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The effect of immunosuppressive and immunomodulatory drugs NEUROIJ=I.TK
in a cellular model of brain inflammation: involvement of
nitric oxide-mediated neuronal death
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Key points PRECLINICAL RESEARCH

® NO - dependent and independent pathways are involved in the neuronal death observed in LPS stimulated cocultures.
® |nhibition of NO production alone is not sufficient to prevent the neurodegeneration. The magnitude of change in
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