IR R = V5 T A AR W K FLEh Y TR 0 F R R A R AR CLAS S WL 7t fet

2 EENLS T IS [P AR gt

CLUY AR RS FRWF FU T, AR 611130; 2. 70 RF R K A dn Rl 2 SR 2B,
H#E 610000; 3.2 A M ANV E TR FUE AT SEI A, AT 611130)

W O AWSHALER A SRS M EEAEES, MR N R SEERECE ARE S E R
B, IS )E s FlR. FWRSZ R 2 FE SRS, WASMEmEREEAS &K CL
(MTORCL) {5 Tl 2 H b 2 — 2%, & n] DME H AR OCEE A 13 (Atgl3) L,
ik MR AR o AR SOKE BRI SR IT AR R Y R R B = 5 540 ) mTORCL {5 5 3@ %,
HEN G EA. IBHEHRIELE O (AMPK). /) RNAMIRNA). ZJEHE-tRNA &k
BEAE R R4 FH St U R AT 25 0R
KB AR HWE: mTORCL; HLH
HElsrKS: S811.3

WA FLATE ARG LA /INET, SRR T R B BRI EMBLRL, AT A4
SR B — RBVARU SN DAHCA YU, 33 o i R 81— o 2 2 () AR AT SRR Dy W
(autophagy). F W& 40 b 8 1 PR I Bkt —, MEERARME PR ER S =
KA, BVEEEh b2 220, g RIS 1~2.d, ML b b 75 R IR K
FEREAS, HUA B ST &E. BN R MEREEN (TOR) 24l
FERRME 5 M LA P . R SCK SRR E Rk = I U5 3 200 AR 1 W (VR LB TR A R R
FEAR A CL (MTORCL) 5 5@k, WA E R RENAS TR ALE %,
RS Gl ORI E et S i ST
1 HWEHER

I W e — T AV T S AR AR A0 L P R 20 T IR AN A28 1 A B AR 1Y, FER .
fads. KFHEAr. YU R A EE R W, GrEe] DU H iR e E
LIRS SR EE . AHFEPIAMED RS T (KFGFERAD, FIHRIRG R
fRUAERAARAS, [N FRARF=P N R . LIRSS, AT LAEHON AR g 3l & UK 7 TR it
JRRL SR, SCHUEIARI LA, EHEEs N 3 MEAL: KEWE (macroautophagy). il Wk
MRS AN BT S Z 2 KA, FIt s K By g KA

P

l

ks HH: 2016-09-12

HEETH: ExRARBEERESFETH (31402031 5 WIIBHE T HELSE
(137B0290) ; RHLHE I #HHRI] (2014BAD13B04) 5 PUJIARHLTHH (2014N720043,
2014N70002, 2013NZ0054)

E#E i M & (1985—) , o, W N, HEEarsid, NStk j & r= il 2 2
5. E-mail: 287190724@qq. com
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TR B AR — M BRI, — O A B R R, (R — SRR R A i 25
oy AL PV R A 71 2 NS L (R 1 vbriok el e =3 el S 141 0 e S ot b == G U
F, —MANELF A B: 1 EREF S (autophagy induction), 42 AR S(E 5
2) {4 (isolation membrane), i 7ERERKTEE—A 2 EIRFUNUZE; 3) BN
A=K (vesicle elongation), XUJZBEEE AW 5K BeiitR, Fr v EmEif (phagophore); 4)
H WA TE i (autophagosome), EWEIEAWTZEMT, WM PRI R BLERRK, W%
HIRIERIR AR 5) B WREBEAREL A (autolysosome), [ WA o I il i BR AR B R A, — 3
BNAR, TEREA N IR B AR CLER R N SRR, R (R (AN R
FIFE, #F5 &K BLEAE 35 f B WEAISSHEE R (autophagy-related genes, Atg) A H4wh (1) & 1
55 EEAERR, TEA: Atgl/ULKL. Atg3. Atgd. Atg5. Atg6/Beclinl. Atg7.
Atg8/i24% 3(light chain 3, LC3). Atgl0. Atgl2. Atgl3 5 Atgl6ll. Hiuj, AMi1nf HfE@Ed
HLBE LS AR TEAS, X2 B WA FR << bn st mT ) A [ R AH O 18] 1 R R0
U [ AR THI B8 AR IO LC3- T+ LC3-T155 . HF FE I ) L@ ok 4 R 6 N Bt BR W
SR LR B 4ekar ] 5 R A2 7K o A Tian S50 43 (052 6 8 111 (GFP)-LC3 B [K % A/,
M F A N SR A A 0 6 A i 4 v s SR LI 2 2 X IR GRP ISt iie 4 R 5 ik
F9 J53 528 E3ZE (Western blot, WB) F % 't G s 4 Ak ) 45 5 — 3.

