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T— 770 —4RBLHRTOA— b7 7V —REMTEN S V0 HE, T—REDEL -8
K, BEEEIK, MR X OITIZHI/NGRE & S RINMICIRE, RS, AT Loz AD,
ZOABERMEH S T3, AFTIR, BRIt~ 2uxr—t7 7Y -2k 5R8R
FIRE RSN L, BECESOMRERN L v s a0t — b7 7V —IC&k BN S
V7328 NCoR1 O BRI R L T DAEFMER, D% 0 IBIEERL - FHLERIZ DWW TRN T 5.

X¥—T7—-F:A—-1+77Y—, vorut—+77Y—, B, NCoR1

T U ®ic 2Z L&D MlBERS AR I s ot -+

7 7 ¥ — (Oku & Sakai, 2018), BB, EEIZY

INETDA— b7 7V, A—L+ 77 VY - LEEERTIREEREA - T 7Y —
IV - LR EES vt — b T 7 U — IR (Fujiwara, Wada, & Kabuta, 2017), Y # >~ F#i
LC%7 (Ohsumi, 2014). LA L%AEN5, FEE BURGFNICER SNy FH 4 F—v 2% L
IZREROF— b7 7O -RBBRBEFLET 5. Hilx MRS R (ABICA— 7 7 O —D&RBICA
X, TREGRE - U VY — LBENPEAD BV KRS 3) (Sato & Sato, 2013), Z L TANL A x 7 HHE
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B —LE@BATHEERAMA - T 7Y
— (Goginashvili et al., 2015) ¥ Th s (H1
A). 51, A=t 7 7Y =T HUIIEERY
BRI TH DL EZONTERD, v oo
— 77V -DHRELTETCDF - T 7Yk
PEHERVEEA L, W[V VS, R
SyEEL -k BEER, MEE, ok bav
K 7R/ Natk & o 2 HRA NS T A & EIRI
1R, PRl T AZ Mol hoTE
7= (Gatica, Lahiri, & Klionsky, 2018) (X1B).
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2EFFUALRRERL VIS BD S — T\DIF
b E 2 BKT 5. —Fh, [REKRE VIV E]
E, A—TEA -+ T 7TV -LRELVIVE
LC3 7% \WLIZ GABARAP 7 7 3 ) —IfE T3
YN BRERT. REKL VOB, -
TDaCFF U HAERBTI2FF U RHAIR
BRI v BRI —TLICBETAH—T
REMZRERLVISOVBDZDIZFT6h 3
(Khaminets et al., 2016) (E2). WFhD g4
DREKRS VB Y LC3 MAEHM R (LC3-
Interacting Region: LIR) #3%\)id GABARAP
#H BH1¢H € F — 7 (GABARAP-Interacting
Motif: GIM) #BLTHD, A —t77TV -4}
IZBE$ALC3 773 —X GABARAP 773V
—IZEH#E& A T % (Birgisdottir, Lamark, &
Johansen, 2013; Lamark, Kirkin, Dikic, &
Johansen, 2009; Rogov, Stolz, et al., 2017; Saito
et al., 2019; Toledo et al., 2018) (K2). LIR ®
BRR & IEMIC L 2B S F7E3 5. MlaNRAM
HDOZEKRL V732 B TH % Optineurin ® I b
IV KV TORENRSE VIS BETH B Nix/
Bnip3L i3, LIR DEANZTFHET 1) VERED
D VEELIZE D LC3 L DMEAEERNERT S
(Rogov, Suzuki, et al., 2017; Wild et al., 2011).
7, LC3 &\ Li3 GABARAP IZHFRIIZHS
TERERE VB LRAEENTED, LC3
DFEQFIFENRTIVRHEI L EbroTE
(Birgisdottir et al., 2013; Lamark et al., 2009;
Rogov, Stolz, et al., 2017; Saito et al., 2019;
Toledo et al., 2018). LA L, WHFLEIM Atg8 &
EO s ETARCRIELZ HeLa M@z 5T 8,
WALz by FYTEF -+ 77TV -4
MhRBET 213 BE I N T3 (Nguyen et al.,
2016). ZDZkiF, HAEEE~vAL b TP —
IZEWTIRZER L VS BREE LC3 VLI
GABARAP & OHBEERIIMSHETENWI L% E
Ky 5. i, BEOBRNA-+77Y-07
FTaY -2 oREhRE VIS BDNL DONITA —
b7 7TV — LRI REL EREF FIP200 &
OMEEHATEZLABHLG2IZEDDDHD
(Turco et al., 2019; Vargas et al., 2019), LC3

