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40l 5 Wi(Autophagy) & X 4ERF B A g R
KBEVE R — R 40 M P 4202 4 i B g — 1)
Z RV B 1A (Lysosome)(BE BEH 4 ¥ id, Vacuole) /7
A4 R PR 2 . 5 A BB (Proteasome) A L,
VB A RLAG S SR I AR RE D, DRI A0 i 1 W RT DK
b5 F P Af M P 5 BR E B sE S A M 28 A0 A I A
. AREWEEYBERKERE. REN#E. 4
MUFRFPPEZET . Bl fh v AR 45 7 T
FEEEENERHP,

FRYE Y5 Sz 1% 77 AN R], 48 il B ] LA
434 % H WE(Macroautophagy)~ i E W(Microauto-
phagy) 4> Ff£18 /1 F /9 B W& (Chaperone-mediated
autophagy). 7 HWEIE T R A XUZ R4 ) H
W4 (Autophagosome) ELZE Ml A 5T, x4 B A 5%
B RREA; T B WOE T W RS A SRR R T K TR AR
TR E A K2, 2 FHEEN T0 Bl 51
BREXECORITBRABEAEAE.
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Daniel J.Klionsky. Yoshinori Ohsumi 4L f—Htt
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A RE T T A SR BR] F) 1 6 0 40 i A2 400 2 1)
9. FHAA LB CEH 34 R4 B WA <
FER(ATG, AuTophagy-relaetd Genes) ¥ K IR (P
FEERNE DN, 2 =+ 2FEAIRER, BE
R 4 B B W S T LA 9T B A R A R XA .
AXNANESREREFEIPKENEAR
W IX—id FRAE B WAL 3447 51 (PAS, Pre-autopha-
gosomal structure/Phagophore assembly site) &£, H
I 44 i 44 fi5 5 (Phagophore/Isolation membrane)7EAH %
FAMERATY B, £EKRIZERE R 3w,
o1 S50 5 ) A A B B WA P s BB S B WA
AN R, SRS S YIRS R R 0 =
HBREN TR, A RE R A, 7550 it
WEOE 1), 4080 5 WEERT CURIEEREMER), ]
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Table 1 List of yeast Atg proteins
Name* Function Homologues in
higher eukaryotes
Atgl Serine/threonine protein kinase, regulates magnitude of autophagy. Yes
ULK1/2
Atg2 Interacts with Atgl8, mediates the retrieval of Atg9 from the PAS back to peripheral sites. Yes
Atg3 E2-like conjugating enzyme, functions in the conjugation of Atg8. Yes
Atg4 Cysteine protease, removes the C-terminal arginine residue from newly synthesized Atg8 or PE Yes
from Atg8-PE conjugate.
Atgs Conjugation target of Atgl2, part of the Atgl2-Atg5-Atgl6 complex. Yes
Atg6/Vps30 Common component of class III PI3K complex I and II, functions in autophagy and the VPS Yes
pathway. Beclinl
Atg7 El-like activating enzyme, functions in the conjugation of Atg8 and Atgl2. Yes
Atg8 Ubiquitin-like protein, conjugated to PE, controls the expansion of the phagophore. Yes
LC3, GABARAP
Atg9 Transmembrane protein, shuttles between the PAS and other peripheral sites. Yes
Atgl0 E2-like conjugating enzyme, functions in the conjugation of Atgl2. Yes
Atgll Scaffold protein, required for selective autophagy, participates in the assembly of PAS proteins.
Atgl2 Ubiquitin-like protein, conjugated to Atg5, part of the Atgl2-Atg5-Atgl6 complex. Yes
Atgl3 Subunit of Atgl complex, phosphorylation status controls the activity of Atgl and the magnitude Yes
h of autophagy.
Atgl4 Autophagy-specific component of class III PI3K complex I, targets the complex to the PAS. Yes
Atgl5 Vacuolar lipase, functions in the breakdown of autophagic bodies.
Atglé Component of the Atgl2-Atg5-Atgl6 complex, mediates the oligomerization of the complex. Yes
Atgl7 Subunit of Atgl complex, regulates the magnitude of autophagy, participates in the assembly of
PAS proteins.
Atgl8 WIPI protein, binds PI3P, interacts with Atg2 to mediate the retrieval of Atg9 from the PAS Yes
back to peripheral sites. WIPT*
Atgl9 Cargo receptor in the Cvt pathway.
Atg20 Sorting nexin, binds PI3P, functions in the Cvt pathway.
Atg21 WIPI protein, binds PI3P. Yes
WIPI*
Atg22 Amino acid permease on the vacuolar membrane.
Atg23 Peripheral membrane protein, transits with Atg9.
Atg24/Snx4 Sorting nexin, binds PI3P, functions in the Cvt pathway.
Atg25 Functions during macrophexophagy in Hansenula polymorpha.
Atg26 Functions during pexophagy in Pichia pastoris.
Atg27 Integral membrane protein, transits with Atg9.
Atg28 Functions during pexophagy in Pichia pastoris.
Atg29 Part of the Atgl7-Atg29-Atg31 complex, functions in non-selective autophagy.
Atg30 Receptor of peroxisomes in Pichia pastoris.
Atg31/Cisl Part of the Atgl7-Atg29-Atg31 complex, functions in non-selective autophagy.
Atg32 Receptor of mitochondria, mitochondrial outer-membrane protein.
Atg33 Functions in mitophagy under certain conditions.
Atg34 Paralogue of Atgl9, receptor of Amsl.

