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Abstract: Autophagy is an evolutionarily conserved lysosomal degradation pathway that elimi-
nates cytosolic proteins,organelles and maintains mutrients and energy balance. Autophagy plays
different role in tumorigenesis and progress:inhibition of malignant transformation in early stage,
and maintenance and promotion of growth of tumor in advanced stage. Numerous preclinical
studies have demonstrated that cancer therapeutic resistance is closely related to pressure induc-
ing autophagy.Application of inhibitor of autophagy will give a new strategy for cancer therapy.
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