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[Abstract] Serum markers are molecules released by or for specific organs and exist in blood. Their ex-

pression levels can show the physiological or pathological states of a specific organ. Neonatal hypoxic-ischemic

encephalopathy is one of the main causes of neonatal death and behavioral neurological disorders. Serum mark-

ers in a short period may play a potential role in predicting the degree of injury and prognosis. This article re-

views the expression of serum markers in neonatal hypoxic-ischemic encephalopathy and its correlation with

behavioral nerves.
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