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Fig.1 Signaling pathways that regulate autophagy in mammalian cells (modified from reference [22])
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A: defective autophagy induces aggregation of toxic proteins and oxidative stress, resulting in genomic instability and ultimately malignant transforma-

tion; B: autophagy enhances survival of cancer cells in response to metabolic stress, protecting them from anoikis and promotes tumor metastasis.
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Fig.2 Protective role of autophagy for both normal and transformation cells (modified from reference [51])
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Abstract Autophagy, a cellular self-degradation process, is crucial for metabolic stress, genomic
integrity and cellular homeostasis. The levels of autophagic activity are different in diverse tumors. Autophagy
plays important roles at different stages of tumorigenesis and cancer progression. In this review, we discussed the
molecular mechanisms of autophagy and the implication of autophagy in human cancer.
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