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[ Abstract] As one of the classic nanomaterials, silica nanoparticles (SiNPs) have been widely used in va-
rious fields, which promotes more attention to its health risks. Autophagy is a molecular event reported in re-
cent years in response to the exposure of nanoparticles. It includes three processes: autophagosome formation,
fusion of autophagosome and lysosome,and autolysosome degradation. SiINPs can affect the above processes
through a variety of mechanisms. For example,SiNPs can induce autophagy through oxidative stress or inhibit
autolysosome degradation by damaging lysosomal function. In addition, this review introduces the cell outcome
caused by SiNPs-induced autophagy and analyzes the possible factors affecting the difference of the SiNPs-in-
duced autophagy mechanism. This paper could improve scholars’ understanding of the mechanism of SiNPs-
mediated toxicity and provide a direction for safer SiNPs application.
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