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Neuronal nitric oxide synthase(nNOS) and pain
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Abstract: Nitric oxide (NO) acts as a new neurotransmitter inneuroncells. It iscatalyzed by nitric oxide synthase
(NOS). Neuronal nitric oxide synthase (nNOS) is a key enzyme for NO production. Accumulating evidence shows
that nNOS is involved in modulating physiological and pathological process such as imflammatory pain and
neuropathic pain. This review concentrates onnNOS structural features, subcellular localization and factors

regulating nNOS function, expounds the of importance of nNOS in pathological pain. So, we can modulate

physiological and pathological process through regulating nNOS expression.
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