#Proteins labeled with bold font are collectively referred to as the “core autophagy machinery” proteins, reflecting the fact that these

proteins are essential for autophagosomes formation and are conserved during evolution. In most cases, homologues of yeast autophagy

genes found in other species are named after their yeast counterparts. Only those named differently are listed in the homologue column.

*In general, there are multiple WIPI family members in a given species; not all WIPI proteins function in autophagy.

DURIEREMER) . BERER KRR M B W =2 F Cvt
(Cytoplasm to vacuole targeting)i&f%. &Rk H M
(Mitophagy). L LYIEG 1A 5 W (Pexophagy) 35i&1% .

2 EEE PR BRERY S FHLH
40 4 ) A SRR A L T LA 43 L
TLATTIE: (1)40H E YRS (2) E IR A TEPAS Y
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Vacuole

Fig. 1 The process of macroautophagy in yeast

a, b: obsolete or damaged organelles and proteins are sequestered into the concave side of an expanding membrane sac, the phagophore/isolation

membrane; ¢: the phagophore matures into a double-membrane autophagosome; d: the outer membrane of an autophagosome fuses with the

vacuole limiting membrane; e, f: the inner-membrane-bound vesicle (termed the autophagic body) enters the lumen of the vacuole; eventually,

the inner membrane and the cytosolic materials enclosed are degraded by vacuolar hydrolases.

)

®)

Endosome

Fig. 2 The composition of PI3K complexes
A: PI3K complex I contains Vps34, Vpsl5, Vps30/Atg6, and Atgl4. Atgl4 is responsible for targeting the complex to the PAS; it mediates
the interaction between Vps30 and Vps34-Vps15; B: PI3K complex II contains Vps34, Vps15, Vps30/Atg6, and Vps38. Vps38 is responsible
for targeting the complex to the endosome, where it participates in the VPS (Vacuolar protein sorting) pathway.

TERR; (3) B WK 5 W Rl & K P9 & W i FEAd S 1R 3R F)
M. XEFERBOE, REREMS LT B,
70 B W )RR R SRR F B TE R R
MrEx, MeRRT T4 EWEKBA TR,
2.1 ARRBMERYIFE

AT, 410 B W B AR AR .. BAE
T A5 R 2 4 i B Rl R B % TOR
(Target of rapamycin)ifi B FBEAE BEULEE 3- BAE(PI3K,
Phosphoinositide 3-kinase)if ¥ . 1R % HAth 4l ffg B W&
W5 5 B Bl A H Y d i X P 4l Bk R AR .

