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B Pk A EL 7R 40 B X it A0 7 R B4R A

w ¥ BR% REac

(TR KA P 2 B I PR =2, TR0 215007)

WE AWM ERANM T AR BEE / ORI RS, EWRAE SRR AR A2 T X ok 3 BTAE K 2y 7 Rl s
BEAT AR, Bl A BT BRSNSk, 500 TR e PE st s, AR S R T AR, 2
LYEFFHURR AR, FEEMI IR IE R AT BOR S BR I 1P A R iy N AR Ay S B X B WRAE B AR R 7T L 2 A DA A
iR ARZRIBAT PRI AR . WU RHRA A AR G b AR AT T 4538

KR BWE, g, 2k, o,
ZRHES R329.24

A0 W PR AR AR I R AR B A
B fi7E LA % 40 T 1) ST 17T 0 0t 3 ol £ ol 5 B A
PIRE 40U 1Y, AT 4ERF4N ) BASS A EEE X
A i Y R g R R B A, AN TR TE
& HWEAA (autophagy), A PR S5 i 21 A4
WIHAL, 53— AR ABEA (proteasome). 4 i 1 (1)
ot 3 i B VI O R AT A, TR 2 £kl
JSCAH Y49 5 K 2 i £ 1 BURT 40 B 2 H 1 A
TE R AE VB A P 1. B Wk 8 3 R 41 B 23 1
B AE RO AR A AR T T O] e G A 55 Jlp 3 1)
IR kg R KB 1 R Le i WL L JRE .
ZIRAT PRI & LSO RE LR 3 2. SiE K T iy KA
Iod B AR AR A AR A F L,

1 XTBEEEK

HAE 1962 4F, Ashford 1 Porten i £ 42 H 41
M AEfE “self-eating (H )", HHX—IMER a4
4 “autophagy (HW&)” . Z JE iR I 0] B W I %
ST, HBE 10 FEME 9 YR
fe, ESRAERERET ORI T 25 AR S AL, Rl
Je AR LB P 4 I R IR ARBL, R R I
WHRAH T R E.

VR A A R IR RS, S e iR
oy BB F WA OC I BES, Bl AEge . B S L
S AL b IR T A AL DD R I [R5 R [R]. 2003
SR DARERE ) F WA G BE R FRUEEAT T 58— 44,
PL “autophagy” WWFBEATG dn 44, Ja 1 INACT
DADX 73 A [R] (18 35 P] @1 Ay 4 A ) [) 0 i DR ARG U i
%, MRS IE R A 44 CeATG, WLBhY) T
(7 [R5 36 DR SR 4 i 44 4 mA TG, A SCH BT B WA

MZRATVER AR, S B

KA Rt a4 B 5, H) TR OT(E, 7
FrifEfir 44 J5 TG 5 B T e & R 4.

HRAE 41 ) o 234 Ve Bl A Js (R AR ANIR], R
530 3 MIE: K AWK (macroautophagy), /N H
I 4 (microautophagy) 1 73 1~ f1: 45 /v T 1 F B A4
(chaperone-mediated autophagy, CMA). 7E K H W& {4
RAREREA,  RUFASIT B BT B T A RS
JEER 2546, 0 2 200 JR TR 4 B0 23 T JiA )23 i
WK, B AR S VBRI S, A A 4T
I A9 JOF A s il AT 2 . /N R W A A2 Y il A ) B T
FALR A ) ST AR R AR N BEAR. 5 THEAR A 2
FR) 1 W AR A2 N B A i & 5 210 T RAR i
R 5¢ & 1 70 (heat shock cognate protein of 70kd,
HSC70), ff 5 5 % B /& B - 2 4k (lysosome
associated membrane protein type 2, Lamp2) )i, #
iz B N A s R AR AL CMA I SRR
AW E 1. 5T 30% 1 B E T —
AN HSCT0 1) Tk 5)——KFERQ, “EAITH] i
CMA T8 = A, T P 42 5 1) e At i 42 5 40 T 1)
R OIRAS A B R o )R A G AR 7
()28 KR AT LA M BB ML, DALk e R A Ay
BT 4L ) A AR I AR

TEIEHIGOLT, HWRAE 2 BN &AL T —A
A AR K. AR YU AR RIS, B WA

[ 5% [ AR REF 4 A B I3 H (3037506) 0 i M 11 4 £ i i 5 e b
T H (SRC-0304).

