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Process in molecular mechanism of autophagy
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Abstract: Autophagy is a conserved protein degradation process dependent on lysosome. Cells can sense various
signals in the environment, such as amino acids, glucose or other nutrient deprivation, variation of pH or osmotic
pressure to induce stress response and guarantee cell survival. Autophagy can maintain cell homeostasis by
elimination of unfolded or aggregated proteins or damaged cell organelles. When autophagy occurs, autophagosome

engulfs cytosolic components and fuses with lysosome for cargo degradation to produce recycling materials such as
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amino acids and lipids. Studies have shown that the signal mechanism of autophagy is very complicated and there

are 40 autophagy related proteins (Atg) identified by now regulating the autophagy process. These proteins function

step by step and interact with each other to build a double-membrane closed structure de novo from endomembrane

system. In this review, we describe the history of research on autophagy and discuss the progression in autophagy

regulation mechanism.
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FE 1998 £E 15 S il 1 AtgS Al Atg12 [ [FIJREE A,
Ik B 3 23 AL 5 B BE T 4> AHABL. 1A Tamotsu
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I Iz S br R =AM E, Rk
R OK At (1 3 5 HL AL 53 79 2 P I 9 I 7 AR ], 43
B o A — AN S N R X AR, 3 — IR SE
TWCRAAR I SEMIAFTE . 7E4> B I LH 405 K AE
Rk A2, A A] e R AR B AR IE. 1T L 70% )
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XUZ BB AL 5y . Ge & MO 1] FH 44 41 i) 4 o
1R & (cell free system) & Bl Atg5 i B 1) MEF 41 ffg
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W A 02 JBE ) T P i N BRI . (R, I
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Atg9 1) T ] §E 2 5k B 7] 40 5 IS B 2 1 W Ak &
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PIRUZ I, PRk, E AR I e i #2 A7 e
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