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Changes of NSE and D-dimer in blood from neonates with hypoxic ischemic en-

cephalopathy and their chinical values

CHEN Qiongl, HUANG Zhiz, LIU Lan'( Depattment of Medical Laboratory, *Department of neurology, Children’ s Hospital, Chorgging U-

niversity of Medical Sciences Chongging 400014, China)

Abstract: Objective To detect the variation of neuron specific enolase (NSE) and D-dimer in blood from

neonates with hypoxic ischemic encephalopathy (HIE), and to explore the correlation of NSE and D-dimer with brain
damage. Methods NSE and D-dimer levels in blood from neonates with HIE were measured by ELISA and tur-

bidimetry before and after therapy. Results Blood NSE and D-dimer levels in all objective cases were significantly
higher than those in the control cases at 1 d after HIE and 5 d after therapy (¢=2.18—15.17, P<<0.01—0.05).
Blood NSE and D-dimer levels in severity degree cases were significantly higher than those in the control cases at 10
d after therapy (=2.07—2.72, P<<0.05), but the NSE and D-dimer levels recovered to normal in slight and
moderate degree cases. Conclusion The detemination of blood NSE and D-dimer levels can be used to estimate the

severity of HIE and to evaluate the prognoses.
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