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Abstract:

to various causes. Studies have shown that abnormal hippocampal neurogenesis is observed in both human epilepsy

Epilepsy is a clinical syndrome caused by highly synchronized abnormal discharges of brain neurons due

patients and animal models of epilepsy, and abnormal neurogenesis can alter normal neural circuits in the hippocampus
and promote the development of hippocampal sclerosis, ultimately leading to the development and progression of epilepsy.
The low-pressure hypoxic environment unique to the plateau affects hippocampal neurogenesis by regulating hypoxia-
inducible factors, the Wnt signaling pathway, the Notch signaling pathway, and EPO, thereby affecting the susceptibility
to epilepsy and the development and progression of epilepsy. This article reviews the mechanism of interaction between

hippocampal neurogenesis and epilepsy in high-altitude hypoxic environments, in order to provide potential strategies and

targets for the treatment of epilepsy.
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