EM, FATHE N TOR @R, PI3K BB
T AW R TR 8. TOR & —ME
ik E5 PBK ARG R RMLEAR | HEAREEHE
B, oA AR R AOREER. EEFERKEFM
T, TOR & T¥uERA, 400 B W2 24ME]; 254058
&b F YLk ER 52 2 %5 1A B % (Rapamycin) H| B, TOR
PeIm, 0 B VA SRS . fEREET, TOR A
BN FEVERER TORI . TOR2, ‘BT AT FF1
HE44Y: TORCI(f84 Torl 5 Tor2). TORC2({X
HH Tor2). ANEEYHE S S5HAREKSARA
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BAREH AT, T TORC1 X 75 W 5% 2 5 hngusker;
[FlEF, TORC1 7] LASZ 40 M S )78 TR 451, 2940 Mu sk
FYUHESAF I TORCT #E30, 40 i 5 v K -F_EFvo,
DT b 2 40 P ) R B S R F .

TOR ] LA 75 T 0 40 Bl B i AT S, Hodp
H AT 7T e ZE BRI Atgl-Atgl3-Atgl7 B &
YK AR E RO . Atgl 240 o MR S
B—ANEA, BTLER/ HARECHE, &
KBS HSFAM B R AE. Atgl3 & TORCI HIJE
Y, 1EEBEH TORC1 7] LABERRAL Atgl3 EZ /b 84
ZHARN . TEEFRFEENRMET, Atgl3 =R
b, X ES Agl (VEIEEIRIS G R, BRI Atgl
(KB v PE R AR, A REACPRFEIRR KT 44
Fit FH 7R A28 3 AL B ER A T YL 4 4B, TORCL #40
i, Atgl3 IR R4 B BERR AL, 55 Atgl. Atgl7 Y
ZEAHE IR RIRE, T Atgl MBS Tt KK HR =,
40 i 5 WK ERGE B2, I H MR R
1 Atgl3 SEARIRRY, BIETEE FREE &M T ]
PLBS Atgl, 5S40 ARED. R, Atgl7 thd—
MEREIEA, atgl7 MRBARLEYIRSLNF T L
H W AR P g 0 KK 52 2 BR 1 BRAS E Al B Wk, HEK
MMEARIEFER T RMIZHZ—. Atgl3 7
T Atgl 5Atg17HAHEAER; Atgl77] BL5 Atgl-Atgl3
R EWHEAEH, 3 X P EAEREIRSH T
B, 2 Atgl7 5 Atgl3 KA E/EH RIS Atgl
(IR TR 52 29I, IX R Atgl7-Atgl3 EEWHIE
A A B E W — AN RFIR E 124, Atgl BEE
BT &H Atgl3. Atgl7 4h, IBEFE Atg29. Atg3l.
Atgll. Atg20 il Atg24, B % EE S ek Bt
MEW, E=%25Cvt &R,

TOR 7740 i B M (1) 55— 4B %P & Tap42 Fl
PP2A(Protein phosphatase type 2A)#§f . TORC1
A] LB Rk Tapd2, B¥ERILAYT Tap42 7] LLIGE PP2A
ERRE . PP2A BERREE X 41 M B WA SR MEH,
{B3X 7 1 B ARHLHDE A T 705 #E 1z 18],

2.2 BMEKTE PAS BRI X

ELRENRAR PR RS PR =] N
KNG H R AL RN T A B R AKX — PR
BEMEAT AL RE, BFE: PAS FARE R
(Scaffold/adaptor). III # PI3K {55 &%t Atg9 &
KRRGMEZEZNEASEREA.

