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I AR . AW RS 7 o LU = F: %5 H I (macroau-
tophagy). f# A W& (microautophagy)#14; L85
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Fig.1 Schematic model of autophagy

— U8 FIE H AR T, B R
LC3(microtubule-associated protein 1 light chain 3, H
Wit 2 1 Atg8 78 Iy L3 4 1 ] 5 ) AN Wi 45 55 5 2
RS IR L, o) I AR A P S o e A S B P 3 7 4
FIM e SEACHT B W AT A, 2 R AR IR, sETE RS
G A W WE 5T R B, p62 48 F (sequesto-
some- 1) [ fiff JE& 497 (1 TR 1) R0, 28 36 4 O B A T
e Ja, AR I N IS i R G BIA VARG A, HE
A7 ISR T A R, O AR P K A A D
K HAZEY R . AW SEMANR S EE B
RV 1) 5 A R o 1 MV A B Vs Il R 2 il ]
S22 Y A& (multivesicular body, MVB)gl&1, 4 41,
W S Bt 5 1, B MRV g A B el — AN IR
GikL), IR G T LA T s W 2R T R I A, 4
ST A K Sl 5 2T F AR AR, 8 1k
VAR

B NATTRE 1 A2 el BRI FE I AN TR N, B
) B WA 5% A R AR AN IR e 32 L, BT A VF
Z BB R, W A7 G F WG R IR 11 ) it
WARAFAEAR K, AN A BIRIEFE N Ay 1 v ) i ok
T ASFE A0 N S5, an i Bt e R BAANT

SR ARSI IEUSAT A0 H EUIAE . DRI, R RT BE AR A
T A0 A DA 5 308 AN [ JOn, 2L 1 i
RSP I 2R . 0> B RIS Bk B R
¥R FR) JE AP IS 08 0 B RS PRSI, s B oK 1
R R I 8 50 BB T BE ok B T2k th. 3 4h,
KEZh BRI A & 205 KA RTAL
T (R RE AR D, E W A 25 R, ey e
JRE I TR IGE R I i s AN 2

4 BRI

RGBT B WA o IS, 0T 40 i 0] AN 7] 1 A1 5
RIPEERE EE ., Feal B BRI R AR 2
20 B PR T, A AR R P PR SRR R N R
W FEOR RN AR 4k B . H AT, AR B R E
H1 43 -FTOR(target of rapamycin) it 2 il 41 i [ W
MIORBREET 11, REIAZ NI A 2 Bl AL ', TNk el
R A MR A A Ko LA ATPAC- . A A5 40 i
5 0 T B Bl R] S TORNG JLAE 5, AT i A2
A B AR, IO ANTR] A A B

TORAS 52— /SR P4 i fs 10 . AR KA 5
22508 /3 R PN R AR O0 R, TORE L A1 ]
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H G AR 71 Atgl 3G, SEBGS H R 6= 78
Wi ¥L 304 b TOR ][] Y54 mTOR (mammalian target
of rapamycin)Ab T-iH IR, BERR AL F W 46
7> ¥ ULK1 g, Wi AWk 4. TOR/mTOR
fEME % TORC1/mTORC1 A1 TORC2/mTORC2 P Fi
24 . mTORCIDHE mTOR, mLSTS(HFR 2K G
A BIVFEE 1 GPL). PRAS40(Proline-rich Akt sub-
strate 40 kDa)FlIRaptor(regulatory-associated protein of
mTOR). Raptors& XJRapamycin2}j 4 # J& (1] 21 B ik
P, It ARapamycin'f 4 1] 1 F W A 0F5T, 8y
SN HImTORC 1 PRI %5 & F . J34h, mTORCI
B IE ik 4E-BP1(eukaryotic initiation factor 4E bind-
ing protein 1)F1 S6K1(ribosomal p70 S6 kinase 1)ii#%
S A AL B A 1) A2 0 e A SR T T AR i AR R
HagERY, mTORC24L$5 mTOR. mSinl(mammalian
stress-activated protein kinase-interacting protein 1),
Rictor(rapamycin insensitive companion of mTOR)A/
Protor(protein observed with rictor), fijRictorXfRapamy-
cinANEUK . mTORC2iMl i IR 16 Akt(s 13 B)FI
PKC(& Il C), 141615 %5 2/ GTPHifRacl H1RhoA,
Z 5 2RI . (HK T mTORC2A A
MR 18) 5K 2R BB I

