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related protein, Atg YIS . UNC-51 3 ff#( unc-51-
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H#E H( focal adhesion kinase family interacting pro-
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1.1 P53 & Ggi@id &N AMPK #74] mTOR 8 2%, A
W 34 5% B K

JH 2 0 Ak 1Y & F1 0 ( adenosine monophos-
phate activated protein kinase , AMPK ) Jg& — it 51 £ ()
RE RS2 A%, BERS 1 h Anif N A R AN 4R RE A2
R I B R Ak S L AR R R R
Je T B1( liver kinase-B1, LKB1 )1 1k 34 o] {12 12
AMPK WAL, HETT B4 D 6 mTOR , {2 #E A Wk ; 38
AlE T Akt/ 45T AL A )( tuberous sclerosis com-
plex, TSC1-TSC2 )//IN G #E 14 Ras [A)J55 F( ras hom-
olog enriched in brain, Rheb )/mTOR & 1% [&] 4 #1 il
mTOR {7k 4w =,

P53 H IRl H L AMPK B 7 JE 5k i 5 HA
FL[H Sestrinl /Sestrin2 & ik 5 AMPK o WV F:AH .
VEFITI i AMPK Thrl72 821k, I 807G AMPK,
R A WE . Shackelford 25 “ BF9Y £ B, P53 &1
fFEHTS LKB1 751k AMPK AL SS AL, 38 i B R
f£ AMPK 25 mTOR &2 JH . HEAM, Karin 55
FIREBE AMPK ol 5% AMPK #1151 49 5 % 24 1F B
AMPK 2% 1% 7T 8 55 P53 5 1 #E 5L ) Sestrin2 11
mTOR & 5 ¥ SR J1, JF 3] 7 iZHLH = 5
mTOR JA¥EM B EHE
1.2 P53 & @i PTEN A5 mTOR i@ %842

9E R 55k 00 8 AR 10q 2 2% Bl il 5
[Al( phosphatase and tensin homolog deleted on chro-
mosome ten, PTEN ), —FP e A7 78 T - 46 4 Jifd i
ZHEUN B3 L DR, 590k 30 HG 5 4 8 e AR 286
A G, e PR 58 8 I AT S B B B0t A i B 5 AE
CINZE 8 9 ), ik PRk 2 o 2% 3t il 8 1 b 98 1 OB
W SEARSR AL X AR DNA 75143 B 5 5L

PTEN J3 8 X WA P53 & 45 A0, 8 PS3 14
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KIN,P53 H & PTEN ¥ 5t t B3 sh 71, v] B 42
5 PTEN 3£ 8 P53 45600 S AEH, 2k PTEN
Fik, SCENIEW], 78 B L 41, PTEN & BRI,
{H B PEMELES 3 384 ( Phosphatidylinositol 3-kinase,
PI3K )ZRIA 5t W b 380, i 76 20 PR B8 1 11 0l s 40
W PTEN 235, 1 PI3K W& HEREAC, KL, Ui PTEN
5 PBK 2R JELeit o A B PTEN 1] H 4%
BERR AL 3 4 .5- = BEIR W 5 Bt NLEE( phosphatidylinosi-
tol 3,4, 5-tris-phosphate , PIP3 ) #1ll il PI3K ¥, E % 11
PEJERE Akt 046 mTOR 25 40 fa s 5 L 98 7= A0 g
wiE. B PI3K 1 mTOR #4977 G P 3 # 1 we, i
E— 25 58 % T PTEN (48 F AL, B 38 o 30 6
PI3K/Akt/mTOR 3@ #% , {2 3F [ ™). PR, 3% Ak 4
P53 H 15 PTEN Kik, 25 mTOR /- F: 1Y H 1
IKE TS R RSE P53 K 1A W o
Samy 4511 B, 1 M I SEORE L TR PN AR
FRFRIE | FLIRIE B i A 2 A g BB AE PTEN
BRI, I 7E— 26 R IR, % S A IR R R
ik, U] PTEN PS40 b S e R 55 78 1 Rk 4556
FEEM., WL B PTEN Fi# 06 SN ps3,
FEPD e Ak A A R O
1.3 P53 & a4EA T IGF-BP3 45 mTOR @ #f4%
Ji 5 ZAE K K F45 A 2 H( Insulin growth factor
binding protein 3, IGF-BP3 ) 5 Ji & Z #E 4 KA F
CIGF ) LA 35 M H 45 4, 7= A A0 L ) A 9 22 R
A DNA 45345 5098 35k DRV b 55 i N B SR B T
P53 FEDIPL BTG , 72 A i PS3 4R A ik — A0 IGF-
BP3, /54 5 IGF-1 454, il T 1GF-1 5 AN 32
R( IGF-1 Receptor )FIAE R, 4% i BELWT IGF-1/Akt {5
S B mTOR , BEMARHE [ K 202
A1 7 3OIR A R, P53 2 X IGF-1/Akt Al
mTOR &4 2 G, ANBEFEHEZ 0 F W, i8]
T 53 24 L 2 1A 194 2 K DR A2 4 8 T Ol 2 00 i A K
oA B 35 B PR AE s i 2 ) I e U H Y
TN, ZALRIE S S T AR A L R B R
I, P53 2 HHT IGF-1/Akt/mTOR & 4% ) %5 Y1 t)
VT B S B ARHLAA R A5 R 72 A B R AR
1.4 P53 %&#%& REDDI &5 mTOR #®/2iH4%
KE M DNA $5 475 52 N 8 75 3 [H ( regulated in
development and DNA damage responses, REDDI ),—
FEAE 20 B B A B DNA 45340 15475 S 05 I AT 40 o 44
B 5 R AG 5 e B RSP B L Al TSCL-TSC2 I
T2 50 ZRE S5 SR A, iy
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mTOR "*'o FEBRSE ST, ps3 AL, 5 74
B85 5 K F( hypoxia inducible factor-1, HIF-1 ), 42
#t REDDI 19335, Al {1 il mTORC1( mTOR A 14 Ff
TR mTORC1 Al mTORC2 ¥ Pk , 34 i (1 ' 2

