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Tablel 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.
Atg5 Conjugation target of Atgl2, part of the Atgl2-Atg5-Atgl6é complex. Yes
Atg6/Vps30 Common component of class |11 PI3K complex | and |1, 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
Atg10 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 Atg12-Atg5-Atgl6 complex. Yes
Atg13 Subunit of Atgl complex, phosphorylation status controls the activity of Atgl and the magnitude Yes
) of autophagy.
Atgl4 Autophagy-specific component of class |11 PI3K complex I, targets the complex to the PAS. Yes
Atgl5 Vacuolar lipase, functions in the breakdown of autophagic bodies.
Atgl6 Component of the Atg12-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. WIPI*
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.
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Phagophore

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; c: 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.
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it S0F 4 B 1 R B SR R AR . AR IR AR A
', TOR AT IRES, 40 B sz 2090 440 i
AbF YUk B A7 21 F i 57 23 (Rapamycin) fill¥ I, TOR
ReAI, 40 i A R R fERERE, TOR A
P [ FE R TORL, TORR2, “BAITRT LAJE J 4 Fh 2
HE &Y TORCL(L % Torl 8¢ Tor2). TORC2({Y
T Tor2). WANEEWHS 5 MERK S 4 A
HAR TR Y, 1 TORCL 8 A 27 2% 3 Infusee);
A1), TORCLH] LA SZ 40 i A1 (1078 IR 451, 44 M Ak
TYURSCAT I TORCL A, 41 i 1F WK P E 7o,

DRT I 2 40 i 1 Wk 1 3 A DR

TOR 1] LU W5 7 1T %o 40 i [ W gk A7 1, o
H A B S 28 10 2 Tl i Atgl-Atgl3-Atgl7 H &
VIR 40 B R KT AtgL A2 40 B W O
B —NEA, BT 2% E R O, ©
(PP T4 i | W) R A2 . Atgl3 s TORCL ik
Yy, 7EfERER TORCL A LA R 1L Atgl3 %/ 84
IR . TEEFEEE AT, Atgl3 & FERE IR
b, X e 5 AU E SRR IR &5 G e 1, BRI Atgl
(P e ARAG, KPR R SRR A . 2441
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Endosome

Fig.2 The composition of PI3K complexes
A: PI3K complex | contains Vps34, Vpsl5, Vps30/Atg6, and Atgl4.
Atgl4 is responsible for targeting the complex to the PAS; it medi-
ates the interaction between Vps30 and Vps34-Vpsl5; B: PI3K
complex |l contains Vps34, Vpsl5, Vps30/Atg6, and Vps38. Vps38
is responsible for targeting the complex to the endosome, where it
participates in the VPS (Vacuolar protein sorting) pathway.
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JiEL P A i 7 2 A B Ak T YL 1 i, TORCL 40
i, Atgl3 TR 4 (1 B IR Ak, L5 Atgl. Atgl7 1)
SEA e ORI, T Atgd G R KR,
i N S G LT A R I o & R ] B e [ 0 7y
AT AtgL3ZARAAIN , RIS/ 77 5 14 T~ m]
CLS Atgl, 341 IR0, /AR, Atgl7 g —
MR R M, atgl7 FIRRAEYREAE R B
EU RN O IPNE: | S I S AEL AU MEE N
AN FOE RSB R RN =2 — . Atgl3 AT
T AL Atg17HIAH HAEH; Atgl7n] Ll 5 Atgl-Atgl3
SEYMTAER, 3t FIXFAH AR AR LR S B
STFE. 24 Atgl7 5 Atgl3 fAE ELAE S I Atgl
49 g vt P 52 23061, X 3K B Atgl7-Atgl3 B 5911 E
A A1 A T — AN BRI R 02 4, Atgl B4 1E
bR T &1 Atgl3. Atgl7 4b, ifuFE Atg29. Atg3l.
Atgll. Atg20 Fil Atg24, i+ 22 SR F 41
BN, §—=#%25 Cvt &1,