AMPK(adenosine 5’-monophosphate(AMP)-
activated protein kinase) & 4H Jitd B2 BE RS T Y
AR IS e, A5 8 WA A (R i 42 v th A 4
FHEZEMEMN . ACATPACE R (G Lk sl 6k 40)
AMPK A 52 AMP ) 7K 128 A T 0, AT 5 1R AL
TSC2(tuberous sclerosis proteins, — Ff i J&7 471 ] £
1, AT LAMIRheb GTPHE4S &, 4 J5 5 % mTORFIT
£), IEITSC1/2%FRheb ) #, £ ZAEmTOR K i
PERE A, Sk A AR AR R
W], AMPK#E H #%  2 E Raptor J&- 4 i Ly 1, 323K
mTORC1f) 3% P£ F B4, TSC1/23i6 ] LL & 4k A
PI3K-AKT#IRaf-1-MEK1/2-ERK1/2[#1 {5 5, {4 &
mTORC1. 152 B A AN 75545 5 RPN, Akthl ik
I, T BERR AL TSC2IF I L L TSCI 45 75, Raf-
1-MEK1/2-ERK 17214 7] #1 | TSC1/TSC2, fiz 4 i
Rheb-mTORCI, X 411l [ W 7D A A ke 4 i 4 F

5 BEEHEXDT
A A R o, B 205 R 1 1 0
HICHR P00 V. K P AR 06 2 11 11 )

(autophagy-related gene, Atg)Z 15, i 4 B A 341 #
JRIN T o X [ I I DR LE IR BRI L sh ) A AR
LIRS IR, 2 AR AU A AT D F . JLTAT
A — P [ W8 5 DR 1) e 2Rl AR B 25 3 3 I AN e
Azl R AR R, Bl AR AT B AR IR,
TSR 22 1) 19 Wk s DR R G ) 95420 11 ) e o, o 2 4
TNo R0 AR A Y BE DA AT H A
HE. WSS AR A AR B, XA 0
) W 2> R H2K Atgl/ULK LR (3 2 &
4. Vps34-Atg6/Beclinl A IR PI3K & 51K, Atg9/
mAtg9. Atg5-Atgl2-Atgl 63 R YA Atg8/LC3iE
VARG,
5.1 Atgl/ULKIE R ¥Es 8 &1k

Atg ]2 55— AN e BE T 4 B T o 1 1) [ e 3
DRI, 4 i — b 22 B2 R/ 05 2 1R B 1 Wi, 5 L L
S AR R FAULK L —FE, 2 F R BT 04 75 1)
— R 5T o ULK LS % Gk 2R NP LC3-IIAN RE B B,
W & 2E 52 B PHASS . ULK1 LA S 1 R AEAE,
B T ULK1A & | 955 mAtgl3. FIP200(—Ff 5%k
F DLV FAKAH AR I IR 2 ) ATALg101. X 48 4R
{155 ULK LR AH B 62 R ULK L RS a P A
B s+ . ULKIR AW H B2 AW RO
W7 FmTORM 1T . & FRP sk = I, mTORYE
PN, mTORXJULK 1 FlmAtg 13 1 i e A 30 il 1
FH Uk 55, A fFULK 10 JF 8% 1% fbmAtg13. FIP200
FIULKL B &1 i JF 8 AW R E—D. 2
J5, ULK1/2. ATG13. FIP200 A 4 i 5 i 7% 31 4 J5it
W sl FL AR 5 A, TR I R A TR DR, b T 5
NI IIPIBK AL & 4. LC34) 125 7 A [ I b,
TE7E FERE R 2 I, AMPK B, v] DLIE i % 1L ULK 1
o S SR N (The i A s el = LU e =i~ 7/ D5
i, mTOR I i @ 2 1L ULK 1, FH 1EAMPKXfULK1
(IR AL, (EULK L4 4, 38 G 1 W5 119 2B,
5.2 Vps34/PI3K-Beclinl € 54

