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The role of cholinergic anti—inf|lammatory pathway in the development
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Activation of cholinergic anti-inflammatory pathway by acetylcholine esterase
inhibitors attenuated atherogenesis in apolipoprotein E-deficient mice fed a high-fat
diet and blood flow recovery in a hindlimb ischemia model in mice. These effects
seemed to be mediated by suppression of cytokine expression. Acetylcholine esterase
inhibitors may be a novel strategy for the treatment of cardiovascular diseases.
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