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Research advances in sleep disorders caused by neuropathic pain CHENG Fan, LI Ge, Bl Yanxing, et al. (College
of Pharmacy , Gansu University of Chinese Medicine , Lanzhou 730000, China )
Abstract:

treatment, which greatly affects the quality of life of patients. Studies have shown that NP-related brain regions are involved

Sleep disorders caused by neuropathic pain (NP)are a type of neurological disorder with difficulties in

in the regulation of sleep disorders, such as the thalamus, the hypothalamus, and the basal forebrain and the two diseases
are closely associated with each other in terms of central and peripheral pathogeneses, but there is still a lack of sufficient

research. This article reviews the main pathogenesis and therapeutic drugs for sleep disorders caused by NP in recent

<911 -

years, in order to provide a reference for the clinical search for effective drugs.
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