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[Abstract] Neonatal hypoxic-ischemic encephalopathy ( HIE ) is a brain injury disease caused by perinatal asphyxia. It has the potential for

permanent brain damage, affects the development of the neonatal brain, and is the most common cause of neonatal neurological
dysfunction and death. Hypothermia treatment, as an effective treatment for HIE, can reduce the incidence and mortality rate,
but still has a poor long-term prognosis. Due to the lack of specific treatment options for HIE and its poor prognosis, there is an
urgent need to seek active and effective treatment strategies for HIE. Astragaloside IV ( AS-IV ) contains multiple compounds
and phytochemicals, and has pharmacological activities such as anti-inflammation, anti-oxidation, and anti-apoptosis, which
have potential protective effects on the nervous system. This review briefly discusses the research mechanisms of the protective
effect of AS-IV on HIE, providing new therapeutic targets for HIE treatment, exploring the potential therapeutic targets and

application value of AS-IV in the treatment of neonatal HIE, and aiming to provide new research directions for the future

treatment of HIE.
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