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Predictive value of plasma copeptin concentrations on short— term prognosis in patients with acute cerebral
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[Abstract] Objective To discover the predictive value of plasma copeptin concentrations on short—term prognosis of acute
cerebral infarction. Methods Plasma copeptin, glial fibrillary acidic protein (GFAP) , myelin basic protein (MBP) , neuron
specific enolase (NSE) , S100B, ubiquitin carboxyl—terminal hydrolase L1 (UCH-L1) , phosphorylated axonal neurofilament
subunit H (pNF-H) and tau concentrations were detected in 128 cases of acute cerebral infarction patients (cerebral
infarction group) and 128 cases of healthy physical examinees (control group). The relationship between these parameters and
NIHSS was analyzed. The predictive value of the plasma copeptin, GFAP, MBP, NSE, S100B, UCH- L1, pNF-H and tau
concentrations for 3—month poor outcome were compared. Results Plasma concentrations of copeptin, GFAP, MBP, NSE,
S100B, UCH-L1,pNF-H and tau in cerebral infarction group were significantly higher than those in control group (:=24.01,
23.70,22.03,28.88,17.71,25.82,47.82,27.71 ,P<0.05). In the cerebral infarction group, the copeptin, GFAP, MBP,NSE,
S100B, UCH-LI, pNF-H and tau concentrations of the patients of poor outcome were significantly higher than those of the
patients of good outcome (1=8.53,4.57,4.62,4.84,6.18,4.51,5.70,5.75, P<0.05). NIHSS score at admission in patients with
cerebral infarction were positively correlated with plasma copeptin, GFAP, MBP, NSE, S100B, UCH-L1, pNF-H and tau
concentrations (r=0.62,0.54,0.53,0.56,0.50,0.49,0.42,0.46, P<<0.05). The areas under curve of plasma copeptin, GFAP,
MBP, NSE, S100B, UCH-LI, pNF-H and tau concentrations were all above than 0.70, especially the plasma copeptin which
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