22.1 PASH#ZEFR  PAS ZBWAERKIN
A EEE HIMAEREBIEHAIE . VO BME

T, K5 Atg EEE AT LIIL @A 3] PAS. B HAT
A1k, PAS FISEALE R —NREEHFA IS HAh
Wik B WK R A A s A T4 R, AN 2 R R
LA BRI . — RN K Atg ZEH7E PAS 4]
FRGETIANEENERERD, LA T4
MEWREEES &Mt EEEFREKEFETRE
) Cvt @12, PAS MAIZE(E 5k B %Rz ik M Bt
Y)-Cvt S &1k, HEERIZ Apel ZRAEMENIZ
& Atgl9U617, Atgl9 5 Atgll 54, /5 Atgll 4
HANAHKE [, B Cvt RE WV RS IL I B 1
£ -Cvt TS, FEIX—idFEP, Atgll 7E PAS B
B R T HREAMER. SHAEXH, Atgl7 7E
AL TR AR 4N e B W R R
REBERAD, MENEER Atgl7. Atgll B, PAS
TIRIE R 415, BWAATE T % & B R E ¥ 2 4L
T PAS b. XEFHEEEANUE PAS AR5,
FR G S5 QR TE U &N 1, BIEX Atgl )
TETERIRIEU24 Atg9 ] PAS RIS, TE
HENE, PAS MMES R ERLEMBETEH
Atg BAFLE AL R . 2R R, R
J6 BB H B AR AR A I PAS A 115 B, Fr
BRXTHEEMHTEAGER. B2, BANMEH
NERAL T PAS MEA LTI TR —MELEH L,
REBAM S EEY HXHERR.

222 PBKAAWKRAXLTHHEAZE PI3K &
—REERIMAGE T HES T, EA R L r
FRILEEEAT B R AL B i A AR K. . 41
WY R IE IR . IRYE Rk 21, PI3K AT LA
434 35 Hep, I & PI3K & & i ZH—3K, aTLL
Y5 10 I T JUL e 0 IR A 4 Tl I R JULIRE 3- BEMR(PI3P,
Phosphatidylinositol 3-phosphate). &} )3 4 2
EH A E R PI3K, B X 1T & PI3K-Vps34
(Vacuolar protein sorting 34)?21, Vps34 £/bA[ S
5RERPAMEEY: IXEEYER Agld, 2540
B I2RE A5Y& % Vps38, 25 VPS(Vacuolar pro-
tein sorting)i® 1%, A FTHH H HE/REAL & 45
BRI, HAEH Vps34. Vpsl5. Vps30/

Atg6. Vpsl5 & FHE OB, & Vps34 KWL -

24251, Atg14 ¥; Vps30/Atg6 55 Vps34-Vpsl5 iEH
rE—i’, BREAY. BEX—EAMZE Atgld N
W) I, 11 ABARBE S5 A0 . ZE4H L B, Atgld
¥ PI3K K AW T PAS L&, il it /=) PI3P 3%
ETHEEBE?2).
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Fig. 3 The molecular machinery of autophagosomes formation*
a: the PI3K signaling system. PI3K complex I is targeted to the PAS, where it produces PI3P to recruit downstream effector proteins; b: the Atg9
cycling system. Atg9 shutties between the PAS and other peripheral sites. The anterograde trafficking of Atg9 to the PAS under nutrient rich
conditions depends on Atgll, Atg23, Atg27, Actin and the Arp2-Arp3 complex. Atg9 forms a complex with Atg23 and Atg27 during trafficking.
Atgll is responsible for targeting the Atg9-Atg23-Atg27 complex to the PAS. The movement of this complex is facilitated by the Arp2-Arp3
complex. The anterograde trafficking of Atg9 under starvation condition depends on Atg17 (not shown). The retrograde trafficking of Atg9 requires
the concerted action of the Atgl-Atgl3 complex, Atg2-Atgl8 complex and PI3K complex I; c: the Atgl2 conjugation system. Atgl2 is
conjugated to Atg5 under the actions of Atg7 (E1) and Atgl0 (E2). The resulting Atgl2-Atg5 conjugate interacts with Atgl6é and forms a
tetrameric complex. This complex transiently resides on the convex side of the phagophore, where it facilitates the correct targeting of Atg8-
PE; d: the Atg8 conjugation system. Newly synthesized or PE-conjugated Atg8 is processed by Atg4 to expose the C-terminal glycine that is
needed for subsequent conjugation reaction. Atg7 (E1) and Atg3 (E2) then catalyze the conjugation of processed Atg8 to PE. Atg8-PE resides
on both the convex side and the concave side of the phagophore. *At present, the details of membrane structure(s) at the PAS is lacking; it is for

