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Abstract

Autophagy (macroautophagy) is a unique life phenomenon of eukaryotic cells. Autophagy not

only controls the degradation of proteins and organelles in cells, but also plays pivotal roles in growth and maintain

cellular homeostasis. From yeast genetic studies, more than 40 ATG genes have been identified up to now. Atgl101

is a new autophagy-related protein which has been recently discovered. Currently, the molecular structure and func-

tion of Atgl01 have been gradually elucidated, and its role in disease development has also been studied. This re-

view summarizes recent research advances in the structure and function of Atg101.
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1 Atgl01#Fik

200947 H, MERCER %" I7E BioGrid £ # F# H1
SN R I, SR R Atg 1 3RIJEY AT LS 5 AN Rl R
F A FAE L, Hod—Fh B B CGT7053 D RE AR Ji,
bt NRIER4H 5 R0, B HFLI17735 2 [A)E .
FEHEK 2934 fifd o 48 FH siRNAKSFLI1 773/ 4% )5, WL
T S B W IE SR A2 B, B RHFLIN1773 2 E W 75
f. [FA410H, HOSOKAWA %51 i J7 4% (LC-MS/
MS)43#r, #EHEK29341 B ULK 1/ULK2 & A4 7 & B
T FFLI773; 43 5 FH Atg13F1FIP200(focal adhe-
sion kinase family interacting protein of 200 kDa)i#E4T
G g% ILYTUE— 0 73 A, B AT E R I E AW 4 E
FLJ11773, ¥ BAFLI11773 7] L 5ULK1-Atgl13-FIP200
HEVAHEAER . WA 538 T 2 BT %
BE At Sy 4472, K FLI11773 0 44 4 EH W AH 9%
H[1101(autophagy-related protein 101, Atgl01), >k
RHIX AP AR EEA .

i Atgl01 85 2 REAL T A 28125 Je ik
F(q13.13), F657T MK, & A SN T, Sid Rk
BIPEIEM f5 1 B 218N R R ALK, 7 TRAN
25 kDa. AtglO1/2 — M B R~ i &2 1, B T
FHAWERE AL, £ )L B Baz A bk A7 £
AtglO1{E N E A% AEWIULK L H Wk 4R 2 A 1A ) 8 5
A4y, i 5 ULK-Atg13-FIP2007% i fa i€ 1 2
G/ 2STEl un

2 Atgl01H4EH 5T 88

AtglO1TAY AT LB 5 Atg 13T BT — SR 4
FRULK 1 A Rase v, R 76 36 52 A W R o
T FE A R R AR .
2.1 Atgl015Atg13i# i HORMA L5 #935) 72 R 72
EEEY

HORMA (the Hoplp, Rev7p and MAD?2 proteins)
SR AE AL AN R B R B AR ST R R
FUR AR 4540 . WRIRE ELAE L 2R (1 45 B Ry i
i ZEHORMA 5 1 3 J8 20 (4 G 8 4k, HX F A5 44
Y FEHORMA ) He rf — P AR 3R 2R 1 B Mad2 1 A7 7E,
W 5% % B, C-Mad2(M A fiMad2#4) %) fl0-Mad2(JF
JHC I Mad2 44 )Rl LA 25 A % E B LR
oF R [R5 S SR A, T R (2SR A R U, H R

TR IL28 P HORMA 45 14 3 i 1 I XC 2k il AR 5 14,
Atg13 HORMA-Atg101 HORMA i & H rpr 2 —11,

CL A1, Atgl3 HORMAZE #) 35 2l FC-Mad2.
20144, HEGEDUSZ5NE it 40 9% SLUT3E 40 i R B,
S0 [ Atg101-FLAG W] DAFLITTE &5 A N AR BiHORMA
SERIMTHA-GFP-Atg13 1 B, (HARESLUTIE Atg 1311
Hrla B C AR G B, 456 S B B il Atg101
AJ LA AE 5 Atg13H)C-Mad2 H P f1O-Mad2#y %, £
%2 [] IR A7 7EO-Mad2-C-Mad2 i F AT DL F 5 B AMEI 4
B o 20154F, SUZUKIZE L ik F 57 22 5 % BF (1) &b
IREER, UESE T Atgl101-Atg13[THORMA 45 #4458 ] LA
T B 5 AL0-Mad2-C-Mad2 ) 7 — 5 1&, Jf HAtgl101
T A I 3IAEEA RE SR BULKIH Gk . 7]
., MICHEL 551"V 3o 75 K iz #F B b S R ik N Y
Atgl01FIAtgl3, it —BUF i 7 AN 2KAtgl01-Atgl135
&) B A O-Mad2-C-Mad2 B A0 HAE B K. LA E
AN R g 2 P ) BIE 78 S UE 5K, Atg1015 Atg1338 i
HORMA 25 #6380 FliAai 2 1 2 ) G 91,
2.2 Atgl0LBEFAtg134 R ULKIE SRR E

