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ATP £ E % F7. mTOR 1E K 4 & Fo /&

MR B A A K. AR T mTOR xt 40 4 bk o f V8 £ HL%], mTOR 5
AMPK 7 2 ff, ) & B 4 8 & % DL X mTOR & 2 LB Ao it & &
B 24 B o 3R I DURE REFobE O SRR B T AR T R g B

LR Z MM AR R ) MRS, 2E
AT A AU B EAL, R IR
R e AR R 3 T WAL s TR N R
48 & [ (mammalian target of rapamycin, mTOR)f
& mTOR 4% 1(mTOR complex 1, mTORC1)F1
mTOR & &%) 2(mTOR complex 2, mTORC2), +&4H i
B IR A KR O IE T, @i mRNA
BEERR 2 AR, B AamIER. ZiREY
AR A SR AR AR DG SE A [y ik 25
AR AR, mTOR W24 =B 7 T, BE
B Re BEARA, JFREH R E S, M
240 L PR SR AR AR U DA B 2 R U 2 R R A AR G
DRI I s /g R RE R 2 ZR0 PR3 S5 AR U PR 5 a V2 97 ()
AL
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1 mTORCI XFLRLA T RE A I

1.1 mTORCI @3 iE# RNA BR8] Lok ks

TR A B

PR RFE R IR —, FHHFEKR
2 18 =W B i ¥ (adenosine triphosphate, ATP)[f]
20%~30%"". TR ATP [ 3 Z A =3, EFfE
HUA IR RGP S hE S5 #8251 2 mRNA #Y
BEAN 2 0 e AR LA R . ] mTOR AEF#AIK
LN ATP K-V, it ARk D Re 4, 50H i fig
UigeZ L, HHETIAN mTOR &3 5T 7 +7K
S EAR S A A i N g RS 0 T RS R L (B RS
YV FNZ kAR ¥ 5% K T (mitochondrial transcription
factor A, TFAM))mRNA ¥ ¥k 4% ik AR
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2L 7K B, mTORC1 fefili# mRNA [ #1PE A
fibs B AR R, A T R 428 2 R AR R P A AR
KA. mTORC REREER 6 3L T Ui (¥ #0281 40 ELA%
BRI R ¥ 4E 45 2 H (eukaryotic translation
initiation factor 4E-binding proteins, 4E-BPs) 1% §E 4
H H S6 i (ribosomal protein S6 kinases, S6Ks).
FR1LIY) 4E-BPs 55 eIF4E 435, 4 Biih) eIF4E 5
elF4G 454, 7£ mRNA 5 R3S e Al elF4F # i E 45
24, Morita % N 50K W, 4E-BPs /& mTORC1
S BRL AR A W BORT ) e T IO T R . AR
4E-BP1/2 SR M40 ML, 0] TOR fg 9% 3 5 Xt
mRNA B f0H] TOR FEAK T IE# 40 jg
ATP50 1 TFAM ({8 F/KF, HId/b 7 % &8 AL a
PR R A FL IS AR TP B IR TIAE 4E-BP1/2 =
1141 }fd =, ATPSO(ATP synthase, H* transporting,
mitochondrial F1 complex, O subunit)f! TFAM )&
KPR Al TOR Rl i B A, HLoss 1 H1F- TOR ()
FIHRT KR DNA & & ZRRR S A0 ATP
AP, mTOR Fif ¥ 73— B A S6Ks,
8 R A 5 B R P L 1 () LA AN DG IR R, A A B A
HH S6, elF4B F1 PDCD4(programmed cell death
protein 4)®%. Morita 5 N'V% B, w4 S6K 1859 T H
T TOR H IR Fy i I #h 7 A= A A, AT 52
0 1 g 4 . mTORC1 jlid S6K1 ##% SREBP1
(sterol regulatory element-binding protein 1), It
SREBP1 it 2 i 1 L o (¥ 5 53 75 pie ' 72 JE R B
957N B (Mus musculus)BET b, mTOR K & H0E &
FIR A AR 58, S6Ks /& mTOR §20 41 fitd fig Jii
AR VAR N T, EA R mTORCL S2m 2k 4
A ORI B R DO BT E
ik AEBP AR AR B 3 1 72 R A0 2R A ¢ mRNAs
(22354, mTORCI i4 fe 8 401 ] B W ok 40 1) Zohr 1k
R, 4R 1 B B AR e ) B R AR

