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Treatment of restless legs syndrome with gabapentin enacarbil
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Abstract: Restless legs syndrome (RLS) is a common clinical sensorimotor nervous system disorders. Its pathogenesis is uncertain
and may be related to genetic factors or dopaminergic system dysfunction. Gabapentin enacarbil originally developed by the US
company XenoPort, later was obtained by British GlaxoSmithKline through acquisitions, and clinical trials show the effectiveness of
the treatment of RLS. This paper reviewed the research background, synthesis methods, pharmacology, pharmacokinetics, clinical
evaluation, safety and tolerability of gabapentin enacarbil and provide the basis for better application in clinic.
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Fig.1 Structure of gabapentin enacarbil
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Fig. 2 Synthesis rute of gabapentin enacarbil
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