TOR i 15 40 Jfl F Wi 1) &) — 4l %0 I Tap4d2 Al
PP2A (Protein phosphatase type 2A)# 1M . TORC1
A] LU Ak Tapd2, BERIL I Tapa2 n] LLFE PP2A
WEIRTG . PP2A TR 0T 40 i 15 WA f 4 (1 A H,
{EIX 7 TH] ) EARHL AR AS |23 1 FE 1229,

2.2 BEE{RTE PASHIF R

H AR B 40 i B W ) OGP IR, AR
RN E b SN T 40 W R AR 7K, 3K P 3R
W R AT LA RS, G PAS 4155 48
(Scaffold/adaptor). 11 % PI3K {55 R4, Atg9 1
RRJHZ ZFREAL S RS
221 PASHIEFR  PAS/ZHWRMAIE RGN

=, K Atg B AT DAL E A ] PAS. # H
Mk, PAS 58 K& — MR IS St
WP WA PR 7 A AT s AT A0 B A A SR PR
TEJLAN BRI AL — Ak Atg 25 A 7E PASTH4L
Fetin T LA T 1 4 O, R R AR T 4
M AW RS S 4. EEERAERKEN T ERE
[ Cvt i1, PASHIAIAEAS 5k B IR RIS 1L 1 1%
Yy -Cvt EAEAE, HEZRs 2 Apel 2 B AAFIE K%
A Atg1911617, Atg19 55 Atgll 454, 1Mo Atgll 54
HoAA R H, BT 28 vt B A W AL G 1
P -Cvt #eyutel, 7EiX —idfE, Atgll7E PASIHJE
AR S T AR R A RER . HHADNT, Atgl7 7R
AN AT YU AR T A0 i 1 Wt A i

A EAE S, Y[R R Atgl7. Atgll B, PAS
JCIEIE T A AL, BWRAR T T 77 B R GV IR W e A
T PAS o IX2eg 3000 (A AUE PAS 2124 1 JE i,
[ 3 2 5 1 AR T J 1 25 A D7 T, L4 %) Atgl (1)
TEME R 20209 Atg9 [ PAS [fig ik,
RN E, PAS IS 2l AR50 Wilst & 2
Atg B AL EAL I SEER LR . 520 BRI, 96
G BN I A A SRS AH I PASES /(5 S, F
&G TS M T TS B 5 2, BATIAE I
AN R T PASIF B (A2 5 Ak T R — AN i) |,
RGBT R BB HIXFERR.

222 PIK AAHRAEATHERES PI3K &
—RE BRI NG T IS T, TR
[LedilINSe R o A TR e 2 i e S SN X AN 71 1)
W s S I R . AR IR 1k, PIBK AT LA
23 A 3% b, 11 Y PIBK S d i S 2K, m LA
Y- 1ol T TOE JUL P 3 12 1, Ay 98 I I UL 3- R (PI 3P,
Phosphatidylinositol 3-phosphate). %R} FE R 2H H
T AN ER GRS PI3K, B 1T B PI3K -V ps34
(Vacuolar protein sorting 34)®, Vps34 £/bn] L2
5P F S S | RE AW A Atgld, 540
H I 12RE A Y545 Vps38, 2 5 VPS(Vacuolar pro-
tein sorting)i& 1%, B ks H 1 HH R AR LS ) 5 R i
BRI, —H S Vps34. Vpsl5. Vps30/
Atg6. Vpsl5 j&—Flid B, & Vps34 15
228 Atgld K Vps30/Atg6 L Vps34-Vpsl5 %
ik, BRE G, AKX —ER T Z Atgld N
1 1 B S AR . fEAN I B W, Atgl4

ENIEAE2).

