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Effects of nalmefene on postoperative plasma cortisol, adrenocorticotropic
hormone and glucose levels of patients with brain neoplasms
Deng Mingiang , Tian Ren fu , Pan Ke , Zhou Han , Jiang Qingquan , Xiang Fei
(Department of Neurosurgery sthe Central Hospital of Enshi Prefecture,Enshi, Hubei 445000, China)

Abstract: Objective  To investigate effects of nalmefene on postoperative plasma cortisol, adrenocorticotropic hormone
(ACTH) and glucose levels of patients with brain neoplasms. Methods 185 patients with brain neoplasms who accepted surgical
treatment were divided into conventional treatment group (7= 90, accepted conventional treatment after surgery) and nalmefene
treatment group (n=95,administrated with nalmefene 8 g+ kg”' « d! by intravenous infusion for 6 days on the basis of conven-
tional treatment after surgery) according to therapeutic regimen. 44 patients with brain neoplasms hospitalized during the same
period who had not yet accepted intracranial surgery were selected and served as control group. Plasma cortisol, ACTH and glucose
concentration of patients were detected on day 2(d2),day 4(d4),day 6(d6) after nalmefene administration. Glasgow coma scale
(GCS) scores and Barthel index scores were adopted to assess nerve function on day 3, day 5,day 7,day 17 and day 60 after
surgery,and Karnofsky's performance status(KPS) scores were employed for evaluation of long-term efficacy on day 90 after sur-
gery. Results Except time point of d6, plasma cortisol, ACTH, glucose concentrations of patients in conventional treatment group
and nalmefene treatment group were significantly higher than those in control group on the rest of time points(P<Z0. 05). On d2,d4
and d6,plasma cortisol, ACTH, glucose concentrations of patients in nalmefene treatment group were markedly lower than those in
conventional treatment group(P<C0. 05). Taking GCS score value on day 3 as the base, cumulative rises of consciousness level of
patients in nalmefene treatment group were significantly superior to those in conventional treatment group(P<Z0. 05). Nerve func-
tion improvement(Barthel index score) on day 4 and day 6 after surgery as well as long-term prognosis(KPS score) on day 90 of pa-
tients in nalmefene treatment group were obviously superior to those in conventional treatment group(P<C0. 05). Conclusion Post-
operative administration of nalmefene can significantly decrease levels of plasma cortisol, ACTH, glucose, and markedly improve
prognosis of patients.
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