R

Tel: 0512-65122087, Fax: 0512-65190599

E-mail: zhqin5@hotmail.com

Wk H0T: 2004-11-16, 52 HIl: 2004-12-28



2005; 32 (4) EMUFESEYYNIEHE

Prog. Biochem. Biophys. . 299 .

WOR BIESEH 10 f5. B, 763 M s S5 R
PITEBL N, WA 2 h, U401 b B A 4
AR 0.1% EFH2] 1.0%, 75N F S0 40 i
Pk HeLa 40 Jid rbr 15 W3 A4 v 40 i S 1 T RO 0.03% |
TFE] 0.3%5),

K I/ [ A3 o B 1R 20 25 AL P
HOAAT R REE, 1T CMA B IRAAETE bR
ST AT P Kiffin 25O K BRUH AN % 5% 1) i
LR YEAN W B S SR B B ST e BRI, R
LR A R 005 J5 502 T 4 2 M 38 A v I
A, DTS AR SRR I B At B 22 S8 A 300403 1 2 1
JoL. A SR A N T VS AR B s 52 G ) U LRV T AR
AH G SZ 4K Lamp2a #7380 YLk 5 30 Lamp2a %
AYEF A, TN EZ iR Lamp2a 52 46
SACY, LA A, AT R CMA T BRAEAL
0 8 RN RE

2 BHERRERTRE

DL B WA R ], At #E e Lok 4 ASFi
B HHA S AL, AR R, A
H 8 min AiAq.

21 FSEELRE

I R 1) 2 2 LR R B B BOFH 40 I IR 451
LR E IR AT AR R e AR A, L
TR AT AR T e 2B 3- Tl R T T UL R
(PLK)/Tor AJ 44 [F W ¥ & A7,

TOR (target of rapamycin) s& 2 &M . ATP FlIK
R 280, AR g A K AR,
76 BRI A A R T B R T T 1A . A FL )
YA, BRI BT S6  (p70S6) R B ZUHIH]
HWg, 10 193G YE % mTor (mammalian target of
rapamycin) P 1)1 150 95 5 2R (rapamycin) i
I HHl mTor W& YE, TR p70S6 FiF 1>k 75 3
AW A T H, B EE RN, MEER
0] LIS 5 W RERIHT L2040 40 B B Wk 1) A

1% B} 40 M Tor2 4 MR AL W] A8 B2 11 i 1R I 2A
(PP2A) iFPE N FE, 40 Tor2 F20 PP2A 1L, i
S B WA A AR LB Y40 N Okadaic acid
] PP2A W] i ZU 40 B . R, B0 PP2A IR
S AN B I VT R Rk A R ) — AL,

PLK 7} A =AY, Hrh 35 =8 PLK 1 #) N 3-
WERRBENRIBE VLR, BRI A WA, i oAb 2 Y
(K794 3,4- BRI I IULRE AN 3,4,5- = WF IR ik
I Tk JUL P D) B S5 4046 1 . PLKC () 4916 57 3-MA

(3-methyladenine). J& 2 FH % Z (wortmannin).
LY294002 fe i B W ) A A=00L 3-MA 02 H i
‘i PR 1 WA ) 7).

HERIE, 4P AA{E% ) PLK-mTor {5 5
Meqagir, e RINEEIE A S kS & R E
W Bt R 2 ATG FER 3R 1K 32 Tor2 HIH Y,
REA FZIL S A SR LI, R Tor2 W RE &
W Cvt (cytoplasm-to-vacuole targeting) F| H I,
AR T E 15T 1 B A 0 A0 ) DL A 45 1 g
}Tj[“].

734k, GDP 4541 G B A Gaild J& H IR
W, 2z, GTP 4551 G 8 EE 2 4
BT BEAh, SR T cAMP 415 S ARk 4.
2.2 TR BMER

HWRAH 35, A SUZ B B W A4 I 46 7 i
KHTER, ¥ B B i R oy B s O, TR
% 300~900 nm (1) X0 )Z 5 H WA

W A2 R0 IS A 5t v ANV . DR JBE B LA A
TP 0 DA S 1 T, X2 B2 ) A 70l 1 R A
B -6- RN, DRI A R TR T A 5.
AW AU Ay SR U5 T 166 91 v % e A A G IS S v A
A7 AT e 2 EOHT A Y. B 2 ATG14(apgd) 5
ATG6(apg6) I [ i ith £ 11 Jo 55 B 25 40 T Ja A G, 1%
BE ATG14(apgl 4) T AL RRANGETE i 1 W 1k
23 S5iREERmE