Vps34 /2 Wi Fah 4+ i) 25 11125 P13 Kinase, {F
Vps345 G, Vps34R 45 & Vps1 ST # s, JF
BE—20 454 Beclinl JE il Vps34-Vps15-Beclinl & &
RBA, EH G R A, Vps34-Vps15-Beclinfll 2 Ff H Wi
MIRE AL G, L AEE SR AwRAE. W
5 Atgl44E 52 % Atg14-Vps34-Vps15-Beclinl &
W25 BWIRMIE IR, 56 HHE R B A
- Ambral 25 5 )£ 3F Beclinl 5 5 A BE R RE B, 5
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UVRAG(UV irradiation resistance-associated gene)%t
4 UVRAG-Vps34-Vps15-Beclinl 7 [ W i1 i
BRZ Hy P2 AE FIBY. Rubicon 5 UVRAG-Vps34-
Vps15-Beclinl E5145 & Ja tuid 1y L Dipel. Bif-1
18 F 5 UVRAGHIBeclinl 25 & 1F # #5 Ho6) 5 W B
B B BERT . Vps34/PI3K-Beclinl & 45 W )¢ #F 7= &
% Mg 19 JUL -3~ 1% BR (PI3P), PI3P W] LA 41 ke — 485 4
PXFIFY VE&S # 48k i) e (1 5 210 34 5 v ™ AR A
‘&, 1 DFCP1(double FYVE-containing protein 1) fll
WIPLZ Ji% % 4 (WD-repeat domain protein interacting
with phosphoinositides)®, & F W& AT AA I LR, 2k
M hepg-3. epg-44k [N 5¢ 42 W] it J;DFCP-145 L (1)
SERFN B WEHT RN 2. BRI K. EGP-34 [
A i 0 U T PI3PHR K - 425 1) 1 W w44 1R 7 2, T
EGP-41E 1 5L (B B, W] REAE A J5T I IS TE A A 1)
W A R R AR Y. BT, Vps34K 5 W)l
mTORK) 5% 5 PA A Vps34 i S0 I 1 4 4n] ok 1 2 4K
IRANERE . BB FUR W], Vps34n] A SUVRIE 5
XFmTORAHI, 75 R b, Vs34 13 M T
TOR-Atg {5 5 1l i, $275 Vps3432 TOR Y 4 7E A Wi
WL b R A A Y Vs34 13 1 th DA K8 28
JEL S & H ) (WRabS) W, 115 Vps34 5 &) 4 2k 51
H WV E B A Bk 4b, Rab5idk ] LLFIVps3452
GWEG, W Vps344I BN /il b, XA
AT REHIK P ZEPI3P, AT AR NI TE
5.3 Atg9/mAtg9

Atg 9t XA I I B ME — — A i L 5 M A 1 )
ArgHEB], AT B I 58 w3 ook R A A R I A5
e/ . ZERERET, Atg97i AT PAS(preautophagosomal
structure, 5EA T REPEEITBOA K —MLE, AR
— AR B A A, 75 B WRIN VR Atgd s
£E 2 PASU)FI LR AR B 5 2R AR 2R (153 2 [R]E),
FIREA AR ATE B SRR . & TR B Z I
Atg955 Atg23. Atg274i%y, KefiTigkn 22 PAS; otk
AtgINTAtg I3[ ) T 15 Atg2, Atgl 845 A4 HL )
sk F| PASLASM A o X 35 1 ZERTFLE I,
FVEDTERmArg9FE DN REAT A WL R B MR 15
B, BELAG EIWRIR A BR8N, mAtg9E
AT B i R 44 (trans-Golgi network, TGN)AH 3
P A& (late endosome) b, A BEXT Y 2 8] (R4 LA A
RAEIZHIIRE 3 00440 YUK, mAtgOfy & A7 4 st
TULKUFIPI3K 3G, M S T i R B A4 A% 380 65 301

PARFD FEH_E, 5 /NGTPRG 2 F1Rab7. LC3%& A
o e BERmALgY T BEAE N — AR (1 3
WA G 2 1 B WV 1 1S T
5.4 Atg5-Atgl2-Atgl 6 EiE R %

BB R A AR Z B R, o
IR AEAE AtgS-Atgl2-Atgl 6354 R G M Atg8/LC3i%E
PR g, TR 2 LR WL ) TE R, T
Atg5-Atg12-Atgl 61EFE R G, Atgl21Cliy H 2 R 7k
R Y H2RELZ #TR At 7L, 5 AtgTfCys507
TV W E e 1 SRS, R 5 Atg 1249 1% 6 45 2RE2i2 3
# 1 W Atgl0, 5 AtglOffICys133JE f% B g 4 5t
Jo, Atg124 4% 3 $1| Atg5, 5 Atg5HLys1493L 4 45 &
B I Atg12-AtgSH A%, 4l il Atgl 28 11— A
A R 23 51 B 45 A AtgS, LUAtgl12-AtgSE &) 1)
AR, [ Wk A, Atgl 6F1Atg]2-Atg5 45 4.
Atgl6 7 A — AR M 4544 &) T T8 AR 9, Ad
AR T £ (P Atg12-AtgSIE Bl K T il B K E
“W. WFLB) P Atgl6L i H Chiid &% 47— MWD
AR (1) S R Bk, AT A3 Atgl 6L BT T 2 [ )5 A
(AR EAE L, A7 IR 22 B A L 1529800 kDaff] AtgS-
Atgl2-Atgl6 5 AW, Il REA 2 5 B LI
AR EAER RS AR, EEY)
SEALTREE I b, 25 LC3-IK T #2E, e i
WG (1) S KCPT
5.5 Atg8/LC3EIE R %

