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AR OBEEE (330) : We successfully identified various molecular targets for medicines to
cure neuropathic pain. They are related to the lysophospahtidic acid (LPA)-mediated
mechanisms underlying injury-induced demyelination, gene regulation, microglia
activation and supra-spinal pain. Feed-forward amplification of these mechanisms and
epigenetic gene regulation of key pain-related molecules were suggested to underlie the
chronic status of neuropathic pain.
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