TEMFFLA A Mt , BV R R L)t
DL 5 ARG, 5 B R A 5 1 is i AR 1k
AH G AN Tk E 2 A 3R] nocadazole FlHK 75 i
vinblastine IS5 HR7R,  H W AR 5 ¥ A4 1 R 4K
W CE, AEAE LRI AW T, 555, 3-MA )
T B Wk R A AL 2 — sl 2 e n] A R S A AL
FEE AR e b W B RE S 8 W S 4R
ELi#E 9% 57 25 Al (bafilomycin A1) AT ] [ 1544
WEIGAR B Rl
24 BRI AR

A Bk AR e, A0 T2 T e Ik A 5 gl
Bro WANEIIZ — R PR ] T S 45 V5 1 ¢ ) T Pl R
A 7 AP 2 A W A A B, B A T ) Bk N
BT L. A 250 B AR AT B T B WA g AR
JEE I IRRAL AT ATG15(Cyt1 )2 1.

3 BES5AT

Clarke(1990)¥ 41 U AL T 43 A PUSE: 23—
FTMERRE PP E B e T, SRR AE 2 40 i 45 45
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P A, % DNA FEf#, 40 M8 som T/ A,
Caspase ITAL, B A% 1) 41 4t A Wik 40 i 1) ¥ 1l
AL, BB 2 AWEVERR e PR g e T, SRR AR
ST HHBIOUUZ IR W /N, [ N 0 S 40 i
W S . S3 AR N IRTE,  RI RV g A4
REE AP 240 i Jo 23 A

FLLEAEACT, AT R A0 S TR TR
RIfehs. FEAL BRI / FHREE . TNF-a. £5H2.
BEPEAL G SR RIEY, SRR E L izl iE
(MTP)FFTR, Sebitafb i, Btz ¢ S5
RI7. AEURAE LS, gl w] e 3l B W R i B 52 453 1)
S RiAA, G JH T RSO AR, RN v
JH A SR T 32 ), 0 4 ke ) — e i Ok 3 1
FHUSL ZE BT 9 % AY &% 5 % (sulindac sulfide) %} A B 5
Jie HT-29 40 VR F b R 30, — 860 25 Ak i) &
R AR A FE N BRI PR T X 2 2 AR b 2%
WEAAR T R I ZERLAI TP 1 BRI, dse 2838 41 i
(R T2 AT Ja B,

UEAL, WAL ) )t 2% A S P v g A4
cathepsin D R TR T+ cyc-c URETB. 2k A4 58
PR AT T2 IE A I L, cathepsin D 411 1) 5]
pepstatin A 1] FH ¥r caspase-3 Ff 85 [ it 7K i 3% 1
cathepsin B 1] P 4% %4 fi# caspase-11. caspase-1
i, DA TAR S, AN S T T

825 B e A B e EIN, R T
DRI B o TR . M A A T G W Ry, [ R
WH R R 2, o8 ARSI T R B0 A e gE
T, AR R M A K K (NGF) FA17E R A2 Je 2%
KA AWK, HE NGF A7 HATFHE U araC 35
ST O RS A AN, X e T B A
T2 A, T HAERZ et Tl S Lk
FH. TNF-o 05 5 20 T 9k E 40 g 1 100993 40 P A 2
FTA AR, B AR TR B L. B
55 3-MA ]l DNA Jr BOA A Joe B fige. JF H.
TE T AEFE A5 5 B ATt ie U 8¢ 21 [ 1wk
(T R LT e S R

SORAE A VEST RIS, 4 h 5 RS T R gUR A
N A WEAAIE 2, 8 h 5 MU R TR AR IR T/
4, 24 h Ji5 DNA ladder 5550 R4 i &A= T % Fr
Bitk, 24 h R e RS BRI Rst T 2. e
3-MA Ji 10 min FR&5MEMRIR, AU T FBEK A
A, EHERANEH T DNA B BRI B> 80k
RAMPIET (FIELS, FERE).

