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[Abstract] Acute mountain sickness (AMS) is a syndrome that occurs when an individual is rapidly exposed to
high altitude environments (usually above 2500 meters) or enters a higher altitude area from a lower one, due to
insufficient oxygen supply in the body caused by low oxygen environment. High altitude cerebral edema
(HACE) is considered the terminal result of AMS, characterized by cerebral edema and damage to the
blood—brain barrier (BBB) caused by low oxygen environment. With the deepening of research on high altitude
diseases, more and more literature reports the molecular mechanisms related to HACE. Understanding the roles
of these molecules in the pathogenesis of HACE will provide an important basis for future research. Therefore,

this article aims to review the main related genes in current research, thereby providing a reference for further

exploration of the pathogenesis of HACE.
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2 Mm% M &4 EF(vascular endothelial growth
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