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Mol Cell 2016) 72 £, non-canonical 72 % E| &1 H 24 8H T 5, ULKI @J:{fﬁ > & LCITE A
DeFE »H— (nutrient sensor) C#& % mammalian target of rapamycin (mTOR) 23Ef 3%, mTOR
X PI3 ¥ —8 77 Y —|(ZET % Ser/Thr kinase T, mTOR complex (mTORC) & FEEH 5 AR
IR L. 7 X Wl 8 OSaRIokE &« 7oL v BRI 5512 X - TIEM b &5, mTOR
TS A AR A R S8 5 & & 12, ULKI % S757 12 C U Uil « RiEMAL L(Kim et al.
Nat Cell Biol 2011), #— 7 7 U —ZMfIAICHIE L TWD LB X BN D,
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L CHF%E % 1T > T X 7=(Shibata et al. Nat Med 2008; J Clin
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ULKI1 % HEK HIIZ HFBLL T\ 5, £ 2T, [FMAEIZT siRNA ZH\W\WT ULKL %/ >
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DOIEMEIX mTOR %41 L7z S757 @V V(LI K 0 RIEMEAL &4 TV 4 (Kim et al. Nat Cell Biol
2011), TNHDOZ EEHAL, Angll 12X 5 MR OLY »ERLVERIZ mTOR 72 5 NI ULK]L A3
B 59 % AIREME 2 A0E L TR 21T - 72, HEK #AEIZ ATIR 3 XY MR ZiBFEI5 L X & Angll
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BENZHEROREN G EIRFE I TND Z & 2 A0 Y I IMR O A 72 & T OZN
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71 XE L OYIZDOWTULKIZ L Sl O ATgEME A2 %5 2. peptideZ HV /-kinase assaylZ L0 U
AL DF TR BN Y U RICIBALOERR 24T > T D,
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ARFFEOFER, Angll &7 /L MR ¥ 7 F/L D synergy D57 FFHAEO—SgnNH b 7g o7 b
EZ HiLd, Angll I mTOR #4 L C ULKI #8425 Z & TMR Ot Y bz fR L, UH R
BEEMEETTHESE D, 2O A D =X DTBMIRANE OREMIZIC T pendrin 2§l L, &M
EIMEDIHEICEAG L T2 b0 EESND, —F TRITHIGE NS, DIILERIZIBW TS Angll
EMR D7 B8R R—7 ODFENPHRE S TEY (Jaffe et al. Circ Res 2005; Lu et al. Endocrinol 2019),
mTOR-ULK1 ;273 MR Z 41 L.LEFEEOME IS L TW L aREE S BEX DD, 5% 72 5 MR
ZHED TV TETH D,