KEENIMFFRB, AR N8
ZZF PCD, FR T caspase (KM T-4h, b2 H
A caspase ). TEA# EANFE TR T B 1
PEZET. F VR T AR AR RER 4y S, eAAE
[FFRLHZRrpm] | k2, BRI EAH B S T e e
PO,

— e ] 5 T A MR NS R R AR R AR T,
(] — 41 X AN [ 2590 () SN ARAN S A] ], AT RSB
UM T @ AR R N A A, HOR PR A BRI B
i, gt b 3 AL SRR AE A H IR
PTG LIRS, AE AR E AT AT AR 52
RSP

4 BEAERBEREWLTIER

VER R R PR 40 AT, AWRAENLR ) R
Al T EEAEN. ARSI IR
B / PRGN R G0, X Fh 40 M 1) SE TR R W AE 2
Rl A= 4 S AT B, NIRRT IR
S 2 douer KB M BUWUERF M AF A i B
B ZANE . LB 5 B R A ) 3R A SEES,

WA RS IIG 0, T4 B R H AR
(R0 LA K 40 M Jod e Ja ) T B, 3 Bl S S B
Jii. DNA DL A0 #5304 T M RS by Rk N A i
P, FEUBRES A T 0 ALUMAE N AL 4E
— RINEAFAEBIARAL. HR LR K 8 o)
s 2 VF 2 S8 PR 1 2 B L n 2k T
R, TR RIEEERIE (AD) H 1) Synuclein 15 £
TEERE % (HD) 1) Huntingtin 251,

SIIGHIE WY 15 WA FR) P22 i fi g Bt A 8 11 189 17
BEAIS. A S FERE I BRAIG, AR P fuE. K
SUIRG A0 A A T R AR s o . PR
N B FIER JBE B 2% 7K1~ fi BEL L A AR ) 1 e P i
FIDT R e D10 T B2, B e JH A ) ¥ T A At
W RUEYE, X ] REJE BRI RS EER 1)
MLz —2oL

AL, AMES Z5ar e KAH DG, B RS 5 4%
IR AL daver K H BT BN AR A (1) SO R
PR S RO e 1R AR T I — AN B B . e i)
i S BRI 52 AR R ABAK daf-2 e K [ 4+ H £
7t daver ], ZiamiEd. HE R, HILIL G
) 2 Bl J& Ce-bec-1. 1 B & ATG6 (APG6)
IVPS30/beclinl [RIEEE R, $7 B WE L 75 iy 4 4
AHIRR,
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5 BRES%R

W6 eI B AN IE WA R P BB O, R4k
TR Z Ry, 2 H R TS, K S B0R
L6 B 1 VORI AN B R, nT R A L T A e
AP A AL, RAETZ 2R, B R
TR, AWESIR. IR AT TR LR IR
G/ NNPUNCE TIPS
51 By

X AR AT Lh i %2, BIE B A A
(AR AT A5 B BCA TR YT 2 R MR 1 254 1 A
M A~ WIS 4 e AT D3 s 81 A TR ¥ 07 0 4
F. 7€ 20 tHh2d 80 ARV R I T B Wk AR5 1 15 i g
Z PG ER. WEFURI, I8 40 i A b 1 Wi ) 7K
Jo B TE 40 e G RIS 7 G I B s RS R VA
PRI BL T, R 40 I 1 K P ATY AR A BE i 15
S, B S, TEIMR SR S R T X
PRI G 33X 0 HA I8 40 i it DARE PR AR K, A2
TEFINE T A TG O R S B R AR R
i H T T4

SRR S A PRE P LA 2 RN 400 B A KR 0k e
PRI AN Ry B Il A AR A 5 T N B 4l i
FETT, IERRAETRMI ) AWETESE T, RIZAET
FEAHCH Caspase 7 VE, F H BRI ZET - M40 fg H A
WEAT 3R s X 3-MA BB 3 e 7220,

IAE R IRAT S g 25 A L 2 —, gk
J2 M e 98 A0 L DR AR ARAE AT 1 W T M 3R S
Pt #) & PG 25 (tamoxifen) 300 7H) A LR 5 410
MCF-7 (W3, % B4 A e L 1 13 e 4k 4
1. Estradiol A1 H W47 3-MA GEFH K MCF-7 41
REZET . [FIFE, fitbFE (arsenic trioxide) HEAH A ik
JFCIRE AN ) R 305 B AE G2/M 3], 9T SN 1
PEET . TR va 7 o] 5 S UM AN A 51 R e 55
(A0 R A AE A WP AE T,