Brugarolas 25 2 'BIF 5% % B, REDDI 7 JifJ2 40 g
AR 2 , S 30 i TSC1-TSC2/mTOR &A% I 15
BRAEIRZSFN DNA 5493 14 PSS , 3 25 ) e g 2
fie. B, IASh REDDI i F] fig J2& — F 41 9 JE A
Hafen 55 WF5E R W], IEH FREE T 5408 REDDI 1%
A AT, AR R S B LIRSS S5 78 R BRI A
T3 IER REDDI RETEZ RN T R4 4 A Ko
1.5 P53 & & 89 tbAz AL

A% IR AV 2 ] PS3 BRI IS S 5%
FEE HS mTOR RYAHCHEA FR ST, IX 2R A2
FEAUSE:

(1)p53 %51 A WER Y 8 H( damage -regula-
ted autophagy modulator, DRAM ), —Fh v T4 fifg {A< i
FH R BRSO B, G Rk ] S A A
W/ MR HERR . Crighton 25 >/ 3E B, DRAM 7] /£ K
P53 A EHAEH T2 5 A W, (15 mTOR
TS Y S B A T R 5 (2)pS3 BT
YH ¥ A 7 ( p53-upregulated modulator of apoptosis,
PUMA ), —F A7 1€ BP3 25 G A & 1, 1l 32 P53
FEAVES, fedEZoR AR A (3 )2 AT E F( Bel-2-
associated X protein, Bax ), —2& B W JH#2 K -, [F]#£
5% P53 M AT, Morewi 2 Bt iRk, KB 5T
Akt-mTOR-S6K1 #4855 ( 4 )Bel-2 K, —BHi 1=
L TE H W/ M IEE i Bk 15 EAE A
Beclin-1 25 B BE/NAFIE A, 245 Bel-2 454 1T,
RFIEVE T, ps3 TGRS, PTHH] Bel-2 £
5, T 5 Beclin-1 4540, ek A > i 72
AT RESZ PI3K/ Akt/mTOR {5 S i@ A2 M %, (EHL 13
T#Eﬁ%L 29JO

2 P53 HIBaATHLE

P53 3 0] 75 20 i A% 5 5 58 i ik 2= A0
JR %I N A 2R . Karen %5 EI , FUBURLEE [
2( murine double mimute-2 , MDM2 )i@ L%} P53 &
C Ruiiz Z46, 25 P53 HH th AL B 5T iz i
S R T e R e K A HE 1) 9 4 32 B £ 1 ( chromo-
some region maintenance 1,CRM1 )} 5 , {H HAKA]
RiE. 540, Brooks 23 I HFFE B MDM2 1932
AR P53 A B M B E ) X 4
F S ANAZ N R P53 A R AR AT I B RS H ok
PR AR A2, B 0T, 40 i i o

