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Research advances in Rapamycin against neurodegenerative disease

LU Zhi-jie, WANG Wen-min
First Affiliated Hospital of Kunming Medical University, Kunming 650032, China

Abstract: In recent years, more and more studies indicate that Rapamycin (RAPA) as a traditional antibiotic that exerts strong
anti-ageing effects in several species. By inhibiting the activity of mammalian target of Rapamycin (mTOR), RAPA influences a variety
of essential cellular processes, such as cell growth and proliferation, protein synthesis, and cell autophagy. Thus, it could provide
neuroprotection in several experimental models for neurodegenerative diseases, including Alzheimer’s disease, Parkinson’s disease,

Huntington’s disease, and so on. The molecular mechanisms underlying the neuroprotective effects of Rapamycin in recent studies

were reviewed.
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