ESN I A W, PISK 1) 3 2R iR 142 Atgl8
AIAtg21. H4K Atgl8. Atg2l A& PISP 454y
SERIR, (e AT T DU AR AR R i g
KL, PI3PSEAE Atgl8, {1 1 1 PASH 1 Atg2-
Atgl8 & A 1A -1 Atg9 G kA H (B 3) . “eAT]
HEA]— N LA IR i B 2 5 B ALgO R A 7E PASSHT

I Atg21 [F]J& WIPI 85 5%, Atgl82: Rk £ 41
JH S R R AN I W, T Atg21 S R R
IH A WE. b, PIBP AT DASEEE NI & PX 45
BB 1 Atg20 5 Atg24; IX AN R I 7E PIBK 2 A1
v 1 EIVEFR 20 5 e A7 1 PAS RN & AR5 L, EATT
1 Cvt A0 R 5 — e AR F e,
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Retrograde transport

Fig. 3 The molecular machinery of autophagosomes for mation®

a: the PI3K signaling system. PI3K complex | is targeted to the PAS, where it produces PI3P to recruit downstream effector proteins; b: the Atg9
cycling system. Atg9 shuttles 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.
Atgl1l isresponsible 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 Atgl7 (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 Atgl6 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.
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P DL R AT T B P ) N i 5 C oy, B fEAH DR B
FP LT, 76 PAS 54N S M (nZe btk N

W\ RRIEAR) Z AR R, 25 BRI sl
FE, 15 At BOA AT W RERS “ B4R 4 03,
FERERE, KR AtgO A7 T Eob A 5 (1 2 1 2 L5 Lok
WA 4L 12, B8 BAT W (R IR R I 2ok Ak
R R B rh AR R ORI o TR, Bl
FEM LB P AT BT SR I Z R AR S 4L T A AR 2E
G PRV, R S AN L AtgO 1 [RIYR R 11 F:
A HAE LR AR L.
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E R 56 B, FEAN RIS AF i St B Br
WA AEREREPESN M A Cvt i1, 4 Atgll.
Cvt A5 R Actinil i i 28 1R 40 43 ik AT — AN,
Atg9 M AR JE 5 5 44 B PAS (1438 HiH2 Hk B M las 4381
ActintH e A Arp2 5 Atg9H HAE T, H 4075 Atg9
AN 25 7 ) PASTIZ T, 7E 4 Arp2-Arp3E 451
— AN, BRI RERHE T Atg9 HIi2 ), JEE
Actin 451 LT Atg9 IS 5i(K 3). AR S
(PRI LRGN M b, X RIS Hi T 2 Atgl7 1)
Bi. Atgl7 #8h Atg9 e T PAS, #2558 i)
AL, (XA FEIEA T L Atgl (e i PR,
Atgd7E LR AR AR v RE S 1A 715 Atg97E PASH il
Be 5B AT . BRI Z Ab, Atg9 (I ) %12
T EE Atg23 L Atg27, ‘B AT1IR Atg9 AHAL, 4 e 47
T PASFIYH i it rh LAt — SEHUTE R G F L, fEftiz
H, ZE AR AN AR RAL LR R 1 (8] 3) .
THBS Y Cvt iR, NS HARE RN M BRI,
TEARIEREE AN F W, IX PR FP AR AN A 575 1) 7E
PR ERREA R B AR T, BT RE T A, BLARZELL E
(/N0 g AW FUR I, Atg9 B ELH Bl B
EH, e — 2 RE G, X2 RE 50T
Atg9 MAME R 45 K 1) PAS f3 i th S AR F B, 25
oV X P 2 SR S5 1), WA TR B fi 2 52 S B
%”[38} .

