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[Abstract] Cell autophagy is an important physiological response of cell self — regulation. It is closely related to
nanoparticles. In recent years, nanoparticle and autophagy have become a hotspot in biomedical research. The re-
sults show that the effective induction of autophagy by nanoparticles in the specific cells can accelerate the death of
diseased cells, which has important significance for the treatment of tumors and nervous system diseases. In this pa-
per. the progress of autophagy and apoptosis and the mechanism of autophagy and apoptosis were introduced. The
autophagy induced by different nanoparticles was discussed. The application of nanomaterials in autophagy was also

discussed. It is our duty to focus on the study of mechanism of nanoparticle and cell autophagy and the controllabili-
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ty of nanoparticles so as to better apply to life science and help to cure diseases.
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