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Abstract: Silent mating type information regulation 2 homolog (SIRT1) is amember of the sirtuins family of protein
deacetylases, the homologue of yeast silent information regulator (SIR)—2, which have gained much attention as
mediators of lifespan extension in several model organisms. SIRT1-protein is localized both in the nucleus and
cytoplasm of mammalian as a kind of anti—aging protein. The gene transcription factors are regulated by SIRT1
which could enhance the stability of genome. SIRT1,whose expression upregulation is observed in
neurodegenerative diseases, have a role in neuroprotection. But there is another article demonstrating that
overexpression of SIRT1 did not have any neuroprotective effects against the neuronal damage, showing a
reference memory deficit. SIRT1 can be induced by sirtuin activators or by metabolic conditioning associated
withcaloricrestriction (CR). At present, SIRT1exhibit itsscientificvalueinthe fieldof lifescience. Inthisreview
we summarize the role of SIRT1 and the relationship between SIRT1 and neurodegenerative disease.
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