2 WEARTE N, Atg9FF AN B AE B WA L, 1M
J2 I\ PAS I [FI 40 5 R R S5 44 o 3K — 300 ) s i ik
PR T Atgl-Atgl3 41K, Atg2-Atgl8 & 414 LL
J PIBK &4 (K 3), Hi RS LL i 2 A s Y
s H Atgl-Atgl3 H5 W Atg9 5 4E 3 PAS,
Atgl-Atgl3 /i Atg9 15 Atg2-Atg18 A L AFH, iXFh
=ICE AW AR AE Atg9 I PAS R[] 41 & ik
224 ZEMEALSEAR il AR, A
T2 FMEH Atgl2, Atg8 73 ez S FE R 11 H]
5 Atgs. AR £ B % (PE, phosphatidylethano-
lamine) FH &5 &, e 1k 1 I I A 28 58 1) AN 7 4B A o
Atgl2. Atg8 Jf A B 1z F FIYEF 41, A e
{10) i A 85 ) 3 s A DR S (R R R AT 8 4 oot

Atgl2 J& H AR G R T R e Rz A R
H, HEERITY) Cui o — N HE k. 5
2 EZAEFEAHZRAL, Atgl2-Atg5 1 JE TR 2 EL(IZ %
TEAGEE) . E2(32 2% 45 4 W) AL IR, 70 > 3 P M g 1)
g3 l7E Atg7. Atgl0; XA R R A LA ) E3(TZ
FIEHENY) . LA RN Atg7 5 ATP4; &, 1507

PEIRE D R R AGS, 5 Atgl2 C i 186 47 1t H & 2
T It g 612, 2 J 0 (1) Atg12 1F E2 15 Atg10 R 1
T, HH AL IR S &, T2 i g 5, B
J& Atg12 5 H AR5 A Atgs 149 47 (R IR AH HLAE
TR SR, 7E bRt I, Atg5 5 Atgl6 Al
gh4y, il Atgl64 5 I i Atgl12-Atg5-Atgl6 % B 1k,
XA BARK) 4> 1A 350kDa f 44, i LLxAN £ 58
PRI 2o = DY SRR 3). EAh, BABA K
ILDIHEIAtg12-Atgs ] 7 KB (1, AT [ ) &5 45
YR A AT 1

Atg8E— MR )iz R B 1 B S B A T
JENlEZE PE, A& — MM . 156, Atg8 7E ik
AR R Atgd 1ER, D)oK 117 A7k
MR, MNIfT B 116 A7 1K H 2R, 2 5 &
1) Atg8 5 E1 £l Atg7 25 507 37 1¥ 21 B IR il —
AN EBE, XA AR IE L 2 Atg12-Atgs R 4 IR
FHAE 07 G 1R Atg8 B 46 A5 45 B2 G Atg3, 151
234N 111 I R R 5 T Rt I B ; f Je Atg8IFT H &L
Pk 5 PE G I Wk i Bz, 1T 5 B A 7
(K13). 5 Atgl2- Atg5 1455 AR A2, Atg8-PE 1)
G E I, Atg8 nf LL7E Atgd IRFEHTT, BRI
0] 20 Jifa o4, £E 4 Atg8-PE [H 4545, Atgd K15
TR OIEIVER, SEEUERH, Atgdi 28 — Ik EIER,
XA R R E S . 9K AtgBAR(Atg8
Joi C AR i HRS ZUR) e N\ atgdA AR, B8R Atgs-
PE {588 1] LLIEH Tk, 15 Atg8 ANRERR IE H R, 41
L E W KT 55 atgdA BRRAR L ACE D J ik

M EIE PR AN L F WA I, AtgBI R Rk
VT, A2 F WEAR DG HL A T EPASES B i K I R
1, JF H Atg8 (15 5 H WA /N IEARG8, FE4k
ARG T, Atg8 iT LIS B 45 G 5 P Rl
7E A WEAR I et b, Atg8-PE £ 1 9 4R W5 2 i, {5
M AWRARTE AL UG, SN Atg8 23 7E Atgd 1I4E H
N REIRRI A T, BRI A ) Atg8 23 il
PO R NSRS, LE 7K MR I )V FH T B Ao