1.2 mTORCI JA#EE R AL %7

mTORC i P4 X6 A b A A= W) BROAH 0% 528 DR 2 57
ARG A H 2L, WFFCUEW] mTORCT ] i 4 3
PGC-lo(peroxisome proliferator-activated receptor y
coactivator-1a), SREBP1/2 1 HIF-la(hypoxia
inducible factor-1o) 55 3 i 4% [K] 73 1 11 2 ) e &
R (B DML (B2, Morita 2 N IR, 0]
mTOR 12 h & 4 K I PGC-1o/fi! HIF- 105t 5 28 4
hag, FIREZORIAAH GBI mRNA Faas /KPR

y PGC-la — “LhifFEREER

HIF-lo ) — Efz 2

\

l Bel-x|
4EBP1 S6K1 w=mmp SREBP1/2 \
l VDAC1
mRNA l
l RE R A R
SRARRETE LR iRiE
REAYRE

E1 mTORC1 XA RThER IR
mTORCI JEid 4% 4EBP1 5T mRNA Fl 13 M 32 il 24 4 (1) 9 1
KFAYR A, mTORC il 4% S6K 1 5k SREBP1/2 i 5 4 fig /5
A= mTORCI @R Bel-x1, Ml VDACI i2& HAE TCA HIJK
Pk NERRIAR, IR RLAREYE; mTORCI @it HIF1os 5 OB R
i Fe PRI SR AR v B I A B, mTORC 3858 H#184% YY1-PGC-1a
IR PP SR 1) e Ao A 5 P [ R

DB A8, 8 mTORCT R M £k R 44 4H o6
mRNA BB T 5 KPR, 78RV,
Z /DA mTORCL 16 h J&, PGC-1oufk i 1) & R A4 AH
KHE mRNA BEFA KAL), 1 E &S R K
) 47046 UL P ZH ) mTORC1 J& &P, PGC-1aft S
BN BN, AR Zhifk DNA &R MFEEED
5%1&[11,14].

PGC-1ouithl 1t 5 FH B 1) %% 53 PRl A ELAE FH SR 1 458
LERLR I ThRE, A A 35 ME I R A 52 & AR au(estrogen-
related receptor o, ERR-o) 1% P I (Al T (nuclear
respiratory factors, NRFs)""*. Chaveroux %5 A\"HiF sk
mTOR E#:4% M| ERR-ofl 2K )5 5%, 1 ERR-offl
FE PR AL 3% = R W2 (tricarboxylic acid, TCA)E A I 5
AR e AR AR L K. Cunningham s Nk
W, FHME RS mTOR J5, 4% PGC-1a, ERR-af
NRF-1 [ mRNA f)REEFMK, FBWETHET
PGC-lo ) Ze bR JE R bR R IA &, H A afEal
WL . TCA FHARMEIBCIF IR A P A SR ] (HE,
mTORC1 %A BHH A ERR-10%5 7 5L K 7 35
PE. HE AT YY1(yin-yang 1)fF ¥ mTOR 1 PGC-1a.
FHERR, FIH] YY1 R8T B EE R R I8 fnE
W AR 3 B S 25 BT, mTORCI 23 i B 4% 1 %
Y'Y 1-PGC-1 o3 P e 428 il 2 b Ak 5 (R i 3Rk (B 1).
YY1 i#id 5 Raptor E 454, R mTORCL, LAk
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PEE YY1 A1 PGC-1ouff AR EL AT FH TS 28 R A 5 K] 11
315, mTOR Al Raptor 5 YY1 # EAEH, ] mTOR
SH YY1 ABES PGC-1adt FfE A L iam ", 7EAL
P it B Rk PGC-loss it s b Bl 1k, RIS
P L S R AU T M BRI YY R
ik N Rk ", X RIE T PGC-1a/
YY1 Ze kiR Th e r L. 48T, mTOR @ i PGC-
Lo/YY 1 FEMZRifR Ao i A AU 3, T A
B R B A 2R (AR ELAE FUSL N BB A T I 40 e o
Raptor, 528 I 41 f X /N s b, H 2 5 oA
HAERAEZEY. AR FOAHRR S,
mTORCI [(J#IE[H S6K1 5 PGC-1a/YY1 55 () 4 kiL
P I R B T8 2P0 Tt/ REIWE T b, mifR 4 B
[ S6K1 3 1 B B LA s iy 4 it 28 s 4k 25 & DA K%
PGC-1aR1 2% ik 3 [K (UCPI1(uncoupling protein 1),
UCP3)FIA )2 & 8 iy,

