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The mechanism of preventive effect of nicotine
on Parkinson’ s disease and Alzheimer’ s disease

Cigarette smoke is harmful for human, free radicals, nitrosoamine and plyaromatic compounds are
the toxicity, nicotine is the compound which causes addiction of smoker. Epidemic result shows that
cigarette smoker has been associated with decreased risk of developing Parkinson’ s disease (PD) and
Alzheimer’ s disease (AD) and experiment result also shown nicotine is benefit for PD and AD but the
mechanism is not clear. Studies show that (1) nicotine can effectively scavenge free radical and
inhibit auto—oxidation of 6-OHDA; (2) Nicotine can inhibit the release of Cytochrome C (Cyt.C) from
mitochondria induced by 6-OHDA/MPP+ ; (3) Nicotine can protect neuron against apoptosis induced by
b-amyloid; (4) nicotine can inhibit the deposit of b—amyloid in brain; (5) nicotine inhibit deposit
of cupper and zinc in the brain and (6) Nicotine can prevent neurodegenerative diseases by
inhibiting NF-«B, NOS expression and NO generation through nAChRs a7, MAPK and C-Myc pathway. This is
significant for explaining the mechanisms of nicotine’ s neuroprotective effects
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