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Fig.1 Autophagy formation process and its molecular mechanism
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Fig.2 Autophagy formation related signaling pathway
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Abstract  Lysosomal-autophagy system plays a critical part in the adaptive response of cells to
nanomaterials. Autophagy has great utility in protecting cells from damage and keeping them stable. However,
the essence of autophagy induced by nanomaterials is still unclear. Nanomaterials are recognized as alien
invaders, the accumulation of which will activate the body$ clearance mechanism. And this will lead to autophagy
after the absorption of nanomaterials. This review introduces the self-protection mechanism of autophagy induced
by nanomaterials, and analyzes the influence of nanomaterials on lysosomal-autophagy system and their biological

effects comprehensively.

Key words Autophagy Lysosomal Nanomaterials Liver injury



