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{/ix 1, 3)=

BT WAERIRE R D NI, X2 H AT RIPRE 2R K4 2 Z R ML 5 ZE o O FE LS. S ReE
LTI NITEE S ERINUBIA RN T A, FEAnAE e 72 h s J 2 G R ROWETT . 2ok A 4 I se A A el
AR, B TR L, RS S SRR R R A A ki — EZ A,y e AR A A
L, J—Jrm AR B, WA IE R, JF S B R ERNARIEE. ERNOUT, R AR AL
PN BRI TT LR Z Rk, I LR AR TR PRI S ZHUG]. WFUR DL, Sk fh BT il W i B e g R

AR OCHEAEH]. PR K s 3 RE A A e E Lok fA SR P, SO 2RI D e T E 287

REER e, LRtk Ak, AR, oK TR

FROES Q255

1 ZLRIRSRZE

TEE TR A A 8 (1) 19 BT A A R L A4 A B )
RECMA N BRI IS, 5 2 Mopm W . B PR
Lo I 92 T R 2 TR AT 90 0 458 10 A 2 DD AH O
NN B A TR O 2 AR KT 0E N 21 48 1 % 53
TR, R T 300 FhEE U s, 9 Gn A
UL ke U, B HEEE UL, Zekifk DNA
P F U R OARTRA YA, (WA — TP
AT DA 1A B 40 i A AR R A S I R R, e
[ %~ % Harman T~ 1950 “F-4& tH 1 B 53 25200
B HLsm .,

SRLAAE A0 M e mEA PR OCBEAE . okE
AT I = IR BRI PR A AR A 5 1 ATP 2 A= i
WAL R R, AR R, T T
Al 7 Al AU S s T ATP, 5 —J7 A —
T RN = e WSS SOV N~ § [ R =)
(reactive oxygen species, ROS). 1ML, Z&RiAAFFIY
FERA AN A AR T, Ha 2 BN
e, Ak, R g T BRI
ik, T AR IR AT fF SR S R T
PRE T AR SRS PSS, BT 2ok 4t
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T N, ROS (774 Bk T
R IR A R R, D0 A D o3 kR
T4 MO A5 T R e (B0, W4 i (.35 P450.
AU R SR AL R 8 DA AT D7 A A
KOy FREARIOR =55, EWARAE T, dh
PR IR A A5 T P AR 2D e R AT
IEH BTN AT L T 0. AR EE I 2L 2 40 i
REAF T EEA 5y, W ROS nJ 0 5L g
INK &, 2z, INKEIERE T ROS 742,
7E ROS F1 INK Z [A] A] BEAFAE — N IE RBRANY.. 7]
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WG TR S R AR, IR e 7 R AR SR
— B N FEUA BTN, IS R BT
“CENENEIN (vicious cycle)”, FEUAMN ML AN B
2. PRI E R0 8 A P 4 R4 R
TES ARG S 0 B 1. 40 RN 2R A4 o A7 A
REAG T R At 2R 1O (AL AL . ik
AWGEE), ANERL R AR, AR
LA T30 A P, 3E I BERS 4 FE AN R AL A
IEHDfe.

LRI A S B OO DNA, B mtDNA. £
PLRSE e 4EFE B S ThRe ) se stk Ll T E 2
TER. ZRhiftkgmit i) 13 MR A 2 kS5 LR ARRE
WA E AR T . VAL ATP B 413, Jf
TEVPIREE (0 FIs i PR G E . S 55 LB IR
AP TLAD G 73 B 1 AR A2 FH A% DNA Zfid, 24l
W R eI B geRi R b Sk iRz B A5
PR K ROS, 758503 4R 74 DNA #i455. ifi
kiR H 5 DNA 2 &2 HLHIR 99, fh b 3 R
mtDNA [ 58748 2 0] &5 1% DNAPL KA T
1% DNA, mtDNA B4 5 i TR, Miii5]E
T SO T RS, TR AR SE R 4
AR AL P I T 22 BE, mtDNA A1 FL R
IR RERSENL AN B AN BT, T EL
wE.