H W 5 3PS 2 Rl A BE S E VIO, I HAETRAE IS sh AR & it R AR
M. BWEARIERA FREAT Bk 5B AR SR . Gottlieb TN N, HH
W AR 5 VA T A Rl 15 R A B RIS, A o T I ol B T S0 o 2R L R AR A S M) AN RE B T
BEAR AR, AR BT B R AARE it 5 I AN BT A HE S HH M o, [R5 <6 s 2
B R BRI, AR ARG SR AN, SR RYEV TR B MANEAE T . 54k, gl
PR B E g A A TR PP AE T, AT 51— R AT R [ W T LA s AR ) 3=
BT —, BB IR AE RZ 52 2 A% R T Az i), (H B RS 5 5 3 SO 4 i A
AFHISZ ORI S . H BT HIBE SUR OB AL R MR R EH (mTOR) IB12H
AR LA 3-FE (PI3K)-2E LIV B (AKT) -mTOR FIRE IR LEE I (AMPK) -
5P BE EH 1/2(TSC1/2)-mTOR 15 510 7% & 478 [ Wi 1Y) B 225 5 g 39101, e RErp
mTORC1 A] LA W 5 1 Atg13 BRIk, T8 Atgl-Atg13-Atgl7 R IR &1k, MK
B B k. beclinl. beclin2 F1 UVRAG L [7] 2 5 4 s ITTAL B NE T LS 3-38 (classITIPI3K)
SEYETE AW, JETCAHCER S (death-associated protein kinase, DAPK). % (i
g 11 Ccasein kinase 11 ). 22 %4 iE4LER ¥ (mitogen-activated protein kinase, MAPK)
FEG Ccalcium) S HTE FWRET SR A4 I WA o, (H LIS A L AR 114,

2 RFEMRET mTORCL i 541 1 5 W

2.1 HHRE mTORC1



TOR JEEMIR A — N EE W2 E IR / JF R MRE M. WA+ 1 TOR BH, e
A mTOR. mTOR EshiA KK EMBEERER T, A CLM C22MEAE &Y.
MTORCL 24 M ZE MR 2S, & RS A i 9 AME FLIRAS S A B = A 1B S, AFRE
FEACE-(An MRS . ZFERR) A R (0B & 3R) ARG RIS (s ) O H i T2 %
MR 15 5 P AR RIS A IR, BFFUR W2 AR T LU TSCL M TSC2 JERE &), il
VRS Ras MG =B RR 11 (GTP) 4h& 8 A AT S IR K5 5 1418 5 mTORCL.
HEHNEE N (ragulator-rag) EEWERRZ ZILIRIE S . ¥H mTORCL A B R 2 11 4
i T A A A L8,
2.2 AR5 AR

Ak P AR H R IR L 0 7 SRR IR S A R A AR R ARG, I KRR
Ja, H A R R, MR KRR BRI SR RS Y0 E AR
K RZHHIN-0.779. -0.566. -0.527 F1-0.531061, FREZEAGT AT, 4 14 H #5311
HGAWAMIEL, 55 4 RIS ERNER. 2208, BERM 1-F A28 5 B L EkK
&, [FIRE AR WA OS R  LC3 Tl Rk R B TR . R/ i AR A B . R E
IR Z BE 5 T Wil e i, AR A i S 72 e I8, JF B — B =
MR IR TS, WK ATk gs 2B R Ko X — R K 70 A0 S R B = i e
P AR EEE RS BT 5 s, AT W g RO A S AR S A %
EbR U IAHRR. ZLAHM . 208 RS N BRI 38 AT i, X UEA B T M R 38
AR T AT HE I W LR

H SRR AR5 S AR B F R SR e AaiE R . ATV RERIG S 5%
P mTOR, L% FWEANSCE HU819, IS NN RIS 5158 2 B
BRI elF) -2a, ARJGAEEBE] FAWEAHSCEE (. Yan SE08E Ik 77 ik = S22 B 103 3R 3L b s
T NERPLE mTOR 5 5@, M EFAMEREAR, KA FZERE, XU mTOR
{5 5 IR R R IR AR AVE (S 5@, JF H mTORCL & A i & &l il & 41 i 5
Wk Py 0 2 56