simplicity that most of the membrane-associated proteins are depicted as residing on the phagophore.

AEMRESF, PBKEETFHEAR Atgls ZEEW. 4, PI3PATLLELE FIHFSH PX 4M
M Atg21. B Atgl8. Atg2l FAFHPBP A  BHED A0 5 Atg24; XP/MEBEPBK B4
R, EEMBEITUSHEEERD. AREaw 1. DRERTSIEMT PAS IR &HE L, &1
KA, PI3P B4 Atgl8, [ H M T PAS i Atg2-  7E Cvt B RIE—E MIERRI,
Atg18 HEAHTE Atgd HIFERHE/ERH (B 3). B FERENE, BTERTFIINER —155
AR —ANES HIBRBEE S S B Atgd BEEPAS L Atg9 BHIMEE IR 5 Atg27 B #IR AN Z PBKK T
A, TR EISNEE, NN HSARIER. Atgls HEH. X—4 10 O STR#ERe, E07EiaE e
M Atg21 FJB WIPLE A KIR, Aigl8 S 5iREHEME  —mihHill.
M B SRR A, T Atg21 FESE5EEE 223 Atg9 ¢9AFREEE B A BERRE—E2
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MIBU i i) &R, T G ] BEsl 2 Atg9.
At B— AR EN, A SERTH 6 NSRS,
P38 A B AL F M R G N o 5 C iy, BEARER
HPREN T, 76 PAS S4MERE M AnZ kit PR
M. BREE)ZRERER, 2580 RT
2, B Atg9 BN A A ATRERD “BRARAA” R Fe0s2,
TERERE, KB Atg9 A7 T AR AR B R 1 88 5 Bkt
PRFHIE 4143 102, {BIE B A B RIE 58 3R HA e i i
JEREEREP AR RIE . —. ABNE, Bk
TE TR AR R AR PSR Ot T B4
R AR B0, RAE S A1 B Atg9 IRIVE & A 9%
ANHIFEL R .

Atg9 A 5 H B PAS iz it T B HAh 3R
H IR 5E ), ZEA R A& T HRZEM B EA
WAE. BRI B Cv gRH, X Agll.
Cvt B A 1KEK Actin 40 Al & 28 HP ) 40 70 Bk AT — T,
Atg9 MAHEELE R B PAS 35 Hi #0245k BEL 634391,
Actin 55 H Arp2 55 Atg9 A EAE I, HHEA 1Y Atg9
ML 44 1] PAS RS H; 164 Arp2-Arp3 &)
M—AEE, BRATRE(EHE T Atg9 Mizs), HEH
Actin 54 LAME T Atg9 HIIZHCo(E 3). EYUIRIES
MIAEEFE TR M B W, X P T 2 Atgl7 BB
Bi. Atgl7 #5Bh Atg9 AL T PAS, #t— 58 BB
MEe, HXANMTEHEATE Argl KEEE R,
Atgl 7E A F) 1 AR W] R 1A 1T Atg9 7F PAS {7 4
5 R AF . BRIz A8, Atg9 KN R Fiz
WHTHE Atg23 5 Atg27, EAIIE Atg9 AL, 2 E AL
TFPAS I e Ji b Ho o — SeEE (M 4544 b, TEfeis
i, ZFREA—ANEEHRPAIEFREBR(E 3).
ZEBSYE Cvtigfe, NS5 g e,
ARG A AW, X PR R A AR L TFR:
WE BRI E bR, WAL R, RAREHIER
Fy/Bosn Bl XE UK, Atg9 FTLLBRAMEE
fEH, BEB—ANEZREEY, MXMERE ST
Atg9 MAME R LE I F] PAS Kzt IR EE M,
T X T 2 R EY), BRI TE U 2552 3R
%[J[le -

