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Activated mechanism in the neuroplasticity change of nitric oxide
which is a diagnosis and the candidate of the treatment index
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WrEepk ROMBE (FE3L) : Neuropathic pain produced by damage to or dysfunction of the
nervous system is a common and severely disabling state that affects million of people
worldwide. Fyn kinase—mediated phosphorylation of NR2B subunits of NMDA receptors at
Tyr1472 in the dorsal horn may have dual roles in the retention of NMDA receptors in the
postsynaptic density and in activation of nitric oxide synthase. Y1472F-KI mice with
a knock—in mutation of the Tyr1472 site to phenylalanine did not exhibit neuropathic pain
induced by L5 spinal nerve transection.
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