Atgl13 11775 X T Atg101 4 ¥ ULK 1 5 & 14 (1)
FasEMEE R EE, EULKIHE &4, ULK1-FIP200
(R ELAE T 5 FE AT Atg 13, 1T Atg13% 75 A & &
75 T MTULK 1 FIFIP200% 8 1t DL A I 300 2
It 2 75 20, SUZUKIZEYE B CRISPR-Cas9F;
ARAE /N R IG B2 4E 20 B R A 2 1 5 Atg101 R AR
A, Hoh 72 5 Atg1345 & [X 45 [FJL30R H31R K AL i
Atgl01 5 A3 45 G Re )1 2 & IR k. i — Pt
KL, Atgl01 L30R H31REAEANL AT LT Atgl01
5 Atg134H B AE A By 8k 2k, ik 2 FHESULK1E & 1
ITE %, 27 Atgl014% 52 5 BIULK 1 & &) b 75 2
Atg13HI A 7EPY . Atgl013k 7] LIl i 5 Atgl34% &
Y FFULKIE A R 1 Fa € . HOSOKAWA SR
B, #EAtg101 siRNALLFEFTHEK 29348 fitd , Atg13411
ULK 1) 85 H Rk &8 0 35 b, R Atg13FULK Y
FoE RIBMKA T Atg 101 FFTE

ULK I/E R B Wt 4G 55 A 1A i O IR ARG 4,
T E W 20 EE, B E R E S .
TEYLHCIR & F, AMPKI i Ser 317817778 IR 14 &
PR ULK IR A 2E 3 W T AEE R AL RER T,
EmTORE 1438 iIF ULK 1 Ser 757 & 4k B WrULK 1
MAMPK 2 18] () A0 B AE F AT 40 i ULK 135 4622
AtglOTA L AT BA4E FFULKI R & 9 i Fa e o, 1878
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Fig.1 A model of the function of Atg101 in the ULK1 complex

ULK 1A 8 1 A 3o 2 2 8 22 4F ] . HOSOKAWA
LGSR I, Atg1015E P /i B J5 Atg 13 FIULK L 25 i iR
1k, 2 B W A2 45, T Atg 101512 i#E Atg 13 FTULK
BERR 1b, 72 48RRI A B W A2+ B BRIk,
Atg13F1Atg101 2 [A] ) FH ELAE FH X T B R A 1 TE ik
A W I RS TR BEAT A2 40 75 HY
2.3 AtglOlEIE B A4 S F 485 B I T
5F

AtglO17E H W F vh R 2 1 485 55 N i 5 RS
BT IE . 20154E, SUZUKIZM R B, Atgl01
) RE R 15 2 5 2 3 W /4 1 PtdIns3K (autophagic class
I11 phosphatidylinositol 3-kinase)& &I i~
¥ PtdIns3P(autophagic class III phosphatidylinositol
3-phosphate) ] £ & ™= & ik />, ok T2 H W45
¥ R i KL ¥+, 4NLC3(microtubule-associated protein 1
light chain 3, Atg8 1 L3N [F)5 73 1) FIWIPI1(WD
repeat domain, phosphoinositide interacting protein 1,
Atg 18I FL B [R5 73 ) SEER I 32 40, (B BARAE ]
B AT 2. 20184F, KIMZEPIHF 7t Atg101 /) =
() 3 5 K HHE N, Atg 101 ACoAR B [X I8 ] g 5 HoAth 7y
TAHBEAEM . T 8WAIERI, ABATE293 T4 4 o
M Atg101 5 Atg101 fICR i Hit 25 #) 2 7K (Atg101AC)
5 A [FIPtdIns3K & A #0141 77 (B 6 Atgl4. UVRAG.
BECNIMPIK3C355) 4 5t 4R ER, 5ok
Atgl01HH EL, Atgl01ACHIPtdIns3K & & 44 43 2 6] 44
AR RFRERRE LSS, ZYAlO1CAK 4
X AE 5 PtdIns3K R AR 25 & i B

