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[ Abstract] Autophagy is an important process in which preformed lysosomes process endogenous

substrates in cells. The molecular inductive mechanisms of autophagy which may relate with PI3K-Akt-
mTOR and RAS-RAF-1-MEK-ERK1/2 signalling tranlations are not only very complex, but highly con-
served. Recent researches indicated that the changes of autophagy were associated with the genesis and

development of tumor. Therefore, regulating the activities of autophagy may be a new target of cancer

therapy.
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