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In fibromyalgia, using the intermittent cold stress (ICS) mouse model, the loss of
descending activation system seems to be a key mechanism underlying the absence of morphine analgesia. In
neuro?athic pain, absence of morphine analgesia is induced by down-regulation of MOP gene throu?h epigene

tic silencing mechanism. In FM model, MOP gene level was not altered. On the other hand, it has long been
known that lipid mediators are key regulators of pain perception. We have successfully established quantit
ative analytical methods for proalgesic and analgesic lipid mediators using LC-MS/MS and TOF-MS techniques
. We quantified lipid mediator levels in the selected brain regions along the pain descending pathway. Our
data did not indicate a significant alteration in the lipid levels of the brain regions investigated. The
se results suggest that fibromyalgia is different from the neuropathic pain, at least in terms of lipid me
tabolisms and epigenomic silencing mechanism.
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