1.3 mTORCI1 jEidBERRALGRLARE B LRL A
i

mTOR A4 f P A0 B R A I FE B 55, AT A
IER R ECEC R AN E BN A R A NP =
Schieke % AP'7E Jurkat 41+ &K B, mTORCI i
P S 2 bR IR AL I KA RE TGN 1Y ATP
EeEMRIEM. id A TSC2(tuberous sclerosis
complex 2), S6K, Raptor F1 Rictor FIZRIA & 5 K I,
HA T Raptor J54H M IFEAEA FEE, ATLANHN
mTOR #&Zi#id mTOR-Raptor & &4 B #2 1i 5 4 ki A
. FHIEZ S mTORCL 12 h J5, 4B
R A KA BE T BRAIS, E X 2R ot B % A W
SEME, AL PR S 4 AR 2 2ok AR 1 ) R Ak K P
R, HELSIFFRFEEMNMINEEPY. Ram-
anathan I Schreiber™\Fi| F 7 157 2% A F1 5 4 e )
Bk e SRR T IR 2 ), U4 i 8 s 4 11 e R A 6
FEAE R 2 TR, [FIIN 5 5 A B R A B N W .
X Rg i Id mTOR 5 R AR 5 e £ il iE
1(voltage-dependent anion-selective channel, VDACI)
PP T LRI B 21k B -x1(B-cell
lymphoma-extra large, Bel-x1)FJAH B 4E H KA.
VDAC A7 2R AR I\ e 52 o1 i i 1) 2okl i
oG8 4% 7. mTOR BERAL Bel-xI HIZZ &R 62 fir
L, BERRAG Y Bel-xI Bl VDACT (12 1A TCA
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(R Pt N 2k ik I8 R AL F S mTOR M
Bel-x1 ffB5, 4041 Bel & (A7 2E T 55 WM& £ R
BRSBTS PR A, T i Rk
Bel-x1 8 FIBFAIK 1 55 1A 55 21 1755 10 R IR AR 1t 40 1) 7 i
JEIE(E D

1.4 mTORCI 255 5 e A 1 12 A2 R A4 P P i
mTORC1 18 i % B KA A 4 B BN FN ] FH ok
5 W 2R A Ty g LA 2 40 i AR Ll PI3K/Akt
(phosphoinositide-3-kinase/protein kinase B){5 5 i i,
mTORC1 fE % i i $2 v % %1 B #% iz 8 f& GLUTI
(glucose transporter 1) f*)3F 11 1l P50 %1 B O R WA, 165
E 41 P R & B P AR ATP, O AR A H R 1)
G R AL BT, R, R M T R 4 i 7 AR
fife kG a0 AR B RR AL IR D, T R A iR 4t i e )
FULAA ¥ 208 (Warburg effect), 701 25 40 g FH 1E 7 2k
A Sk R T AR O DS R [ LB A PO RE AL,
Duvel 25 A\ UOVR] 3 R0 A AR 41 2 4 A R B0,
mTORC1 A LB HIF1 oA 5 R0 T A 35 IR 7 3 9
e e (] D). IR R i A R O 1 (pyru-
vate dehydrogenase kinase 1, PDHK 1) Rk 28 ki AR T4
il 8 o S, S AT T P S R S AR i, AT TR
WA R T A~ /2 L BRARTE A 4 A LR Y. PDHK1 Al
P A R B M2(pyruvate kinase-M2, PKM2)H i iR 1k
DA S PKM2 )55 B Av 0 A (2 32k PR ) R 1) 7L R 2 7%
DRI 6] 267 478 110 B O\ B0 7 A 3k K] 3 58 165 o 5 | 7k 1 7 Tt
fif il A2 m X mTORC 5P BA BT >, #f
FUAE O, B A I T O % -3- B S (glyceraldehyde-
3-phosphate dehydrogenase, GAPDH)AE4 4 %E Rheb
M AGE S mTORCL 56 1M 24 WH B ff i & =
YIS fige, 3-8 IR H- i % BE B T8 5 GAPDH 45 & [ Rheb,
M E mTORCL. T 5 7 BR A 1 7 22 AR Kr A
i AT B IR, AH MR AE FLARAR RN T 7 EE AN A TCA
IR, 4 R B Z 2 S E A b TCA a4 s
() 32 SRR, e A 2 e A A T Bl o- B T R,
o- P 15 TR B AR R L I 2 TR R Wk R R AR R 1R K
BRBENZACHT L FRIE T Rag GTPases i mTORC1,
TXARAARE T PR 4 X 2 I e 1y o 25200,