Atgl12-Atg5-Atgl6 & & 4] Atg8 1 FH LA I
W — 7T, R AR R O R,
SENL T PASAHT 55, {5 Atg8 1 52 A7 M T~ Atgl2-Atgs-
Atgl6, if] Atgl2-Atg5-Atgl67E atg8A i & £k A g
OEAL T PASAL RS, F3—TJ7 10, Atgl2-Atgb 1E
Atg8-PE {14 & i A2 R I H E311 Dy R, Atgl2-Atgh
WE R LA Atg3AHAE HH, X5 PERIIE TUAAHI R, iX
IELF ARG T I8 E3 1A A (15 B2 R4 ) IR 40 AH
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4548). [RlI, Atgl2-Atgs iliE T Atg8 M Atg3 1] PE
RS, 7E AR TE ot B2, Atgl2-Atgs-Atgle
R A3 A6 1 R B 1 A0 2 52, X g 7n FRATT Atgl2-
Atg5-Atgle [ 1K Atg8 e T- PASH, vl fefE Nl
HES (R AN PR T AP AE o AELE I 1) — U AN SR IX —
3 TR, A7 T PASIK) Atgl6 (14 1%L, BlNE
FE (1) Atg12-Atg5-Atgl6ft 7314k, AL DL 7 o 3
ARS8 H A AU S, Atgl2-
Atg5-Atgl6 5 = B D RE A 2 6T Atg8 4 B/ H,
1M Atg8-PE /2 XUz AN Wt ) 40 e A 1) B 42 A H & o
23 BHEASREHNMESEFRYMRERFIH

H AR 7 SE T PAS TERUG, &4 5
TR o XSRS T RS A0 e LA S R
RlG AR, iz R & B E 4 SNARE &
(Vam3. Vam7. Vtil. Ykt6). /N GTP i Ypt7.
HOPS & 14, Monl-Cczl & & 445545, @l 4 i)
45 BT F AR I A ML A B ) — 5 53, FL P JBE /N
TELRI P 5 0 A 00 P T 0 A

A0 B R TR ) 5 e A i o — 2B P 5
ZRIKD TP EH A . HArh ik, XX
JTTH I FOEA IR Z . WA Py 5 S D 25 P 1 B
R ARG T VTEL PN ) R B G S K i, EL W Pep4 .
Prbl. [tz 4b, fElG Atgls AEix— S R¥E T
FHRAE ST, — ROk UL, BT 210 /N 1ol g
VBV L b PR IV 0 T A R 38 40 i s v FE T R o
PO ANIE, Atg22. Avt3. Avtd 7635 & R IR IR
TR AR FsesL

3 IEFFHAMAE B M

20 i W R K A R S AR R S 1, (R
EWFFCIIERON, TEHPEE 40 M B W 2k 3 SRR
Fo FERErPIEREVEAN M B W RO S AR R Al
L W AE ST IR E T e, BIAE AL BT KR4
o FERE BRI M A R 3 2EH A Cvt i1,
SRR I R A P R
3.1 Cvtig#®

CVt MR A% & FUAT B V) 1 1L 6 2 440 .
B T RE N A0 B T 2R IR (Apel) . H
PR T (A s L) A5 T 0 FT 44 2 v ik BV, DA 0
IR F K ARG« Apel 76 40 B i b LLICTE P (1)
HiK PrApel TE A7 ER, PrApel 23K ili— N 55K
i, G2 KB A Atgl9 5 PrApel #1454, M Amsl
It Atg19 11 75— AN 55 5 Atgl9 A A, SLIRITE K

Cvt H-& e, Atgl9 5 Atgll #H HAEH], 515 Cvt

D5 Atg19 AR ELAE R, 1 HE N i R e ] ) 0
SRt T Cvt LG E A7 2 PASAL i 109, Atgl9
5 Atg8-PEAH HAEH, (23R AL I I A4 -Cvt
TITE . {E Cvt FRTE 2 1T, Atgll 5N E 5
PRAAR RS, RSP TT, T AtglO B — I Gk 3y, ik
N2 T AT IR I, AmsL RS2 KRR T
Atg19 Ak, AT 3 Ah—> 2 Ak Atg34; Atg34 /& Atgl9
RIS, LEILER A AT S AR AmsL ()52 44, 44 Amsl
T8 Ik W EE e,

