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A}212Fg-(autophagy, HA)-S 112|202l ‘auto’
9} ‘phagy’e] FAJoIZ A7AMAIEauto) =tk
(phagy)= oJn] & Zk=tt, A212H8-2 XA Y&
55 gagos Wl ¥ Fafjehs slos whild
of A, well, Zejal Aol dofate] Al2e]
2], i, A Aol Fagk HEs st

AR 220z ARl i) A2 #R8(chape-
rone-mediated autophagy), B|AIA}FZ-&-(micro-
autophagy), A28 (macroautophagy) 2] A
A o] Tasen] SEo R A Ee
ANAA LS ool ANAEe QAT
b ool BB AT A7 Falshe o
s o 2 MEE YWEES olFHe] AXd 7ke
el glago R kel S EjHeitt 212
z2-8-0] A WA A= A I dAEA g
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% Z(phagopore)©] 7= B olc}, 1 ths
phagopore®] 7}A12]7}F g8l (vesicle com-
pletion) ©|F5 FZ2] A3EA|9] autophagosome
< A8t Axd E48 7HFA E 1o
Fgste] Wil 7k
AEA E4E Fallehs Aol

AMD A e Tl A7)de] wAlef 22 Al
Fo] S frAlEH] flete] B v o
AARE-S kL glom Tlof, Adelate] F
Z3} o] A|E o] Jokitolut dUAE A dsfok
& 497} dS wf AR wEA| STt &
B} Ap2)2kg-2 W 8k (developmental transition)
o7 Ak 4, 24, S wEe] 24
I} o] EE AE RS A7) fleke] 7x
Z9] 7| Z(structural remodeling)2] ©|3¥-& FH|3}
= Hgex FTHe R, s 2R &k,
s, AEEEe) e NS GA] AARES

2Asl= T 23 98-S $h(Fig. 1).
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27} EABIAY ekte] S5 o A&
Aehel= 250 29 Aa|EAo|t} 1 8 PI3K/Akt
(class I PI3K/AkD) Al B2 Qedd FAA

Zel2K(insulin like growth factor)2} ThE AJ7Hol

A2 Ag-0] 29 A F 3= TOR kinase
(target of rapamycin)©|t}, TOR kinasei= 43721
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Fig. 1. The Cellular, molecular, and physiological aspects of autophagy (Levine B, Kroemer G, Cell, 132, 27-42,
2008)

559



Emerging Technology

Aol whg-ske] -84 El2A] Q13F3kE Ax(receptor
tyrosine kinase) S TORS] &AJ3}e} AAs]50] =}
28-S AR, B ohE ARRE 2 =)
= S dUyAPE ol ¥kg-3h= 5'-AMP-activated
protein kinase(AMPK), 3% 7o} A&l ol 9h-3-31=
the eukaryotic initiation factor 2a(elF2a), double-
stranded RNA, endoplasmic reticulum(ER) stress,
Bcl-2 homology-3(BH3) E=w|91-S 38l gl
BH3-only proteins, Bcl-2/Bcl-XL H]-&2] &3],
Beclin 1/class ITI PI3K E-ghA)| o] A3}, oF &3l thall
9] p33, death-associated protein kinases(DAPk),
ER 2% thil 2 Q] Tre-1, c-Jun-N-terminal kinase
(JNK), inositol-trisphosphate(IP3) receptor(IP3R);
GTPases, Erk1/2, Algh0| =, 28] 25 S| St}
RiAZIZo| M CHHA
a2 AL TOR kinased] }¢]oll= ATG 4
A1 207) oo FAAAE A g Hsh=
il E S ol 33} ATG Wil o= A9 TOR
kinaseol] ¥H-8-3h= Atgl, Atgl3, Agl7, A4 Qliks)
B0 Aedd BoHA o] vhgate] 23 A 3 P4
(vesicle nucleation) o] Z-8-81= Atg6, Atgl4, Vps34,
2] Vpsls, F £¢] ubiquitin-like conjugation
3+-8-3Fo] A~ A W (vesicle expan-
sion)Z Wi7NE= Atg8Y} Atgl2 AA|, AL A7t
XA (mature autophagosomes) 25 ATG ©
W o] Bl 2 uj7feh= AE-E HES] Atg2, Atgd,
Atg18, ¥3l T-8(degradative compartment) © 25
B opn|izAte] 558 5]-88F= vacuolar permeases
ol Atg22 59| serine - threonine 21Ake}& 4 B3t
AE Tt THERS A Bl 750

pathways®]| ¥
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Ao g Agehs B A, o
9} CLN39] autophagosome@}2] 2513} &
23} autophagosome ] Y-85 B ol 2lhF
o] Az~ Ql T A 23| G429l cathepsins B, D, L
o] Fgsjrt,

E0] LAMP-2
gholl 2

A8 2 5o A S A
£ fAEe] BHe AN AR 20
A& FETh 859 Ag8 T If529] LC-37
A2 Hrg
) e o] Atg8(Atg8-PE) o LC3(LC3-NS 34
3o autophagosome?] 2ol oFASH| Agaic},
Ao AR B O R Atg8-PE
= LGS SAsA A8 = Bl Bdao]
A3l Atg8 B LC39] H-3Hlocalization) S &
agoz Ik, ol@ Axag =7
WSS F b Aed s P Al 2,
}2121-8- WA (autophagic turnover) ] Age] §lE=
autophagic flux®] 7}l 23k Atg8-PE Be= LC3-1
8] 7ok At 715 4l &3 autopha-
gosome 3l A0 2 ISk Atg8-PE B LC3-I
o) Z7he PR slsto] wimA) el By
2 ukatol 2gslo} g,

phosphatidylethanolamine(PE) ¢

7ol o) E;yq a@s 2=

b

O =2 rapamycing *|2J8fe] 228
o] eXz " Hnegative regulator)$] TOR 1443}
FA4E AsfEt7u, ABT-7372 Beclin 10 238}
= AZPAFAPE Asl el 2] Bol-29)F B-XLE
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S 2H AAFE-S 2T 5 Ut W R A2
2+-8-8 Asl|5t7] Y8l autophagosome] B4
o] #eJeh= class Il PI3KE #|38R= 3-methyl-
adenine-g ©]838}AL}, lysosomal proton pump2]
A3 A1 bafilomycin Al ©]-88FA}, lysosomo-
tropic alkalines$! chloroquine®} 3-hydroxychloro-
quineS o]-g3tct, it o] 3t ek AIAlER A
22 AR tig Solido] REsirh= AL F
E3jo} gt} webA rapamycin, lithium, 212|311
chloroquine¥} #o] Q14 0 &2 #go| 7}sataL 2
21akg-o] o Ao] e HWS X 83k
tl =3o] 2 & gl 2Holg} EAgE f<
AT ol & S0 ATG F-829] knock-out B
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Y =40 Y
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Fig. 2. Autophagy and related disease
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A% 22 F F5, 2 okl vx 24 4
Sallok gt} A|A|7](lag phase)7h At 9 AR
&2 (biomass)E F 2~6U7F 7ElEFRHo R =
7¥etct, gwo] AEsHA g warzt w9t
&3 Aao] 3zt 2ms) e oghe EA37
2o kgt 2Eg A 278 fasle] IwF o
ehe-o] oF 137 £ FEHE Eo| ojuf A
ot o WAl e aRe] AEFE ST1eHA|
AN T F ok FHeke] vmA] 2/39f X &
FA ol T3t 3| gite] AT

ARIF Y o} sk K3 stk e &
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I% 5 A e 2w uE 5= 9l
of ZEUL 7P FHe opuliAbo| ANt AR
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