2 mTORC2 X} e & P4 1 4 5

mTORC2 F Z ff mTOR, Rictor, mSIN1 Fl
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mLST8 #1%. ' Rictor /& mTORC2 HF &5 Y 1 4%
FZERIE FRAT, BERRIL Akt 2R 473 WIBR KA 5.
Kumar 28 NPVRHL, fEG 48 F Rictor/mTORC2
W TR R R R AT AR L, N A
2 WE L 2 M AR 06 B AE S 0@ . R e A e R
Rictor, BEIT 7 8 & Z M0 Akt S473 IBEER 1L, M
1M 5% R 37 ¥ 2 (1 FoxO3a Al AS160 1) # 2 1k,
GLUT4 60/ W S S081 4 Bl 4% 12 982D ; Rictor
K TR 4 PR AS R I I J B 2R i 28 A, 5 BT
A 1003 25 RE o B A H v . Kocalis 55 A\ JE i f
/N ROPE 22 BB 1 BH M4 R Bl R 18 POMC/AgRP
(proopiomelanocortin/agouti-related protein) ] #fl £ 7
H1 i) Rictor(NRic-KO)WF 7t mTORC?2 7+ He = 1% % b
TS PR R ER, RIERT Y NRic-KO /)
B EL X IR ZH /N R AR LA, T AE AR, NRic-KO /)
S e T BE B A b, LR P K, H LA
D T B, A AR R e A P
NRic-KO /N HBL T A0 E g & Z i 52 M, fg & 4 Al
AR, R B PE SR LR 3N TR SR I Ak, B
JR PR A o W IR T BRI UOR . LA D
AR 2 EL A 45 B DL B 45 4B 7R T Rictor A1idE B
(1) mTORC2 75 PEFE HHX #1228 2 G0 45 e it P-4 vp 1Y)
HEAEH, (H2¥RAUEHZE/E mTORC2 K=~ &
L EACIAR LB, K0 H] mTORCH i R/ R
{1 B iR 52 B AR DS, 1 46 3 BT mTORC1 K%y 2 A,
ANECH BT R B R BT, Xk v 66 2 08 B
mTORC?2 & B 45 B3, CHIFSZ PI3K/Akt 38 %5 1
5T Fr A 28 0 24 R R P R B E S B A R
BAER, 1 mTORC2 7 PI3K/Akt il % rh e 5 5 2
i1, {572 PI3K Il Akt /& mTORCI ) _E35{5 5,
84 mTORC1 5 mTORC2 7 R 5 “F- 187 A1 41 45 #AK 15
R EAMEAERKYE, HATEARIRTERE, A1t
— WAL

3 mTOR 5 AMPK 7 H A 40 i i & -1

e B AP AT R 2 2 A5 2 A GRS 5l
PR, o R R UE A B B (AMP-
activated protein kinase, AMPK){5 5 i % il mTOR {5
530 B 7 A R P 3L [RGB — AN B A R 43 i A K
MR RP. 5 R RO, ATP 14 &Y
Jn, mTOR #E¥0E, BEEEL— RPIEHKY, HIEH

