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Abstract

of cells to maintain the balance of metabolism, stability of intracellular environment and promote cell survival un-

Autophagy is a conserved self-degrading system in eukaryotic cells. It is the adaptable response

der the harmful stimuli of nutrition or growth factor deficiency, hypoxia, microbial infection, endoplasmic reticu-
lum stress, and so on. Autophagy may play an important role in the leukemogenesis, drug-resistance and recurrence
of CML (chronic myeloid leukemia), and it has dual characteristics to promote survival and death of CML cells.
Therefore, clarifying diverse roles of autophagy under different interferences, finding out specific autophagy path-
ways and combined use of autophagy inducer or inhibitor are helpful in the treatment of CML patients. This paper
makes a summary on the research progress of autophagy in CML.
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Z B, mTORCUfH 2 B, ULK UK A= Ak, 54
ATG13HIFIP200 K 4= F S R AN BERR AL, P )5 2
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Fig.1 The main process of autophagy



918

Gk -

2 BREAERERHNEER

WA — P g AT R R, 8 g sk A g ik
Ok B T ORCE R, FL S T S B e 4 i 3
YR, PEREE S BN, AT AR S A At T
T B WA A — BRI I 1A 807 3, B ik
PRI I, AT A2 B = AR 1 1 UK (reactive
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FECMLH, BCR-ABLZE [R5 41 Jfg 1 Wit o 45
PIEH — BTSN BERR, Z2IMIKINATT I
AICMLAH Ak A1 1995 T 41 e (leukemia stem cells,
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ML, [ T BCR-ABLFH 1 40 B 25 B M b I 3
41 B8 v IROS/KF, AT THE I PT i A2 H T 410 B
T B U] 9 b B SR AMPKGE BRUS0OE H . 4D,
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Fig.2 The dual characteristics of autophagy in CML
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