3.2 Zfi{k BEE(Mitophagy)

R S R SR A TR B B 40 i 1 R O e s
R o 2L A2 40 A 0 O A 1) 3 2 4 i 2%
oA B AL A 1, [R] I 2 4 i P ROS(Reactive oxy-
gen species) ) Tk . ROS 7] DL i ok 44 11 13k
A, IR AT B LA TR SRS T T N 1A
PP, DRI A BN BRI 2857 i 40 (R G R, 4ERFLR
AR 1) 1E D i 55 B 6] 40 L 2 BRSP4 S A O
B SRR F SRR R A I B R, R TR
B M A RS I B 2 A, AR R e
[F3E . £E 2009 4 Klionsky 11 Ohsumi P52 56 %
[ IS B Atg32 s Z R A [ TR G B AR 1 . Atg3217
TERARSME L, AT DU SR A1) 32 44 55 AtgL1AH
HARM, AT PAS, ZJ5 145 Atg8-PE M HAEM, 11
T E AR JE (608, Atg32 7E £ kA4 [ I rh (1) 4
AT Atgl9 7E Cvt iR IfER o
3.3 FRLYBEGIK B LE(Pexophagy)

B 7 DT IRSA S 40 Y i S A
R, AR R PRt se 81 A% R A o et AT DAL
A E R A 22 R S S A R A A AR, AR B
TEA AR 73 Ay e Al 142 151 Wi (M acropexophagy)
it 8 AL WA T E (M i cropexophagy) 1. 57
T2 R 1 W s T RS XA AN 2 BRI P B
M52 75 A W Rh AR A K &I b 1) g AR () e B A
Pichia pastoris 5 Hansenula Polymorpha ', 4 fifg n]
DA FH AR by W e st A G R el A FH T e
Ky LT B A N, a S A i AT 25 3 ), X gk
o3 KA AR LAREAR 2 2 1 S A A . [R] Cvt i
1K, AL R 15 R T 2 AL, BRIk Ab,
Pex 142 41 il F W fi LA R 1) i 4040 400 i A 1) 3 1 b
&, 1M Pex3 W2l pk 25 B A fig A ik S 10 W g A 4 7
el X —ad R A I IR B2 AR 1 Atg30, B
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P Atgll 5 Pex14,

4 BEEPHRMEMEENEFEFE

S Z A ZEMRR RN K T FE 2
(RO R R0 i 1 W )R O B, L FH ) 3228
DI
4.1 Western blot #1 Atg8 LA K& B&fZH Atg8 RIS

FH I3 A 00 40 i, 1 W A2 DR A 38 7 Atg8A -
W AA ) PN JIBE, i () 3 Wk — Rl N v e A, e i
Xof EE AR (0 AQBIR) AT R ANE T2 FCHR) 15 WA ), sk
T 38 40 i e R A 7P B i e XA v — o
7t Atg8 1) N s FFRAE A, sk 98 1 GFP;
2 H AR S GRS S, N S OB TG A K
fR R M, (U5 GFP-Atg8; 11T GFP 45yl it fa &
PELC A i, 23 BAAE A — B[R], PRI o] LAl i West-
ern blot £ GFP [ 4% iy A 17 5 [ A 1) GFP-Atg8 1]
i, RSO0 40 i 3w R A K ) . ek, H
FICH FUHbRAE, i n] DU I 2t BB ML 42 Atg8IT)
E A .
4.2 Pho8A60 il xE 5%