M NFIHE F= R, MM fRbEE O R R E
BB BRI AT AN 2-25 SR - D ) BE TP R B A
B S R A 0 1) R R R I S AR R, M B B
W ATP )T F%, BEZ FEAMA AMP K-F1 7
51, AMPK #{30E A5 1), Rt AMPK {4k 7 2 o F
SR Thr-172 4755, AMPK #7307E; A0S 70
At 3t 2 A 3E T 70 A AR O TR PR ST A AR g, [
EF 40 1) RS AR A Ik R G0 A DT B . B AL [ e A A
TR, AR ATP KTFR7. AMPK 4
W5, W mTORCl KH#/KLEV A ERES, M
#l mTORCI [F3EPEPY. AMPK AJi@ it 3 Fig 4k
il mTOR: ( i ) AMPK #¢¥0% J5 RE R ft. TSC2 E H,
MRS GTPase i%1E, T Rheb-GTP, M il
mTORC1 fE R, (i) AMPK BERRfb#% L E A
Raptor, /1 14-3-3 A4, MIMPHEF Raptor 5
mTOR 2 mTOR 5JEM K454 ; (iii) AMPK 7] DU
BRI mTOR S5 AMPK H 561 T F#,
XATBEARE — Ao R AT IR A Bt R A T
325 1) - il AU N G AR 1) T 96 —— PR TR AR /35 Il A
T HHE G v-ATPase-Ragulator, v-ATPase-Ragulator
=87 mTORCI 1 AMPK ()3t A aE 7. Lae &
K- B AL 40 467 %0 B Gk = 19 26 4 T, v-ATPase-Ragu-
lator #1T AXIN/LKBI1 (axin/liver kinase B1) MM #v&
AMPK. [FJIf, AXIN #5410 RAG (385K 7 1) 5
NS A 1% R A2 4t [l T (guanine nucleotide exchange
factor, GEF)HIVE M, M-S 80 AR #4325, 04
mTORCI (B35, 440 M P BE & K 7 8 i
mTORC1 52 456 JEW0E, JF 8 & R im ik
(E 2)[40,41].

AMPK &S #0%] mTORCI ¥ 14 B A6 20 M 79 1)
ATP TR R YEERI M IE 7 A G, (H2, —HEERE
TR ABE, B S E . AMPK 5
mTOR 6] B AH B AEH T BOE 7 B WS 3h B
Ulk1(serine/threonine-protein kinase 1)***¥. 3£ 75 &
IF, mTORCI1 21k Ulkl Y Ser758, FHIE Ulkl 5
AMPK [FIAH EAE RS, i G W S, XA ER A AL
MUAERE Rheb 0 I 4% H 052 =406, fEREE G = 88
i, mTORCI #4011, AMPK 5 Ulkl # BEAEH,
HE ULkl FORERRAL, SE4IAE A ™), T mTOR 32
S0 B AL ) 3 B 8 AMPK HI30E ) LKB1 i@
HEGE AMPK-TSC2, ## mTOR, #f] S6K Fi
4E-BP1 [ ALY, {H /& Shang 25 A4 Ulk1 Al
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Glucose==>{ TCAcycle) mmmmmm Amino Acids

-------

-
‘\
€

B2 mTOR 5 AMPK 32 5 {41 iy 6% B 45
PR A /7 iR 2R 5 414 v-ATPase-Ragulator 72 434 QA1 & plAR
TS, %0 B AR IR ER 5 Al R I8 1T = SRR S IR B AR A i
AMP F ATP [WELH, g/ PBEAKES, v-ATPase-Ragulator #£iE
AXIN/LKB1 AT AMPK; 2 /KFE mid, mTORC 52 454
IEREBOE, FE GRS, R, AMPK /& mTOR i@ b+
B BE, WEOE S REERR 1L TSC2 &, T4 Rheb-GTP, MIfi#d
il mTORC1 &4 T BRZ 1%L 5 1 Raptor M FHAS Raptor 5
mTOR 454 Glucose: FiZib#; TCA cycle: =RELMEH; Amino
acids: ZHEMR; Ragulator: 5 E T

