology, Dazhou Central Hospital, Sichuan Dazhou 635000,
China)

ABSTRACT OBJECTIVE: To evaluate the therapeutic effect and safety of pramipexole combined with levodopa for Parkinson’s
disease (PD). METHODS: 80 PD patients were randomly divided into levodopa group and levodopa + pramipexole group with 40
cases in each group. Each group were treated for 12 weeks and evaluated with Unified Parkinson’s Diseasc Rating Scale (UPDRS)
and Hamilton Depression Scale(HAMD) at 4, 8 and 12 weeks. TESS Rating Scale was used to evaluate adverse drug reactions 12
weeks after treatment. RESULTS: Compared with the baseline level, UPDRS and HAMD scores were significantly different in 2
groups (P<<0.05) at 4, 8 and 12 weeks. The changes of UPDRS I, II, 1l and HAMD scores to the baseline showed statistical
significance between 2 groups (P<<0.05). There were no significant difference in TESS Rating Scale between 2 groups (P>0.05).
CONCLUSION: Pramipexole can improve clinical symptoms of PD and reduce the incidence of complications effectively, and it is
safe and effective.
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Cohort Study on Therapeutic Efficacy of SXT and SXN Injection in the Treatment of Acute Ischemic
Stroke
LIU Jing"?,LIU Fang', ZHAI Suo-di' (1.Dept. of Pharmacy, Peking University Third Hospital, Beijing 100191,
China; 2.Dept. of Pharmacy, Xiyuan Hospital of China Academy of Chinese Medical Sciences, Beijing 100191,
China)

ABSTRACT OBIJECTIVE: To provide reference for rational use of SXT injection and SXN injection in the treatment of acute
ischemic stroke (AIS). METHODS: AIS inpatients treated with SXT and SXN injection in a third-grade class-A hospital during
2008-2009 were investigated. The general information, vital signs, and NIH-NIDS score of the cases were compared before and af-
ter treatment. RESULTS: There was no statistical difference in therapeutic efficacy of SXT and SXN injection in the treatment of
AIS (P>0.05). For treatment of vertebrobasilar artery occlusion, the effect of SXN injection was significantly better than the SXT
injection (P<<0.05) ; for treatment of AIS patients with hyperglycemia, the effect of SXT injection was better than SXN injection
(P<<0.05) ; for treatment of AIS patients with hyperhomocysteinemia (HCY), the efficacy of SXN injection was better than SXT
injection (P<<0.05). CONCLUSION: The site of infarction, blood sugar, and blood HCY should be considered when selecting
SXT or SXN injection for AIS patients.
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