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Changes and Clinical Significance in Serum Neuroglobin and HIF - 1« during the Early — phase of Acute Ischemic Stroke Jiang Ruichong,
Wang Qiwei,Xu Mi, et al. Department of Neurology, The Seventh People 's Hospital, Shanghai University of Traditional Chinese Medicine ,
Shanghai 200137 ,China

Abstract Objective To investigate the level of serum neuroglobin and HIF — 1« during the early — phase of acute ischemic stroke,
and evaluate their relationship to stroke severity and prognosis. Methods The study included 60 AIS patients and 60 heathy controls dur-
ing June, 2011 to June 2015 in our hospital. The serum NGB and HIF - 1« levels of AIS patients were examined at 24, 48, 72, 96 hours
after stroke and compared with health controls. The relationship of serum NGB and HIF - 1« peak level to infarct size, NIHSS score and
Results The level of serum NGB (16.43 +1.09ug/ml) and HIF - 1o (233.90 +26.30pwg/ml) 24 hours
after stroke were significantly higher than those of health controls (NGB: 10.18 +1.01wg/ml,HIF = 1a: 121.00 +35.5ug/ml). Serum
NGB (20.50 +1.83pg/ml) and HIF — 1o (411.67 +50.46pug/ml) reached the peak concentrations at 72 hours and 48 hours after

prognosis were analyzed.

stroke, respectively. Peak concentration of NGB and HIF - 1o were positively correlated with infarct size and NIHSS score. Peak concen-
tration of NGB and HIF - la of good prognosis group (NGB:23.68 +1.51pug/ml, HIF - 1«:387.63 +38.23ug/ml) were significantly
lower than those of poor prognosis group (NGB:26.29 +1.09ug/ml, HIF — 1« :463.55 +30. 64pg/ml). ROC curve analysis suggested
that the serum NGB and HIF — 1« had significantly predictive power for poor outcome. Conclusion Serum NGB and HIF — 1« concentra-
tion had positively correlations with the nerve injury severity and good predictive power for poor outcome in AIS patients, which indicated

that serum NGB and HIF — 1« concentration may be used as molecular markers to evaluate the nerve injury severity and prognosis in AIS

patients.

Key words Acute ischemic stroke ; Neuroglobin; HIF -1
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