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Abstract: The neuropathic pain is caused by lesions or diseases of the somatosensory
system. Recent advances in pain research using appropriate animal models have
provided accumulating evidence for pathophysiology of neuropathic pain. Among the
somatosensory pathway, primary sensory neurons, which transmit nociceptive
information to secondary neurons in the spinal or medullary dorsal horn, are the most
common site causing neuropathic pain. Therefore, targeting primary sensory neurons is
crucial to seek new strategies to develop more effective and safer drugs against
neuropathic pain. MicroRNAs are non-coding functional RNAs that negatively regulate
multiple gene expressions. A wide range of microRNAs have been reported to change
their expressions in the neuropathic pain states, although the pathological significance
of individual microRNAs as causal mediators remains to be revealed for a limited
number of microRNAs. Insights into the roles of microRNAs in the neuropathic pain
will enhance our understanding of the pathophysiology of chronic pain, allowing us to
develop microRNA-related drugs against intractable persistent pain as well as to reveal
novel action mechanisms of Kampo medicines.
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