3 ARG = 5 411 H W 1) mTORCL {55 HLh
3.1 AMPK-mTOR i %

H ATHIHE FE Ny AMPK-mTOR 3 B8 i K240 175 H R dh 228 1 ULKL [ 3 M2 %
FRAL s H R BEFRRIN, EARYLER AT 1, AMPKIE T ULKL 222 R
317 A 777 AR IR AL, A EWR: TIEE TR ERITEAL T, mTOR fll ULKL B2 % 757
fr RUBEIRAL, 1 AMPKON ULKL B3 AT ALY, 40 A AR AR LI, AMPK-
MTOR 8 6T [ W 1 5 T REFIR AT LR S AFREWT S 1~2 d FFAE - AMPK 35 4
REWE, mTOR MiEMEREMAC, BWREE R, MEEWPIR MK, BRI,
AMPK H1 mTOR 35 P 2 5 AN i 2512



3.2 /NG HEH (small G protein)

MTOR [#7r FIRAEHIH 2L B R Z R . N G EAST=ICA 20~30ku, 5 G &
H—FEA GTP EgiEt:, (HH A& GTP s A, 52 GTP BHMuS & H (GTPase-
activating protein, GAP)I&sgLEHEM:. /N G @M 454 GTP mikkiGft, R IEHILT
W7, 24 GTP KM IR S 1F (GDP) WU A& BIAEE ARG . /N G A KRR
Ras. Rab. Rho. Arf Al Ran W%, /) G & Hidid 5 mTOR B 7 (Raptor). mTOR 45
& HIETER =JcE &Y, 79 mTORCL Z4E M.

fiki T & & Y Ras #£25 H (Ras homolog enriched in brain, Rheb) & mTORCL1 15 5 i# %

W B ERER N G B2 —, R EIEMR M mTORCL ML T E . M7l T4k
mMTOR (¥ L35> Rheb 55 Raptor Itf, SR RYLRIIAING & AL 7R A, I H 38
T EIR G AW E WE M, Ui Rheb 5 Raptor /& 2 5B (E 5 48 1) H W 2R (1 2%
o108, P — A N E SRR L mTORCL 5 Raptor R E & AT/ SRl A%
I, 5 Rheb#5&/EH, {f mTORCL #i%ik. {HE2, &IEMRE mTORCL X A5 S AL # L]
H B A B . (H 2 24 T30 mTOR (M3 4h—> L7 G & B AR (GBL) Y,

[ERYUBGAIRIR R AE T B AN YIRS R R, AV RS, (HARET
WS, U GBL A&t sl MR AL 3 A5 5 1) 6 75 H 1L,
2008 4, 3 [ R IE FLBR v] LLUB I B0 Rag GTPases(—F GTP i), 5
mTORCL &5 & H s, Rag GTPases Xf T2 Z:IRIHIH mTORCL 2 4420, {H Rag GTPase
B/ 52 7751 . Rag GTPases [ 4 NP, RagC Al RagD 435 7] 5 RagA Al RagB ¥ .5+
PRk M R R RIK IR N, Rag BOFIR R GDP 45 & N0 A GTP
gi5 e, MiMiiEfk. {2 GDP a4 b GTP HariAs+/3iE%E . B )5 Ragulator flkbT
GTP 44\ Rag 7 — %145 Raptor #tHEAEH, #B) mTORC1 & &% # % Rheb fifE
(10 75 Tl A 2 T T S 120241, X 75 Wk % Rag GTPase i@ it 244 Rag W.3& 5 GDP 8¢ GTP [4h &
HEIERE 1% 53 mTORCL. &IEHFRY], Rag-RhebZ 5% mTOR {5 5 il 2 &
BT N mTORCL HVE L b F5 1, I HiZid@ ik 5 4 it f¥) TSC1/TSC2-Rheb /15 1)
mTORCL1 (i 4& I ok R 2.

