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Brain protective efficacy of nalmefene for patients with brain tumor undergone operation

HU Shu-Kun ,HUANG Feng-Ping ,ZHENG Kang. Department of neurosurgery ,HuaShan Hospital of Fudan University ,Shanghai 200040,
China

Abstract: Objective To evaluate the efficacy and safety of nalmefene in the postoperative treatment of patients with brain tumor.
Methods 312 patients with brain tumors operated were randomly divided into treatment and control groups. Treatment group has 160
patients and control group has 152 patients. The control group received conventional therapy,and the treatment group was administered
with nalmefene injection for 5 days beside the conventional therapy. The therapeutic effects were evaluated by the GCS 3,7,14 and 90
days after treatment. The neurological function was evaluated by the Barthel Index(BI) 3,7,14 and 90 days after treatment. The long-
term prognosis was evaluated by the Karnofsky Index 90 days after treatment. Results The GCS score in the treatment group was sig-
nificantly higher than that in the control group 3 and 90 days after treatment (P <0.05). After treatment ,the BI indicated a higher re-
covery rate in the treatment group than controls ( P <0.05) in day 14 and 90. the Karnofsky Index shows better clinical prognosis in the
treatment group (P <0.05) 90 days afier treatment. No adverse events were found. Conclusions Nalmefene is an effective and safe
treatment for patients with brain tumor operated.
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