IEAME IR IR, AtglOTA AR 2R R, A7
TRAFIPS LAl IR 3 A Atgl 01 [F Y5 4 Hh £/ 57 1) €
TR AN 2K TN 2 R 7% 5 (Trp-Phe B Trp-Pro-Phe [T 771)), iX

HORMA

Atgl01

 BECNI

&

PIK3C3

NI EE R B FRNWE finger. R WF finger A8 A
5 MAtg101 5 Atg 1311 A0 HLAE A LA RULK 1 & ) 14
FasE M, (HAtg101 WF fingert| T-4ERFANIE B Wi PE 2
Do BN, Atg101 0] BLIE I WF fingertd T Vi H Wi £
I 554 2 2L sh Y i [ A4 o2, i, W finger
1£ PI3PE &%) (phosphatidylinositol 3-phosphate binding
complex)>< 5 21 /% 4> WIPI1 f1ZFY VE1 (zinc-finger
FYVE domain-containing protein 1) %% 42 fjc & 24
™. PRt AtglO1FEAR 1 H R T i#PtdIns3KE &4
MPIBPE SIS B AL 7 55 P 2] 7R
2.4 Atgl01 EEHRBIEIFEEN

R T FEIR FTHORMASS #4350 4h, A Atgl01-Atgl3
HEMis W ERFIRI 7 7 Gk —EhMr. b eds
T R v 2 OISR B O] T L, EREGS
THRAZESMM TR T Z R R Z, Bl 2957114
FEFE . ERMRA A 1A) S5 K LA S e v ) LT 5 B 1
HAH KA EAEH, A FNA, SmACH
BT E i 45 R RS e M, S B T SR R R e
B4, ER MR Eh ) Atg13-Atg 101 B ST 11, 7T fE
XTAERE S A P RS T AR S M B DTR

I, — 77 1H, Atg101i# ITHORMA 4 #4) 38 5
AtgI3TE IR &), W I RYEFFULKIE & 1R 1
SEVE, DAORIIE B WIS B IR 5 30T, 5 — 71, E%
AN EBER AR RIS FE T, Atglolidd 5 A & 1Rk
AT UWCK GG X 38 WF fingerS5 i 5 135 R iif
Sl RIUES IR

3 Atgl01fEEIBFRIE S EMNIER AR
Atgl 019 IZ A R BURHIESE, /£ AW A
A JE FRISRBEIER . JEER, ShR AR A



510

FEPATIRE T R I, Atgl01Z 5 — Lo K AR K Je
3.1 Atgl01S 54 FHETHIESINEE

PR IRAT PRI 993 1 B 5 DAL BRI A2 BT Y 2
FISR AR T B AR, ALFERT /R 2 BRI (Alzheim-
er’s disease, AD)~ [H 475 (Parkinson’s disease, PD)+
JULZ5 4 0 2% 7 AL iE (amyotrophic lateral sclerosis, ALS)
S BWRVE YN N R R T B B R A GERE R
RS IR 2 BN, R uE SEre K 2 o 448
PRI R FE SR R, R i R SR A A DL
ZEMME AR, AR, HWEAHCE AW
FIP200. Atg755 f1ik 2k 23 1 il K N K B SR IZ &
WA, P AR, (RENR I A RGBT
PEIRAREPL, H AT O RIE, AtglOITEH Rz R
F AR RANGERFRRZE ST IR ThAE 7 T A B EH .