L BRI, Atg9 HASFELE BWRAARE L, T
F2 M PAS iR [B140 fa 5 P AR G5 4 o IX — 3 )32 g
BIKHIT Atgl-Atgl3 HHE. Atg2-Atgl8 H &KL
K PI3K B4 I(E 3)89, HAF KK B AARER
2 —H Atgl-Atg13 EE5Y5 Atg9 #3555 2| PAS,
Atgl-Atgl3 {218 Atg9 5 Atg2-Atgl8 HIEVEH, XHf

=TRE AWK RAEE Atg9 M PAS IR [E] 41 i
224 ZEMEQLLSEZ% i g, BA
KT EFEE A Atgl2. Atg8 2 HI7EZ RFERFRIER
T5 Atg5. B/IEBE Z B2} (PE, phosphatidylethano-
lamine) 45 &, {23 B W BT 1A 3 B 40 A W 2249
Atgl2. Atg8 H &AW BHZ EFEEFI, Nl el
B SR AR L ) BB R ST RIZ R B 4 v,
Atgl2 B AR E AP RERMMZ ZEHE
H, HEERTFIICHgE— M HERKRE. 5
ZENT MR, Atgl2-AtgS LT E EI(Z %
TEACEE) . E20Z RSB, R LXHAEN
SRR Atg7. Atgl0; XA EA A B3(G2
RIERM). HLAASENR: Ag7 5 ATP 44, H 507
D EIE DE R R BIGE, 5 Atgl2 C ¥ 186 AL H &R
T RS SR 121, 2 JE U 1Y) Atg 12 7E B2 B Atg 10 f1E
AT, 5 133 - MEARE &, TR, &
J5 Atgl2 5 HARE E Atg5 149 S B E MR A E/EH,
R — ATk, eI b, AtgS 5 Atgle 4
gE4, Wit Atgl6 /- R Atg12-AtgS-Atg16 2 R A%;
XA L BRI 4 FRAE 350kDa ££4, FrlixA 2 B

PRRLZR = KU R A (B 3). s, EABHE K

BYIE| Atgl2-Atg5 Z I8 IR BB, ©A1Z ML &
YE R AT

Atg8 2 — MRz ZHEE: ENEG ST
IR PE, MAR—RMEH. B, Atg8 7FEF
ARE R Atgd FVEAT, DIBILKNG 117 ALFRE
2, N R H 116 AL H AR, Z /Ll Ein
] Atg8 5 E1 FEEE Atg7 28 507 £ )4 R BRIE il —
ANGRRESE, XM AR IE U2 Atg12-AtgS R4 1
FABL m7; P51 Atg8 #E % H45 B2 FIE Awg3, 51
234 07 - E RR AR B TE R a5 s S Arg8 T H A
FRR AR S PE i e SR, I 5 R A AHE
(E3). 5 Atgl2- Atg5 MIZ5AARIKIZ, Atg8-PE [
hA RTISM), Atg8 W LATE Atgd IFERTF, #BM
[ 20 fifg o481, ZEBEAN Atg8-PE 45 &R, Atgd K18
THXRUIEIER, SERAFH, Atgd 58 —IREIEIVER,
XTAH A B MR —E . 2% Atg8AR(Atg8
F3 C RKin G EIR) N atgdA HRERT, BAR Atg8-
PE {338 0] LLIE B FERL, 1H Atg8 N AL IE H BEI%, 40
B B WEHIK S arg4A WARALLNE DEKR .

