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Advances in therapy of Alzheimer’s disease through autophagy

ZHAO Fei, LIU Wen-Wen, QIAN Xing-Yang, CHEN Min*
(State Key Laboratory of Microbial Technology, School of Life Science, Shandong University, Jinan 250100, China)

Abstract: Autophagy is a conservative process to maintain homestasis in cells. Studies have shown that autophagy
and Alzheimer’s disease (AD) are closely related and that autophagy may play a key role in the pathogenesis of AD.
Up to now, however, the complete mechanism has not been thoroughly studied. Many disputes still remain about the
role of autophagy in the pathogenesis of AD. In recent years, a series of progress in researches on the role of
autophagy in AD process and its relevant treatment has been made, which provides a new understanding and an
outlook for relevant studies. The mechanism of autophagy in AD and relevant methods are reviewed.
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