AMPK [ RBANAEE FR R L I T, RV &1
T2 Ulk1 ¥ Ser758 1 LR 1t 53 T AMPK 5 Ulkl
B4 85, AT S 204 M . mTOR [ H % [ W )
TR AR F I RCR R iR I T SR bR, FHBT mTOR REF%
AR 298 9E 10 9% % mTORC 1 £EJ 4 Fp 1 3 5 18
F B S Z E AR 5 W4 e, 3 Ee AR 6
24 308 3o 398 0 AT R S M T SR R T A

4 mTOR %5 &R HE &I N

BFFCAESE mTOR Al RME SR T
Fey ERKET . BEE IR e X 40 SR S
mTOR &N 41 i (18 77 5 RE IR AS, b1 18 42 40 iy
TEIE 5 AR LA O SR B AR AL e it S R B, 40

S 3k

Jf & g 38 i+ mTOR-MDM2-Drosha 15 5 38 4 145 101 ]
YT T- 1 miRNA FIZEPI & R, 4ERrdi A5,

7f mTORC1 L% Fh iR 1, &R AE
N EE T A R AR 2 ) FL R A R R AR R
T35 52 %y 28 6 1 i Ik AR W A B o B 13— 2 (o
ketoglutarate, AKG) 5k B #it X TCA, 74840 i W
AMP Fl ATP /K°F, jBil AMPK Al mTORC1 %2 H.
PE A Re EACH. L= IR A& BUE mTORC {5518
PR AR AR, SR R IEIE mTOR 18 2% ) ¥
p70S6K [l M Ab HE AR FE bl ik A A B FR SR Ak 4%
LA Rl R 2 2 IR O ST 11 A8 A B O, X IR s
TSR AR il i 5L 2R AR T RE AT AMPK 17 1 4%
mTOR TJRer e, 75 M8 R AE S, 200N 15
AR EERFG N, KA ERmIE N T 42.2%,
X ] fE SR I B R R R R IS AR I Rk R R
ERIERR RN, AT X mTOR 0 Ja 15 H B ik
M TCA HFE I 1] 2= 4 22 o6 F & 3 IR WS
mTORC1 (¥ F ML 7E 7T SCH ©L A7 450", Jm 4k
(R AIF e 35 T8 5 I 7 4 B A T 110 % B 4 i 2% —— v Bilg
i, BIEMRSE mTORCL B 1) 7 g 14 I 1% 1L B2,
R IR 13X PO F A 36: T Rag GTPase, Ragulator
2 & kA v-ATPase(vacuolar H'-adenosine triphos-
phatase)*" L {H 2, AFZEMKT mTORCl 23
ZMEiEE, &R mTORCI KBS IKE T Rag
GTPase, {H73 2Bk (10805 15 FH - A 75 Z R A5 7,
{H 7% v-ATPase 1 Arfl GTPase A2 1E 5.

Zi LTI, mTOR fefgimid i RNA FE. £k
Jr A 2 TR % S B o Tl TR A 4% R A7 2 1 Sl R 92 2 A
iRE, 2 5 0EE il a5 2GR AR T 4. mTOR
5 AMPK 7E40 0 N 22 BLA 2 R P4, 4ERFAN IR
IEHAFNES). BT mTORCL Xt 7& F=4) 5 Al BE 5 /%
I DA R 4 B AR A R TR Y T R RE DA R IS e AR A
PRI EE TR O BIRANRIRE R, 3 — D g
mTORC1 {5 5 M2 BRI HLE, 3R
IR IR TT BT S B EERE L

[ S S
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Normal metabolic processes require the continuous energy supply and oxidative phosphorylation and ATP synthesis
occurs in the mitochondria of cells. As cellular nutrients sensor and energy regulator, the mTOR regulates cell
metabolism, cell cycle progression, and cell growth. Thus, this review summarizes the regulatory mechanisms of
mTOR on mitochondrial function, the interactive effects of mTORC1 and AMPK on mitochondrial energy
homeostasis, and the role of mTOR in integrating amino acid- and energy-sensing pathways, which would be
possible to provide a support for prevention and treatment of cancers and metabolic diseases such as obesity and
diabetes in the nutrition and pharmacology.
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