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Investigation of the mechanisms of TRPV3 channel inhibition aimed at the
development of novel pain relief for chronic pain
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TRPV3 channel has been suggested to be involved in the mechanisms
underlying chronic inflammatory pain, however, the regulation of TRPV3 activity has not been
elucidated, so far. We planed the experiments that will explore the mechanisms underlying TRPV3
channel inhibition by using local anesthetics to contribute development of novel analgesics or pain
relief for refractory chronic pain. We studied various electrophysiological experiments through
Xenopus oocytes system. As a result, we found that local anesthetics could inhibit TRPV3 channel
function via extracellular interactions of their charged form with the TRPV3 channel pore. Our
results would contribute to the overall understanding of the mechanisms behind the analgesic effects

of local anesthetics, and the development of novel analgesics or pain relief for chronic pain.
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