el AL BR AR 1 S 36 28 A J T — P BB S AT R4 75 4 GTPase RagA JE a1 igt & T2/
o FFURIESR Z AR R B, AWM, & s FR N URSE T .
TEH /N RAFE R IRT RagA 2 0E, MM IF /8 mTORCL (S5, iz S 77 4 i i i A2
PikE K B2 E AR, RagA K, 253 mTORCL &I, JH3) H W Bhahi B i I
BB 2 R — KR, (HEER TRE/NR I E TR AR Z, RagA Frak it 4iRe 7
MTORCL i&ft., mTOR [ RNi#sr T 1% bk S6 il 1(ribosome protein subunit 6 kinase 1,S6K1)
FIBERR AL AR R R N 0S), I 4F SR L BRBLTE mTORCI (15 5Bk T ik, ([H4EnNE
SR P QAT 445 5 3 TR RTIX A T A i AT SR B 2

o
=3
i



3.3 ZIHEME-tRNA A i (aminoacyl-tRNA synthetase, aaRS)

aaRS JEL i1k tRNA M Z E Wit 2 5 RNA FIEIEERS, A9tk 20 Fh aaRS, 5 20
TR LR — X, WS BRN B LeuRS. ‘BINA IR ML, ARSI IEIL
FIRNA [ R BEAGI20) f53f 1E 1 RERI P04 v 43 5l e I 2 2k tRNA & B (leucy -
tRNA synthetase, LRS)&E % EL 28 4H i -h 20U 5E 2 1 vk F oK S R R A5 5 4 145 Rag
GTPasel?6-281,

— 7T LRS i#id 5 mTORCL 1 [1)ifi 15 25 1 RagD EL4%AE A M2 %] mTORCL H1; 73
—J71 LRS 53V £ RagD-GTP 454, idid 3 GAP £kt it 75 (1) RagD-GTP #%
AR R VE ) RagD-GDP, AL IR S YR — SR A T A B0 mTORCL(26T, 24 i pAy Al ) S
FHREIR (= R B T LAOE mTORCL.

3.4 73/ RNA(MIRNA)

Wu ZENE T miRNA DT R K IR Z R B Z ) C2C12 AU f 84 > miRNA 7 (£ %
FERIK; BEELRI I miR-20a. miR-106b 5 mTOR HMEIEEE . HWEAH KR Atgl A%
HeA YL miR-20a 5 miR-106b, #5155t 3R AR AT S EIR YU xR LA LRIk & T
40%~45%; H7iA miR-20a 5 miR-106b, 36 h J5 7<)t E & PCR &Pl Atgl mRNA A1k,
{H WB B x L 85 ( BU/K P HL B ZH B 40%. DR iZ 0T 784 U8 miR-20a &5 miR-106b i
A Atgl 3% 5 R ZRIA R R E G
4/ 4

b AN BEHUARCIR SR B AR Zh A AR, BRI, FHER ST i3 2 25 R T BE
A S WA L P W ) B AR A A B SR [ R R AR R FE XA R 2 IR
TERTCVE AT R, (R T BT R R P s S B AR BGAIE,  DASRE fff 4 T 1 s e

MTOR {5 it % 5 A5 (1 5¢ RAEBE T b DA R AT I, (H mTOR 15 538 B 4 i i
W, R WA RS TR BT RS E TR TP AR RO E B D . BRI EIE IR, U
R b T BN A AW A5 S BRI S i S RN T

S 3R -
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Advances in Lack of Amino Acid-mediated Autophagy via Mammalian Target of Rapamycin
Complex 1 Signal Pathway
BAI Xuel?> WANG Jianping*® DINT Xuemei®® BAI Shiping*® ZENG Qiufeng*® ZHANG
Keying®%"

(1. Institute of Animal Nutrition, Sichuan Agricultural University, Chengdu 611130, China; 2.
College of Life Science and Technology, Southwest University for Nationalities, Chengdu
610000 China; 3. Key Laboratory for Animal Disease-Resistance Nutrition of China
Ministry of Education, Chengdu 611130, China)

Abstract: Autophagy is an important physiological activity for keeping organism steady. Cell will
active the autophagy when the nutrient as amino acid and glucose deficiency. The autophagy is

regulated by many signal pathways, and mammalian target of rapamycin complex 1 (nNTORC1) is



one of the important pathway, it can make autophagy factor autophagy-related gene 13 (Atg13)

phosphorylation to inhibit autophagy starting. In this review, we summarized the results and

conclusions from recent works on amino acid-mediated autophagy via the mTORCL1 signal

pathway including small G protein, adenosine 5 -monophosphate-activated protein kinase
(AMPK) , microRNA(mMiRNA), aminoacyl-tRNA synthetase.
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