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Leukotriene(LT)s belong to a large family of lipid mediators. LTs are known to be important
factors in a variety of local and systemic diseases and allergic/inflammatory diseases. We
examined whether LTs were implicated in neuropathic pain following peripheral nerve
injury. Using the SNI model in rats, we investigated the expression of LT synthases and
receptors mRNAs in the spinal cord and the roles on the pain behaviors. LTs and the
receptors may be involved in the development of mechanical allodynia after peripheral nerve
injury.
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