AR, AT R3] mtDNA [{58738 0] fg 5| ik
P, I HBE A 22 HERE mtDNA S8 34 .
ENBEMBRESE AN AR, RILRAM
mtDNA B # 5Z ME i B AL X &6 ki f& DNA %K
BREF N R IT R B, mtDNA A2 RS
ot R, PRI AR, IR T
L2 R A, A R A R A e 0 AR
FEERZ, HE ROS P2 AT HH A 3 B n .
XASRIFTHE T4 85 FES, ) mtDNA 5
A (1 TR A AT e A 2R A T IR BE SZ BRI “ vicious
cycle” MIBEDIIN. BIFEN BB R, L
FEASZ BIAE— A TP ki &k DNA 45 R AR 52
Wi, 657 #)E A% F ILRESE ) mtDNA 5. A71E
PR, ok A B REAL MY mDNA #5(Edk T
AR, ARG U7 T S 5 AT AT AE S 1 mDNA
PUGFERE, X — 8IS R, WS Rk
B, A ) R AR T BE V6T T AT AT RESE 3 211
I IERERE. PG B aas AN 2y mT LA i gk T
REFN / Bk D2 Rt sE M, Ll i Lo,

WATIESE H W], mtDNA 5848 [ ZRIA 3 &

PR BRI BRI, 10 AT BEA F e A ik R e A2
KA HE IR T mDNA 5 R PEd 390% 1), mtDNA
FRLE IR H 3 2 A S EAARACE /N4, T
mtDNA SR 5T 5 A2 U4 5 S 3 2 I HLATS AN 2 1R
W B, BTN T iR mtDNA AR 32 1t
R AT IVE R, A BT PG mDNA 5848 7K
PR A 0 R B A A S A S

2 HEERSRZE

40 L B Wik (Autophagy) fe 765 TRl = &4, H
A2 A4 v 40 i N 40 Jo AT A0 AR 1) A B
Tt 020 L P 2 100 4 2 o 42 o R DG
PEF. 40 P 19 et v — MG 1 A 4 4 0025 e
SR AR RS, NS IR B B AT R
fif A CAJEEA R . 40 E W w53 oA A I B
(A8 F= IR 7250 G Y mTOR A5 -5 30 B g0 ik £
PEAWE(Z AR p62 /MF).

AN BRI RFAE 2 — 2 40 M A 3 403 40 o P B
DIREREAC, 303 & 8 10 U 32 40 40 i 2 1 i
JERSR, MM P BUE A ANURAEAERE S RS, 4i )
1 WK R 8 55 e 52 3 A 11 DR 3 2 B0 7 1 4 4 25
MMugity, 2N EENRERE, S5
DL 5 3 22 A O A Pl B R DRI e 4 B 11 Wik
SRR 2 DA L.

2.1 mTOR EFSBH

mTOR {55 538 2 VA 45 40 i A= 5 S B ) 2
W, FEREMNEFRIRE. REEKE L AK KT
SESEAE R, WA KRS S, A
S e AU DL MR A A R I
AW mTOR & HE 5 4R 57 1K, 1 Bl FLah )
mTOR f7 /& W > A [A 1) 2 5 4%, mTORC1 M
mTORC2, 7 J)) 38 i i B & F1 5t Sinl. Raptor 1
Rictor 254557, P> mTOR & & )i HLEI 2 A
). —MA A, mTORC1 %} 75 11%7 % (rapamycin)
B, M mTORC2 Xf 7 M & 3= ANk . Hop
mTORC2 = Z L5 a5 3 40 M 22 421 . 4
MLAEE IR A A5k 2, 1 mTORCL 15 5
AR I i AR A DR R SR R 2 R Al AR
K. HETHIWESCRI B T mTORCI M i 1) 54 5
IG5 HLH]. 5% Rag GTPases o 2| HE 5 Sk i1
M, Rag HHASTE R — %4 (RagA/RagB 4 &
RagC/RagD) & ML AE A (1 i L. 2 56 2~ i ik
{2k GDP 5 RagA/RagBal# RagC/RagD 454 M
6 Rag Ak, #4232 mTORC1 5 Rag 7E#
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BRI A A0, Bk p62 55 Rags 4ty ik
Rag AWM, H& BT mTORCIE. )4k,
it 7] PLiE 3 5 7N GTPase-Rheb 45 45 10 i i, M
Rheb ¥ i TSC1/TSC2 Mg i A K PR 745 5 17,
FLA T FRABURK (1) B 1 B0 T AR A e R v )
MM R IR EZENEM. Fl, Hm
AMPK 23 18 56 P FE ATP A& 12 i e 32k 7= A=
KEM ATP. M, EEFRBFZLMT, Hik
mTORC1 23 kA AR RS, Qa1 i & el
FA M A T AR . 534 AMPK o] BLidE
It 0 mTORC 3 1 1M 52 i 44 N B (1) 4K 35 .
mTORC1 4 n] DL 75 £ 45 Q1 elF4 F S6K1 45 5%
32 DAL 1 PR PR A DR A U 0 A 1 i 5 i,