R GABARAP & O] BAER 3 #li5eh) 7 R &5 4
SHHEMEE KB,

#—hrI772—IC&% NCoRI HEEZDERER

NCoR1 (Nuclear Receptor Co-repressor 1) I3,
MAZEREE 2NV BT FLLEERLICHA
fERL, 2LV 2T FLILT BT ETHRAR
Bk PPAR a % EDEEE M 2 #F 5 (Perissi,
Jepsen, Glass, & Rosenfeld, 2010) (K 3). ##&
4T T3, NCoR1iZ mTORC1IZ&k NV V1L
XN 7-S6K2 LA KREEK, BMNICHIT,
PPAR e #13L ®& LEMAZEROEML A
#ILT\ 3 (Sengupta, Peterson, Laplante, Oh,
& Sabatini, 2010). ZD 7z, PPAR a DIERE
ZFThs P BILBEEMRREI - T 58578
DRBUIE. ZOBE, mTORCLIZEKDA—+T 7Y
—DLHKF ULKL &) v Bftsh, A —t7 70—
LiFIE N3 (Hosokawa et al., 2009; Jung et al.,
2009). K EH ML EOHKIZELD mTORCL AR
LT3 L, S6K2 DY) » BRILAE ZD NCoR1
BHNICRITT5 (R3). ZDOKER, NCoR1 &
NCoA1l (Nuclear Receptor Co-Activator 1) 23 A
hEDLY, NCoAl IZMBTH LAY TEFL
LEERIC K D BAZEROENBIZFOT VY
Y -G D 7 & FILHMEHE, EREEFORE
MNEEE XN D (Korzus et al., 1998; Perissi et al.,
2010) (K13). F#& 5%, NCoR1 iX GABARAP
L DOEAICREAL GIM 255, GABARAP &0
BAGENIZv 20 A — 77 V- I2&k D3R
hBZEe#RMLE (Saito et al, 2019). F+—
P77 Y —BEBIEFATG7 B RK S -fFH
AMIRERR HepG2 1Z, B S UM EIZE W T
NCoR1 #BHEML, PPAR a DIEMEIEZTT
»3 CPTIAR CPT2D XYV —fllED
Z VBT & FALTUE, REAEICIE U
PPAR o« DIERBIZFRORHEFENEZF 2N
Tz (Saito et al., 2019). ZDZ & i,
ALEKIZIE C 72 NCoR1 OB EAT DHIME 72 F Tk
At+HBTh, vrutr—-+bT77Y-12k53
NCoR1 D73 f##5 PPAR a DD BRWWEHALIC
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XoOF—hTF7o—
GABARAP) —» [:$6/7]\ﬁ¥

1 B ER{LBE

K3 BRO~vz 0L — 779 —12 & B NENRICH Ja bR
HKEFMFTIImTORCLIZL D S6K2 28 UL &h, NCoRl &V V(L S6K2 » 5 7% 5 BIARLIER, HNICK
145, MNICBITLZNCORLIZPPARe #I3UBE LBNZEREEET L LB ICL 2 b VT © FIL{LEE
KRB, MNZEROIENEZTOZ vy 4 —HUEONE 7 £ F L& (EHET 5 Z & TEMGE(Z T DR BLE I
T 5. KFEAMIZED mTORCL it fIlFE I B &, S6K2 D) VEE(LAHIH], NCoR1IGMREIZKRITTS. 20
FER, NCoR1 & NCoAl #ANEDH D, NCoALIZHAT B X b v 7 ¥ FIULAFRIC L 0 BN A RO E(L+
DI YNy =MD T 2 F AT S Z & TEMER FORBAFE I N S, ALARIZIE U2 NCoR1 DM E
HORIBEFTEARERTHY, w20t — 7 7Y —I12k5 NCoR1 D53EH PPAR « OO RWEMEIZLE
EEZ5N3%. NCoRl: Nuclear Receptor Co-repressor 1, NCoAl: Nuclear Receptor Co-Activator 1, HDAC:

histone deacetylase, HAT: histone acetylase, PPRE: peroxisome proliferator activation receptor response element.

W T & BT 5. AR R Arg7 50
13 Atgs R~ ZHHE A VW72 ) B F — A R8T
N, A=+ 77V DRIV EET LA L
—FVDEMENED T LM 572 (Saito et
al.,, 2019). 512, BREMNN KD BC TN
ENZNIF VAN IAZFE T 2D A 5
Fu—a@rs, a2V bo—iL=y 2AFEICHE
U TR 20 A tgb KA~ o Z Pl I3 ALEIC
BLBCsNLENEz B- o oiEiE (5
b URD—FE) BMFEAEEES AW LAy
o7z (Saito et al,, 2019). ZhoDZ it ~
yuat— 77 Y- K{EIFHTIE, AEICEC 2
BELMIIHI XN CnWB I L EEWKT S, 1T

