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Abstract: The treatment of chronic pain has always been a difficult problem concerned by researchers worldwide due to the high in-
cidence, limited drug effects or therapeutic drugs. Voltage-gated sodium channel (VGSCs) blockers have a significant analgesic effect.
Currently, the sodium channel subtypes related to chronic pain mainly include Nav1.3, Nav1l.7, Nav1.8 and Nav1.9. The study was con-
ducted from August to September 2021. This review comprehensively summarizes the relationship between the sodium channel sub-
types and chronic pain, generalizes the preclinical research methods of potential drug candidates, and provides a reference for the de-
velopment of selective sodium channel blockers that have been proven safe and effective.
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