LC3 /2 I REAtg8 5y 1 7 mi FLah 4 h (1 [R5 4 2
—, Atg81H A [R5 GABARAPHIGATE-16%
LC3. GABARAPHIGATE165 [ I I i () %+ A1 i
B RAEAGARFIN IR, A2 I T4 F5 2, A
HoAh Atg8 [R5 43 1 AH b, LC3 W 5745 5535 28 11—
A, OB AR AR AR — MRS S E . LC3G A,
5] Llpro-LC3JE U A7 AL, SR i S %14 Atg4B ) 1 2%
& Cuify 120457 [¥) H 2 R 5k 55 B ILC3-1Y . [ gk 2F
I, 38957 43 A 140 B IRLC3-Ti Atg 735 Ak 5 1L
TE R R B, AR 5 A% i3 2 Atg3PY,) Jf St 24 F AtgS-
Atgl2-Atgl6o X SN I T iER: F—APES T, JB
AT 45 A i IILC3-TTFY, Atg5-Atgl2-Atgl6
YT R E VB3 B e ELC32K iz F G
PE, AtglOLI¥ 4l i i {7 ¥ s T LC3L A M AT i, I
fERELC3-114E & 2] { Wi 5, |k AEm i, A
I ¥ AP IS IR LC3-T1AE W AtgdBiR 51, I [ B 4 AtgdB
VI N Cuig WPE, T AR 454 7% A LC3-TLA ik 5557
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FIHE, FHE" R, LC3 S 5k £k B 0% %
fift, B MILC3IE i i 4 R (I p62 5iNBR 145 &, 14
WA 2 . el EPG-2R84E 5+ 1
TR 5] 51 % T PGLYSURE (germline P granule)# & LGG-
1(Zk darh At8 1) [ ) I RUIR S5 4, R ARk
R AR S R TR B A 1 A 1 D RER

6 BRSKERALE
6.1 1HZ RGN

e AR 78 R IR, LEVE 2 A IR AT M0 B, 9
AR Xk KR RER AURR A, XL R
FRT S M Z I E AR A IE T s
IBAT PR LR R 22— VR IE W R A0
PRI SR IR S A SR o N B
SRR R AR 2 oo K A I (Rl Arg Sk dtg 7, 24
6 R A R KT, TR B A K 2 358 R
EWBLR, R LT R AN GIRAT MR, 1
R R, 7S E R A REMCEE B A REE A
TR, BEZEMR AN IR AT SR IR . 78/ BRI
R, F Rapamycingl H AR HImTOR 1) i
PRI FI R AR, AT AR ARAT 2R AT MR TR RE IR o
FEGN MR g S N, BRI RN R B T Dl T
T ) — S8R M B P, $ROR S T E R RECA
—FRIT IR AT YRR IR TT i
6.2 HI%E

A 4 A LR T P — M DA S 4 2 R st
R SR S 1 A i B Al R, R b W R
Sk BAR AN KA A P AR R ST BT e, s
I, —EE S E G (Al R T LU S A . B
A, TP RIFN-y il LA 5 11 WK HRAE 2 B A 1
SR ISR . 1T ELAE QLB YL R LG40 i, FIFN-y il
AR RT DL R WG IG5 A0 i e [ Y
Pty Rl 51070, i HCGT B P 40 BT 1R 3 e LT
T UL B rR, iR R E DR 5 TNF - i 305 N K 1%
FOsAke, FIHLC3FIBeclinl (K& IAMEHE F RS,

FAEATREFUR I, — L [ AR (B F AN
WA E RS 5 R IO N, B, &
A TLRPC A 0, 2 HURE 110 5 W58 A/ 5 il A 1) Rl 15 T
Beclinl FILC3 [ B #54i i, ARt sS
TR AN A A T 40 Mg BT TLR(Toll like receptor)#
Wk A7 1) fil 5159, Beclinl-PI3K A 4 4. LC3. Atgl2
A LA B4 35 A 25 T B PR B /N R eel, g