Pho8A60 Il & i th Fk ALP(alkaline phosphatase)
ME V. PHOB8 S 18 RER L e Bl 12 il 110) W — D
PRI, &R 1 RS A . BE SE LA PR
HUAARTE AE T B 1, T a2 v R B e is &
WL A, e C i ) IR BRI Y ) K A g
Yt O A T VE R B BRI . N 3 (1) 60 1~
FERR A R ALFE 5 R 5 R I AT N I 1215, ST A
Pho8 — b [#kiz . 1 FI H Pho8 Sk illl 41 i 1
W R, AATTRE N 3 1) 60 A2 B 1R 2547, i
MU {4 PhoBAGO Wl & v » IXFFAb FH 2 J5 ) PhoBA6O £
HICVERE AN W I, L RE o we M s ik AR
EPEPE AN MY B BN, Pho8AGO i 2 4t C ik [ W14,
T B VR TEL R T o A A5 T i e s PR i 1)
Pl % P oA S AN 4 1 W R AR TR KR o BRI Z AR,
AT DA I PhoBAGO 55 #EE [r) K e 4 M 245 14) &5 11 AH il
Ay ATV A0 B2 ) e 1k PR 1
4.3 Western blot #&7] mApel B9 =

PrApel 2 Apel H Hi 4 TE X, ‘B AFAE T4l i,
BAWENE . AEIEH AT T e R it Cvt i 4e it
NI AR YU SR AR TR, Bt 2s kil
e J5 I e R 1 P 4 B 1 R N TR A
) mApel. IXHEFATH] LLIE IS Western blot #5:ll i
A mApel )5 R PEAL 40 B Wk A 7K

4.4 BIENER

AR U S A 4 R 1 WA bR T B
20t 1 IR D A M S R W 52 1 e
T TFAR 1, B i S B 70 4 i 1 W Rt el R e 7
RAREM: T BB AmAKES. K
NG FEARALE, BV BB A DG HE
SERLL AN, IXBEHRLERIT N SRt T A A
IO ACHE . WE T BB R, W LUBLER B 7
PR WL R Y E W /MA (A utophagic body) %5
SER, BT M ICR S g5 . T T BB R
i 17 % PO A ST, X — AR W e LA 7 v A B
fff 2 i b — 20 il . IAE R LU 2 11
DG BME AR . B, H GFP Frid Atg8, fiin]
DLIE 5 9 5 s W82 Atg8 iz 5l Sda 40 i 15
MENAAZ L1 Atg9 BN A& —Fh “ gk,
P I6HE A bR ic AtgOf# i] LU I L AE PAS L5 41 i ik 4
MZ AR IES), Wmkk ATGL, ATG2 8¢
ATG18 Itf, Atg9 i 2x A1 PASA A%, BB A]
FLIR R o JE) 5 &5 g A 132391,

5 IhEE

211 F S EAZ AR LR — DRI fiE, EAEYERF
20 P9 A BRI R PR SCBE AR I o TSR,
2L R BB L N2 BB S DT O, 7 40

SUE R R IESE RN F IR AR 1 A B N T
IATTOS 40 i B ) D AT RE A A ) T e 11
O3 IR AR ON $R 7 A B R BB AL T T
SRR TR e R A IR 7 LR 2w
DA 2 5 FLEh Y 7E N I 2 4l i 2B . AT
A BEASOR IR BE P RIBIE 5 R R A 28 BEXS B 40
FIEAT SR W SEN AT €M S5 AE . A
{1 W 214 T A0 A 0 2 AU e e Skt DR RO 5 5
[ 2o B AR R OK R K (0 S = N
AR, 5% 10 I B R ) R DR 2Rt S B R )
K&, WU, 7R3 FRIJLEES, BRI
RIS EWERRR A FERCGAMLEL . B4 A R
LYY IS T3 TG 2 SR Bk Ji; X EE TR0 3L
SIER AN 1 W FRVRE 54 BT 10 AL, A 240 i 15 M 4
AR 5T S B HE 0 £ 1 <3 H AR T 30
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Current Knowledge of Autophagy in Yeasts

Hai-Yan Wang?, Tao Ni?, Zhi-Ping Xie'*
(*School of Medicing, Nankai University, Tianjin 300071, China;
2College of Life Sciences, Nankai University, Tianjin 300071, China)

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 devel opment, 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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