ALZHEIMER DISEASE: HOW COULD STEM CELLS HELP?
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Alzheimer’s disease (AD) is the most common neurodegenerative disease Review bibliographic data and provide an insight Research in the Pubmed and ScienceDirect databases.
affecting millions of people in the world. Cognitive impairments such as into: Keyworkds used: “Alzheimer”, “neural stem cell” [AND]
progressive memory loss are devastating manifestations from this “therapy”, “neurogenesis”, “iPS”
disease. Current pharmacological treatment only relieve symptoms « Pathogenesis of AD . .
without a long-term cure. As a result, stem cell therapy is an emerging + How stem cells could help to understand the 100 articles from 1998-2015 collected. 58 papers included
potential approach to treat AD. Also, recent advances in reprogramming disease in the bibliography prioritized by most cited author and by
technology have studied induced pluripotent stem (iPS) cells to model « Indentifying possible therapeutic targets using journals with a high impact factor.
the disease. stem cells.
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6. STEM CELL THERAPY FOR AD
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learning and memory was tested. (E) Revealed that NSCs-injected 3xTg-AD mice, exhibit significantly
shorter escape latencies[6].
Improve of learning and memory in transgenic mice experiments, but there is

no effect on the underlying AB or neurofibrillary tangle pathology. Transplantation improves cholinergic neuron number and memory.
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Studies in animals models have revealed an improve in memory, learning and spatial biopsy. iPS cells represent a new tool for modeling

recognition. Also, a decrease in AB aggregation and neuronal degradation. Estisntapeciic (P calle AD in culture, i.e in vitro.> Adapted from[6].
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