2 W ad e A AtgS 1) 7 X 7 2 2B HRLUR) /N,
MAEARA g M b, — B2l B W i i et —
S AN JEGRAE D) Can TR 2R ER 1, group A Streptococcus),
X B 5 Ve AR U A ) e AR AR
Br T 2590 Ml s, F 7RIS B I e rh O HE
EEAEH, ek KRG MR EMPT 2. —it
[ W P (T AtgS)Xf YRR J L - BAR i A T4 i 4
i LA 3R I 6 R O 40 i 1) ol A o O A
Prs B, B AT DAL I8 A YA R s DA 5 22
HIEAA MR G PIAL B, fFCDA+TH i GE 6% TR bt
BRIk, R F S 5 gk DR A HE 1) AR
PLEIEA ARG 2, (H2, AW 2515 F 40005
FrAZ NI SR IR I R AR 20 e T, A
Y 0 G R R AR L ARAFAE B D R AR
6.3 PhiEZ

H Wk 55 b R A R T R A 2 A A EBIE ST —
ANHEER R AR 22 BTG I, e (1) R A= ]
e 4 i A R A AR 2 DI &R . WD REIE S,
T Tt e A IR FH, T e oA Wk DR 5 | e )
e VF2 BWRS1(E BT T h i CL g A
ATTLA 3 0 ) 2 11 B, Wi Beclinl 3 S & — A
JHREHRIIE R, TPiBeclind (W25 A% H W52 40,
SR R e R T BT LRI Al i R gk
ik Beclinl, 7] LAY 2% I A0 0 1) A G B2 I gk 2D e 3
i 7. UVRAGHE 2 45 £ Beclinl/Vps34 5 &5 ) 112
E A WE, MTUVRAG A A $0 R i D el Bif-1
Al PLUIE P UVRAGEE; 4 Beclinl B4 5 F W, il BRBif-1,
MR T IR IR A AKBT Bel-2F1Bel-XLv] LAl it
| Beclin I AR R, 177 99 & # 2 AATTHT 28 %011
Fow L RO, i Ak, PTENA] DL i 401 T PI3K
[ ThRESE 5 F W, T PTENE A& — AN FE R, A
A b3, B W2 B AT R 3 S04 i ok 25 AR &
JE SRR PESE T BE g, [A)INS 3 n G FELAG 40 Ji o) fi
R, flip62. ZHIMLERAR. BH RS . ROS
S FY R, I — DB L 4 DNA K FE 8
PR, SO B e 5SRO, 1 A B IX 28 i 0K 5 5
Jif e () A AT o Jifeg T R LA S, e Al L e R B
Wi B2 v L AR A2 RE T, 03K AL 4598 40 M /1 AR 1 2R
Barh R H B e AL A AR P R B TR R e
D3R B AR AR, 1R R LA B 40 A LR
i b S A M AR AR S A, R AT DAYk 4 i el
T 2 A0 B A0 L BT O TR S T R AR, BT LA
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B v kR A D PR S RE Y. BRI U, 1 IR P
Je 240 I PR A P RT ARSI T, e m] DU ST, T
AE 20 gk Se e Ak, (E IR R, ER AT DU
iR 4 I 9 B DR BE T R RS BE D0 KRR THE,

7 RE

P A A0 o b B S ) o B A R, B )
I3 AW LR A B PHE SCIE AE A T A VUM
Mo SR, A7 5% WA O HE DA 1) B BERT 1) A A
BN S A f5 Bt — DI, B R AR AR A
WG TS A0 A AR P 5 DA R 1 W 9 g s S 1 Rl 5 L
55 o ARG FARSE AR AL, WL Sh P E R
T2 AWRIER, RS R G A XA
(] PR 1 F R 5 Rk, 0 B P R A5 5 G0 3 K O
AW R AR ARG R . B AR A S AE )
PURE RS ) OGRS, AERR A S
PR Al AR AT MBI A 0 £ LA
EOCATRE WA . TR A W R A IR IR
T AE I R 3 iy 20 2 (0 SRR . 5% F R 1Y)
SR IR, 645 g NS HUAN 5 4 figt peik £
PRI FERZ M o
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Abstract Autophagy, a highly conserved mechanism in eukaryotes, is a lysosome-dependent pathway
for the turnover and recycling of intracellular macromoleculars and damaged organelles. Autophagy is involved in
multiple physiological and pathological processes. Autophagy-related study is becoming a worldwide hot-spot of
life science. Clarification of the molecular and cellular mechanism of autophagy, and the significance of autophagy
in the physiological/pathological processes, will contribute in a great degree to the prevention and therapy of the
diseases. This review aims to summarize the recent achievements in autophagy field by focusing on the induction of
autophagy and its role in related diseases.
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