RO RS v ot — b7 7 9 =PIl % 5 AF
RN Upsls RIBE~ Y 2 TERBE I -
(Tershov et al., 2019). D% h, REAFKIZIEC
Ty Ay ) v AR R v Ak Lok &
LRlcvrur— 77— RERA BT S
L3l NCoOR1IDO A R#ET 5 2 L T
PPAR ¢ FEMBIZFD I Yy 4 —fEIKO L 2
b7 EFALETEX Y, B BCEER R
AO-F928EFHORBARESTS DF0,
oAt — 77T IRBAMICINCT B B
ftorzvoMkEch s EHIBEEHEETIE L L
12, ZhEMMT 288 (B fl) %RECENYE
ft¥sL516n5.
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NCoRl 37 u — S L BEBANZEERI) Ly
$—TdhDEEHNH/ETIZH TS PPAR « DI
DAL ST, BREFNHT TRIIOEARERT
»% LXRa ###IF 35 (Mottis, Mouchiroud, &
Auwerx, 2013; Perissi et al., 2010). LXRa ®
R BIR IS RRIA B A B R TR TS A I B b 5 B
EHTHE. PRINZED, ATG7 #R¥%X ¢
72 HepG2 TiZ PPAR a DA% 53 LXR a DFE
FLBIZFROEELJAFICHH Sh Tz, ®KE
AL T IC W TRE MR 2> & i < - RERG R I
FFlicELD A h, g BILICFIHEASH, b
Do) ku - LcEREAEEE LTEMS R
5. MRS LCOEMI, TV AIN=F Vi
EDRaRERILIC K T 2REKRIC L 23 (R
#qM) 2EOTEOHEZEION TS, EIE ~
7 X % 24 BERIREAMRICT S LHEF A 29 5.
I milt, EH5 613, HFERRMN Atg7 KRB~
2 TIEREHEKIZIE C 7= PRI 22 FRRART 43 it 32
nt, NIZ)Vu—LOBEERTIZILER
Hy LU 7= (Takahashi et al., 2020). 70% D%
IRk %475 &, FFfifaDiE Xt &5 2 oMl s
ok 1EABMUANICTTOERICEET 3
(Taub, 2004). AF&ERST UIRRT% 24 BERECTIRE & iE
MitE24 222N T3 (Schofield,
Sugden, Corstorphine, & Zammit, 1987; Tijburg,
Nyathi, Meijer, & Geelen, 1991). %, EpAEHR!
v A TIIAFR AU % 24 BT LXR a DIE
MTHHMUME SV ZAR—2 - )7t
FABRBRE T — F T3 85 FHO R, DM
FhFEMER SN, FFMRRNICZEOREEA
sl 657z (Takahashi et al., 2020). —7%, AF
MR Atg7 ~ 7 2 T3, FFEIOBRIZHES
LXR o fFZRBIZT O LRIIMER SN, BT
L IEFEIZHF XN T 7= (Takahashi et al.,
2020). AFERYIBRIZIE S RaRAE RIS AT MR 7 2,
HFBHBED-DIZVHETH S (Shteyer, Liao,
Muglia, Hruz, & Rudnick, 2004). AFHFFEMN
Atg7 =9 2 TIX, AFERUIBR % D AT HIfaD 77 %
RHFIENhTED, FRELBERICKKLTAER
IZEBN TV 72 (Takahashi et al., 2020). 2h 6D
Z&i3F—1b77Y =125 5 NCoR1 DERHFEHN

FERAEE AL, BRADELLICEHBTIZIL AR
k¥ 3. 22720, MREAREICIEC T NCoR1 DL
NUEFEMTEANZZT LI EL DI >THHI 5T
B57, SoLMMHBLETH 3.

bW

ABFHTIENCoRI D22 ut— 7 7P —|C
&5 BIRN RO FHRMEERERICOWTE
HEOOBRAEPODICHRL 72, WBH2 V08
Dvruxr—+ 770 —3R3, —BTOREL
PRBERSEIZIBTES % LC3 ® GABARAP L DEEH
VBN 2 EEERET L GRIRN D 5003
BEMIZH -7 7TV —LICBDRAEN S &8
EEhd, Bz, BERFCRY1 RARHT
ML= NCoRl BENZNIZH =5 (Saito et
al., 2019; Toledo et al., 2018). L#AL, #—t
T77IV— LT EREXDE VISVETH
HWL10FDE Vs BE—BIZRDIADEZ L
AEETIE, ZORM (—FFOHEEL LC3
33 GABARAP L DAL 5 ) 13
HTEBBH, BZ6Lvrut— 777 —
ICED BRI N BB MEs VS22 BT
W— AR AEEC KD ERSEERE 555, -
BHERHETE 8V 0 BDIFA TV M VI
B (RHESEET 3RV, RIESEEST 5%
FILHATE47/50R) BDTHHS. 5,
A — b7 7Y -BIROWENE 2 V32 BORE
Z DR — A HERE, W—RESEET 20 Thh
I DEFBEEORHANERTH S S.
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