(1) P53 1 AR 5% 5 16 J7 Uil A W . Euge-
nia %5 2] RNAD %505 258k ps3 JE Bk PS3 (1
A2 MR ) pifithrin-o, PFT-oc )25 75 2040 1 1 5 9
P53 FE IRV RT, mT RS0 A wa/INMA B8 BRI A
KEMALC3 M/ T myZik, Ui P53 & H &G Al {2
HE A g AR EARPLEIA T
2.1 P53 &G KM mTOR i 3 49842

B IR T = 5 A mTOR I F1C & A &=
N[ S MDM2 {KH5 PS3 2 R, 7= A it
HREPER . EaR BT R4 G,/ G, W31,
DT S WL ARKELE G, B M i
(1) P53 i Pt ] [ e i A g AR BRI
A I DR 2 R 9 L T AN A B TR R R, ST
OS] T 40 e 1% e B 44 5
2.2 P53 G ¥rH AMPK i, £ A5 mTOR il %
I

20 JEL T N I R A R N M5 T iR A
A 2 FAFE DR A B Ak 22 50 3 ) PS3 2K ik
THREM T, UESC A T R i P53 2 T BT ikl B
WERYPEF, JF5 AMPK A6 H 5 mTOR &Y
YER T M ANTE2E
2.3 P53 & & 47# RBICCI/FIP200 %M, F 4 5
mTOR i@ #if 4%

RB1CC1/FIP200( FEH] B H W& 11 Atgl7 [R5
Y )R—2E AmERGAHSCE M Bl 2 5 PIBK
EAYIIE TS mTOR &7 X1k, Hom M i v]
P FI . Eugenia 25 BFSE & B, 7746 T MR A
i) P53 FEH l it 5 RBICCI/FIP200 L ) 26 45
A7 AT B R H] RB1ICCL/FIP200 3% 1 , i
T v Zad RS mTOR B9 BARAE FHHLEM 5 0F
5o
2.4 P53 &G o AR R ALH

=il #% %% # A ( high mobility group box-1,
HMGB1 ),—#} Beclin-1 455 &E 4,5 P53 & H1hIHE
VEHIGEBE AW ™5 PS3 15 S W I A AR T3R5 [ 1
( TP53-induced glycolysis and apoptosis regulator, TI-
GAR ), —2 P53 HE [H#lL53+, RBAZ AR At AL SR 4
2 ,6- TR E P AU R AR 3 T BRI A A T
&( reactive oxygen species, ROS VK, i E gl 38 3
T8k, MBI ) RNA 35 A6 2 H U protein kinase
RNA-activated , PKR )2 F W5 & & 3o 72 (9 3006 I3+,
%% dsRNA( double-stranded RNA )ififk , B A= KU p53
JEIN T 2 5 [ dsRNA, BETTMH] F 0 7. DL ik
3 JE mTOR AR A .
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SN AGIE S, JIT LAE B 15 0 AR o3 B 5 A AT A B A REA , AT DAE S0 B 25 A AT B 2 — Al Lo e i Dy 1) L P s
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Jeffery AT A1 BATE 2 i L ZRIE 5K , 20 A S5 A% FT T8 02 38 1 4K 45 e DNA( extracellular M. tuberculosis DNA )-STING( stimulator
of interferon genes )L P75 & B WEAN LAY H WE( autophagy ), T TE bR 25 4% /0 BEAF 1R, 5 00 2o A 75 B 25 4% 0 B A 1A 1
ESX-1 MM RGIEHE GO AR LA . Parkin REME S SRR A WE, IF K4 E3 Z R M TG, T XF PARIS( parkin
interacting substrate, ZNF746 )M TEMi . HWETESL T2 BEARSF I, OO A HidLIA B B MRS 45 & E 2 a8 M
H AT LIS 530 R TEBR o Jeffery TAIRF] Parkin AMUZS 5 FIZRLK B W mitophagy )id 2 , [F]I Parkin & 1Y Z2 25 7E 5 RRX
53 SCRT BRI FE YD 1) 8125 A D P i D5t T JRR g e g8 im EL A R DG, ol st Al AT 19 1 BCARL : Parkin W7 BEBIAR B2 1 4L 1) 5 | i S I
IE( xenophagy ) , M T 25 B 7 B 25 42 0 ST T1 45 40 AR P9 s T 140 1
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