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Research progress of the relationship between orexin-A and neurological diseases
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Abstract : Orexin-A is an important hypothalamic neuropeptide which can regulate numerous physiologi-
cal functions,such as feeding behavior, sleeping awakening rhythm ,reward and addiction, energy balance. Re-
cent studies found that orexin-A has play an significant role in the pathophysiology of various neurological

diseases. This article elaborates the research progress of orexin-A and several neurological diseases in latest

years.
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