AR R M B WA S T, A8 EE ARIE
BIET &, & AW X E S PEPASE ERKNNE
A, 3 H Atg8 R 5 BRI K/ IEF M9, 7E4k
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ShEFIRR T, Atg8 AI LI SIS & 5 FRE,
7F BWEAATE S FEF, Atg8-PEfL T HAMNFIER, (B
L H WA SE TR, SMER Atg8 £7E Atgd FITEM
F, BRI 40 B, BEAEERRIF; T I Atg8 B
W IE— R, TE7K R EE ROV R T R oser,

Atg12-Atg5-Atgl6 B 54X Atg8 1E R AL
Wi — A, f£EMAEREES, —FHY
SEALTF PAS 7 A5, 1B Atg8 e KT Atgl2-AtgS-
Atg16, T Atg12-AtgS-Atgl 67 atg8A K B Bk A1 68
HWEALT PAS AL, F—TJ5HE, Atgl2-Atg5 78
Atg8-PE 145 & B R I E3 I ThE, Atgl2-Atg5
BEFT LU 5 Atg3tH1EH, X5 EPERIR AR, X
IEEFFFE T $28) B3 MHE AR (S E2 30 5 R AH
4. [FIRE, Atgl2-AtgS TFE T Atg8 M Atg3 [a] PE
HIFERSY, fE AW TEBOSFEF, Atgl2-Atg5-Atgl6
KBS AL T AR RERI SN, XA Atgl2-
Atg5-Atgl6 R T ¥ Atg8 AL T PAS 4h, & Al RefEA
R SN AR T AEAE . (HBOE I — DU A L HRFIX —
B HER, AT PAS H Atgl6 4T3, B
B Atg12-Atg5-Atgl6 5y T3, A2 LUE % E &3
MEBARESY, HATCHIEREmNS, Atgl2-
Atg5-Atgl6 B EEMTHREE Z X Atg8 HIAHIITEH,
T Atg8-PE #& XUz B W 1) S A R AR & -
2.3 BREASHOHRMESEFYROERH A

B W ALESE LRI K PAS TERUE, RA S5
HRE . XA RS A i A R SRR
R AR, Zd Y K BIREEH SNARE EH
(Vam3. Vam7. Vtil. Ykt6). /N GTP l§ Ypt7.
HOPS 844k, Monl-Cczl B &A%+, Bi&H
75 R BWRAR I S S R I — 87y, A R
YR & VITE R A B B

4 B W) B B — R 4 B R — R 3
BRMRS FYREEERFAH. Bk, M
HEFFEANRIBE . B A RN SYH %
R AR T R N M FRIA 5 ROK #R BB, tLin Pep4.
Prbl. BRikZ b, BalE Atgls BERX— P RIET
FRMERBT, —BR#E, BEEIIN A TED
VRV PR O A A R S B A R T R A A
BLCANIE, Atg22. Avt3. Avtd ZEEREILER IR
TR R HE AR R 158591,

3 RGeS
48 M 12 S B R R A Sk i, (LB

HHFRBIEN, EREEA M AW AR AR E
F. BTERIE R0 A B T R S I R AN
i B RS TR, UERRE T KBNS
B BEPRIEREEAEEWEES Cvt B8R, &
Ktk B MR A LB R B .