TR I, 95 Ge AR T I b 52 HE72(COORF72)
W& T o N 1 R E T 5 (GGGGCC) A K
P S I R R ALS B i WL PR B0 A 85, 43 T AL
45, %A GGGGCCEE 1 XV R 5 HRNAR
P FERIEME BB RSP, 20164F, YANG
SEIE I 5 4 BT A, Atg101 7] BL 5 C9ORF7241
R A A, TR T ULK 35 PR A v i A 1)
ELah, JF H4ERFULKL & AR B i R TE P T4 ot
RAEIEE A IR S R,

AtglO1B AT §E S 5 A& 1R A7 9 A8 1 R0 I A2
20194, GUO% PUiE ik CRISPR/Cas9 R#y#t 1
Atg 10175 Bk It SR AR % B Rl 45 S i 75 iy B 2 44
i, 4G T BB T8 A G A7 T A RE 28 AN 356 Y
HII50%. FEXTRRAE AT 2R TCRE ) SR I0 T, i /N
RIS i, B A 28 SR T LT 380 T 350 ok e o384, T
FEE R AR FL i K 2 W AR 15 B3 7 /N R 3T,
HLB AKX S S IR 2 B E N B g%
PG Y 0 AT LIS 3 Atg 101k 25 5L [ fih 22 70 F0 0
S Az AR AR RERIER, xR,
Atg 101X 38 B R o A 55 1) 8 1 R SR AR R RN 4 ¢
L2y S T | o TR
3.2 Atgl 015 E e SE A ENBK A R 4T RE 0

F W 2 5 Jif 16075 5 995 R0 it 3 Bk /51 & (pulmonary
hypertension, PAH) 1 & 5™, 415 T 10 B 7R 2
e R O B . RS RN AR Rl P A SRR
F, T A O 2 i G0 B AR TR, JUANZEDRS
7E NNl 20 ik P9 5 20 B i IR Atg 10128 [K] 52 1A, HPAEC
(1) 9 Wk 52 45 B S, R SRC A% T 400 P 308 1 52 14 £

hedgehogid& 1% 1) S B 73 F Gl 2 17K F B R PR A, 5t
W1, Atgl0147 3 ) H Wi F1 48 i 14 5 W] fiE SZhedgehog-
GlifF 5% FBEMITT . XLRIFTR, AtglO1 7] HE
FETRAE VR TT N BRI D v #E 5., AR AT RER] T
COPD(chronic obstructive pulmonary disease). PAH #ll
FC R HVRTT o
3.3 Atgl01ZERBHES5FHERSHET

BEAE BT TR R W], 2 AR ORRN S S
YR IERRRS, FEIE g bR I8 IR )i
JE 3 BR B0 O0E S N 45 T T A EL AR FHP. 2014
4F, HEGEDUSZ507E L i vh i siRNAK; Atg1013%
PRl i B T DUV S 5 B Bk . i, GUO
LR R, KR E MYV T 1 B i
FE Atg 1015 5 (1) SR e o A2 A BRI . BRIk 2 41,
L5 1y AR A 5L 0 AR BE, Atg10158 48 R S i 1 i 3 1
K, W I LA AT REAFAE BB . S DO etk
B, AtglO1VRARR BLA B h i T35 7, B0
MR E . WmEEE )T, H 20 iR ok,
22 i A 64 Jp 200 1 281 g 40 L ) A D B2 5%, i
Atg 1010 25 SR fizy TE A2 A F W B EHAE A

4 GEEFRE

RSB GLR, WA R0 B B 52458 1 40 e
AFIARI =, ORFFA M) B TR BB e 70, T4l A
DR B 2 380 FoAth AR R RS AR I
GV, B W BRI, S AR HE A N
Fr B B 52 11 M 2 A% () 4N 4 DA 33 4T B A A7
Atg1O11E g 8 (1) H W 2R 1, AA20094F 4 A& 3 28 4,
B2 T 45 MR 5 LAt A 2 TR A ELVE A
PR IR, AR L A 7 9 A B I R v 4
RERN R BEAE X T B Wk 1) BF 9 32 2 4 o 72
. PR AT MR S, B s = AR
T RGN, B = KA R R
AU EA BB B Re R = E
UK, Atgl01E AHULK G B H B 77, B AEE 774K
AR SG I R IR MBS oo . RATAE, PR
FLAtg101 0] 589 2 FARUTAR S0 Wik R . JEJRE
AETERG TR AR 5 S5 R T v 07 R B R AR VB 7 11
EERVE LI
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