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Neurology

Pain Sodium channel, 
voltage-gated, 
type IX, α subunit 
(SCN9A; NaV1.7)

A cell-culture study suggests that inhibiting 
variants of NaV1.7 may help treat chronic pain. 
Gain-of-function mutations in the NaV1.7 channel 
are known to generate hyperpolarizing neuronal 
currents that cause inherited erythromyalgia 
(IEM) or paroxysmal extreme pain disorder 
(PEPD). Electrophysiology studies showed that 
cultured dorsal root and trigeminal ganglion 
neurons expressing NaV1.7 channels with a certain 
mutation were hyperexcitable compared with wild-
type neurons. The A1632E mutation of NaV1.7 was 
found in a patient who showed a mixed clinical 
phenotype of IEM and PEPD. Next steps include 
identifying specific antagonists of NaV1.7.
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