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Research Progress of Voltage-gated Sodium Channels Related to Pain*
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ABSTRACT: Pain is a multidimensional unpleasant experience that is linked to terms of suffering and contributes to the survival by
protecting the organism form injury or by contributing to the wounds' healing. Voltage-gated sodium channels are a family of
transmembrane ion channel proteins, which are responsible for the action potential initiation and propagation in excitable cells where
they are thought to play an important role in production, conduction and maintenance of pain syndromes, including inflammatory pain,
neuropathic pain and functional pain. It has emerged as important targets in the study of the molecular pathophysiology of pain and in the
search for new pain therapies. This review summarizes recent developments of the styles, structures and changes in expression and
modulation of voltage-gated sodium channels related to pain.
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Fig.1 Primary structures of the voltage-gated sodium channel
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