FHBERERU A R G846 Bel-2 SR A HAEH
45 RN KB T Beclinl. beclinl 55 BE H W K&
Kl ATG6 (Apg6/Vps30) [AI. 40%~75% MINFEAH K
PEFLI S 0P S RO RT S I AT, beclinl
Mt 58 DA B 537 R DRI K 11 ./ NS LI b e 3 e
Mo ZANH L beclinl RIEKFAARAE, 1 (5 FL
iR b B vp R IB B . FE B beclin ) MCF-7 41 i+,
BRI, A0MA ., TR B R S SLI R 52
e S —HF5EUE . beclin A 35 DR B 1) 7D B
H R MEEAR I LRI, $E7R beclin 1 W I3

S0 M) B WA OCHE DR, e AR R R FLR R IR K
T3 S HAth N 2 40 B AR AH DG,
52 WERITHERR

A 20 BT PR 1 R AR 5 AT B A e
77 B0 BT G B AR AL T AR O, BN B
IR T R R s, e aiR
AT PRI 52 B2 J0 I SL R pi. AR 7R 2% i BR
AD). ¥ IE WK OBE B W
(Huntington’s disease, HD) L A& M1 4 #& W
(Parkinson’s disease, PD) SE4sh#) {0 1115
SRR T .

5.2.1  IA4&ARIA.

NFRA R EARRST, b BRI AT P
A 22 Dy RE REAG ) AP 22 3B AT VRS MR IR
SERZF LR, WUASRE . IasiB MLk
W, BT 2 L RE AR £ T EAT Pk 2%, Anglande™
RIIXFh R 2 5 B AR EE T I TR0 1 EAH G,

Ktk PD 34 synuclein 85 A K AERAS, 435
i A30P Fl AS3T. s Wf 7T #iE , 1E% synuclein
R RS PR T B AT .
Synuclein 25 [1 4 il HSC70 45 & (X 1, & CMA
PN, BRI, =AY synuclein b B 2 77
synuclein #[15 CMA &5 G734 A, H AR
18 S AR I o B Il AT R A7 . SR A2 synuiclein £
H5 Lamp2 45 &, S8 H S CMA FFfif
H £& 1 it 41 GAPDH (glyceraldehyde-3-phosphate
dehydrogenase) AN GEAA AR, 5% oA (1) 40 i
Difig. 584 synuclein & AAH B LlE kM, 5
WA Z AR O 45 G 1R R H s TR A i 4
W, LIS HFAEWE, & T IEE RIS S ED
2 fi5. B SAE synuclein £ FIANBEAKEE IEH ) CMA
be el iy TSN i HE N B 1 S et T

XEELURIIR, synuclein 85 FIANRE IEH B AR5
HUEAVREAE Lewy /IMA, RIBCGEALN B, 51k
KA AW LigTE N, A5 R P2 o i I B R
PERE P VRS  sE TR0 T AR e A AT, X —
TR < AR ) AR A AT K
522 R CEREN.

F AT G HEIT IR 3 B RE e AN S A R R
RIEE), BRI EES FOR A 5 5. HD 2 7 (& il
[ (Huntingtin, Htt) A& A2 5 AR 2 2 W% 7 41 48
KAPEUW, AR L SURAAR S P y- 2 56 T IR A
28 JUMUR Iz 2y B JZHE R 4 i i A 46T, HD 9%
PRAR AL 555878 Hit 7540 [ P I B & R 08,

(Alzheimer’s disease,
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Htt7E 40 i N & AR BE I F A4 / W AR R ¢
Qin &5 PV I A B Wk 25 9/ 4 M (R A2 3% 2%, 38
A0 b 5 AR Het S E RS, WOE B AR AT b
Hitt (1) & UM Het SR AR IITE . H Wi i A A (1 3
KM FEAC, A e ARERE I BRAIR, A2 T 1 th
B, ZERR 2 A PR LU R, ] e S BORBRICK
P A RAAA R AOERR AL Hit SR, FEME&
JCR BAT . B SEA AT SR A L Hee FOR 1 H
WEAERE casapase-3 [0 AR &b AR 52 401, 171
X BEAE ] 1] e e 4 B2 J0 ) D RE BRI . 1 355
WU I FE TS R ) B W AT B2 55 T B e 1K 20 HL
. B RS AL B A TS, i H A
W RE R G, CARAE A RO IR IT RIS

fii 52, ARG —EX )8, —J7 i, HWg
Z 5 R, AR TP RS TN R
BRER, S 07, EREAE R Bk s i
MRS, W AR AR D RERERS, AT AT GEX 41 i
A5 W R AR e 2 5 e AR AT PR 1)
SRR
53 AR