3.1 CvtigE

Cvt @A R0 FU15 B 1) i Ik £ v 40 i B
T DA 40 T R R EEBAES (Apel). H
& P (Ams 1) S5 B IR AT P 3% 20, DU LB
HREHKREETEYE . Apel 7E40 BB LA TR
A& PrApel JTERAEFES). PrApel £HM— N EE
1k, G ZARE M Atgl9 5 PrApel 454, T Amsl
it Atgl9 5 — MRS Atgl9 LA, SR
Cvt &N, Atgl9 5 Atgll #HEAER, 51F Cvt
B EWEALE] PAS £f 5 Atgl1 C 3 ) HBUR e 4544
TS Atg19 FAHE AR, T3 N 3 R0 =P 6] (1) A 08 g
LEM TR Cvit B &P ALE] PAS 7 EU8, Atgl9
5 Atg8-PEAHEAEH, (REFHLIY B WA -Cvt
WL, 7ECvt BITERZ AT, Atgll 5SBANEE
AR B, BRI T, T Atg19 Nk — IRt 3, 3t
AN ue2e, BIRHBA KM, Amsl FZERT
Atgl9 4, BH HH— 124K Arg34; Atg34 £ Atgl9
B RIS, ZEDURA M T HER Amst 5244, 1 Amsl]
k% B RN,

3.2 Zhifk BB (Mitophagy)

Y 7 R AR 2 L A PRI T 40 P 1B R Dy b4
W, SRR AR 40 B P ) B R A ) = S 40 P 25
4 R RE R, [F] & 40 i W ROS (Reactive oxy-
gen species) ] T ZRPH . ROS 1] LU sl bk i3t
— B4, XA R ) RS AT AR A L P AR
HEOP4, PRk R AR PR S S 45 45 O 2Rk A, HERFLR
PR IEE e SR EN A RN EE P EREEXRE
B, SRR ERE—FEEMAR B, BRT R
WM AN E A2, EHRE SN RS
fIE M. 7E 2009 4E Klionsky F1 Ohsumi 5/~ 525 %
Rl R A Atg32 SR 2R itk BRI CBE . Atg324L
FLRARIME b, o7 ME D ERRLR I Z 16 5 Atgll 48
HAEH, BT PAS, 255 Atg8-PE HHEAEH], 1
T EHMEARRI T RS, Atg32 ELR MR BIE IER
FEUTF Atgl9 £ Cvt BERFHIER
3.3 SdRYEGK B (Pexophagy)

AR 5T FE AR 5 4 i A i S ARG
BEAR, LA AR PRARSZ B A VAR . BEEERT LUEY
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A 0 B R BRE it 2 4% S S2 A ) I SR AL A A, AR A
TER IR G A it A s 47 H W (Macropexophagy)
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o U AR [ W 3 PR A S R R TR,
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&, M Pex3 W24 2B A e i E ALY B 1A 4 &
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¥z Atgll 5 Pex1411,
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_ g —+2FEHRB, TRARKAT EESH
(T B BE A T B W AR U T B, e R R A

PAF JLF:

4.1 Western blot #&3] Atg8 LA K FEARRY Atg8 B E

FHIX 7 A U 40 A | R R A ) Atg8 AT
B WA W E, BER] B WA — Rl AR REAR, it
Ko L AR ) Aeg 8 A B {88 ] T T i ) B WA 1) B, 3
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4.3 Western blot {2 mApel B9
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FL3R 7] A1 J B 45 H AR K 132390
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2 D W EAZ A I G — DN R A DO BE, ETEMERF
21 A A P S AR PR SRR . BIFSUARMA,
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Current Knowledge of Autophagy in Yeasts
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Abstract Autophagy is a highly conserved subcelullar degradation process in eukaryotes. By eliminating
obsolete or damaged cytoplasmic materials, autophagy is critical in maintaining intracellular homeostasis under
stress conditions. In multi-cellular organisms, autophagy plays important roles in development, immune defense,
programmed cell death, tumor suppression, and prevention of neurondegeneration. Studies using yeast model sys-
tems have been instrumental in unlocking the molecular secrets of autophagy since the early 90s; and they remain a
major source of new discoveries in the field of autophagy related research. Here we provide a summary of our
current knowledge of autophagy in yeasts and a brief introduction to frequently used assays.
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