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ABSTRACT: Neonatal hypoxic-ischemic encephalopathy (HIE) is an important cause of acute neurologic injury at birth, mainly due
to perinatal asphyxia. There are a series of abnormal manifestations of central nerve system, and part of infants with HIE would remain
long-term devastating neurodevelopmental sequelae, like cerebral palsy, seizures, cognitive and motor dysfunction. Despite recent ad-
vances in obstetric and neonatal care, HIE still associated with death and neurodevelopmental disorders of newborns worldwidely. The
pathogenesis of HIE is complex, involving multi-link and multi-factor. Therapeutic hypothermia (TH) is now widely recommended as a
standard of care for infants with HIE.The timing of TH is critical, mostly induced within 6 h of an acute asphyxia insult. It's hard to pre-
vent HIE. Assessing the state of infants at birth correctly and treating the problems timely are significant. This review is a introduction of
pathogenesis, diagnosis, treatment progress and prognosis of HIE.
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