Danon L% (Danon disease) Ilfi &K 22 B A L
Wi~ WU DL S & ROk #f O 5 IR . L Danon UL
S5 FOR B A U A R JUURLC UL i 40 )i o
A AL R SRR S5 RN 59 A0 A B ik 2
LAMP-2 J5, HB/NEAGRRFEAR S, F8H
W& WA BERE SIS B, 1 23 7= 42 25481 Danon 1L
o B bR & PR /NI, A R JRUR Lamp-2 SR 2 i
J& Danon L ) J5t A1,
54 fREMEMRE

W 4 i RO O 4 i w3 S A At A1 1 9 D
BT, T 2240 D B DL PN A R X N S P st A2 4
HLFIBAETE . A RBEER R ] 7 A2 2 Rl M A h 3 3R
XN BRI ZET), GIRIRLLA A A vk
RGP, FWEN] LA BOERR A RN 1 A TREERR 1A
VX SRR M P BN SR NGBS, R
ANEER T FRHAEE, ISR B B AR AR . 75 B
MRS FE T A M, A RBEER RS AANE . BOE, JF
NG L R T A A2 2 A 40 . A7 0 Jir T
ik BEL L [ R A D 8 228 7y 26 JEATL A 1 1907 7080 2% 2 2.
FLRZ A1 R B A2 45 R AT B (Listeria monocytogenes)
B AR RS, SRR TBOA I AR [ W /NI R AL
JEIEER, BN, P TR, &R
AR AT (IR A a0 A E g

AT . AEE IR Z N XOMOE B A ] 2 g5,
H WA 77 3-MA B &35 B 2% )2 A0 RO
AN, LENT 98 59 SR B (Mycobacterium tuberculosis)
AT P s A 0 A R AR5 it o T
AL,

6 £

MR e T AR Eml %, &
ok, ANATTZMWA RSN A WG TN 1 25 1) P
fRVERT, AEEYAIE S AT PO LIRS 2E £ g
AR R SRR, 0SB 1R A O LG TR
LABATPEIAR 0 I e AR e S s LA RO B
A IE KT A AR BRAE L AE X B BRI SR
TR, X BRI {55 e L0 4 i
AEAEFE M) T AR AN AT G0 A R 2R AR AT PR
TP T A AR A TR T A ARERIE ] ? 2
WMl e R E B, PR T I B, I 2L
BEMZE O R PP AL T, IR A Z AP
BRI BR 5 H B RSP A 0T
T3 2, i E RPN I R R A R
THE KRR A E A S g, SEdhso
PAET T BEE XS HWRAEHINLRI RIS, 723K
AT 8 AW AE AU T AR T 2 s, s AT LA
LRI ) B K, FEdlEAE S A 2 IR AT MR
IR RE, WETEE, fEmEAr i,

Scienceh A H Wi+ 2005 SER}EE 4 /S AN IF 5T
Autophagy
CLAE 2005 FEUEAS, 5 — U0 ik A Wi 0 i 23 1
TR T 2005 4 4 JFIAERCRAAATT. ARSI R
AT UM TTAR A5 T 3 =500 40 T AT 5
—HE, AR ST — B, FFXTF
20 PRI AT 2 3B AT 1 909 B S0 AL T B B Y
ML
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Autophagy and Its Roles Played on Cell Metabolism and Diseases”

LIN Fang, GU Zhen-Lun, QIN Zheng-Hong™
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Abstract Autophagy occurs in all types of eukaryotic cells, which has a rigid connection to normal development

of cells and a variety of diseases. There are many molecular control elements and multiple signaling pathways

involved in regulating autophagy. Autophagic cell death is considered as the type II programmed cell death. There

is a crosstalk between autophagy and apoptosis. Both of them participate in maintaining cell homeostasis and

pathogenesis of certain diseases. The roles of autophagy in development, aging, tumor, neurodegenerative diseases

and infectious diseases are reviewed.
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