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Differential Diagnosis Value of Neuron — specific Enolase among Patients with Brain Injury Caused by Different Etiology. Wang Fei, Xu
Ling, Jiang Tingting, et al. Emergency Department, Central Hospital of Jiading District, Shanghai 201800, China

Abstract Objective To investigate the differential diagnosis value of serum neuron specific enolase ( NSE) levels in patients with
brain damage caused by different etiology ( cerebral infarction and respiratory failure). Methods The patients, who received treatment in
Emergency department of Jiading district center hospital, were enrolled in the study continuously from October 2014 to October 2015. They
were divided into cerebral infarction group(n =63) and respiratory failure group(n =31) based on their etiology. And accoding to their
consciousness, they were divided into coma group(n =19) and non — coma group(n =75). Differences in Physical data and Laboratory
data, including NSE level, were compared between the two groups. The correlation between the significant factors and NSE were analyzed
by Spearman correlation test. Results In all 94 patients, the overall incidence of NSE level abnormal was 26.6% . Compared with the
cerebral infarction group, the NSE level was significantly increased in respiratory failure group[ 12.54(12.95)ng/ml vs 11.05(5.80) ng/
ml,P =0.046], on the contrary, the level of TBIL, ALB and PaO,were significantly decreased(all P <0.05). Meanwhile, the NSE lev-
el was significantly increased in coma group than that in non — coma group[ 16.35(10.77)ng/ml vs 11.05(4.32)ng/ml,P =0.018].
NSE level was significantly negatively correlated with GCS score (r= —0.246,P =0.019) by Spearman correlation analysis. Conclusion

NSE level correlates well with the severity of disturbance of consciousness. NSE has a potential differential diagnosis value in patients with

brain damage caused by different etiology.

Key words Neuron specific enolase; Cerebral infarction; Respiratory failure; Differential diagnosis; Diagnostic value
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