AMPK J VAR T AR A, nl R
NEFEE M il S5 6, (E4EREAN LN R AR ST
HORFEEEAER. Ml RIS, AMP/ATP Lb(E
W, 2%/ AR LKB1 FL IR IS
AMPK, #fR{L TSC2, #HEMi#IH mTORC 351,
ShR AWK &L, [, AMPK ] ANZik TSC
1M B2 W B2 AL 401l mTORC1 & 4 44 1V % Raptor,
W5 H WL AW FL 3 AMPK BR T4
mTOR i€ 8k [ W B i, ik mT LLIE 1 8% 2 k. ULK1
Ser-317 7 £ Ser-777 A7 s HLH RS H W1 & A,
M H &8 ULK1 5 AMPK A EA/EF AT L& 5
mTORC1 453 ULK1 ] Ser-757 17 (R R Ak 17 4200,
BRI AMPK 5 Vps34 H682 5 T 4 Mo xh B
A I, 1 H AMPK A LI Vps34 & 414
IAS Rl 41 J . AMPK AT DL ik 8 1% {6 Vps34 (1)
Tyr-163/165 i s 0 HIAE H W Vps34 54 7K1 1)
e, HEm 0 PI3P E AR AR B4l . S Ab,
AMPK 7] DLIE i % 1R A6 Beclin 1 Ser-91/94 £i7 &4
WOEAE AR Vps34 AR S41 M A WE, it
SRR Atgl4L g Ak B2 IR 1R 2.

ULK1 1 ULK2 #% 45 #% A ULK ¥, WF5EE
B ULK 1 5 S0 A2 6 S 20 3 e 11 2 B 42 K]
T MRATE Vps34 Wi SRR AR I, ULK]
WO TG PR AR 08 B WS . Vps3d A RS A
Vpsl5. Belcin 1 fl Atgld 55 2 F sy, M2 5%
Bt = 5L mTOR V& PEZ ANy, G ULKL 23 %
R4t Beclin-1 ¥ Ser-14 £/ 1, #E1$& 5 VPS34 &
ARy E. E ULK1 #8210 Beclin-1 2 FL504)
BT AR EAN. ULKL #HEH S5 TN
M — [ AR SC TR 11 ATG9a 32 5 LK ALE W AA
[ &1 20413,

e BE A AL b, © & B 9T E S8
mTORC1 4 ULK1 ¥l 1) 7% ¥, 1% mTORC1
(DRI E A RIKIHLE. R BHAN . ATGI
(ULK1 [ [FJEE AT LLE Atg3, Atgl 7(HiFLah¥
A5 45 1 FIP2000)AH FLAE F T i B A Vs P e P &
HH, LEYLVERIN, TORCI 7] LL £ A7 55 B 1R 1k
Atgl3 SRINHIH N Atgl B ARG, 35k
BT Atgl-Atgl3-Atgl7 H 514K, HIF AN K
AR, AR ECHTE U I, (ERERE A AT Atgl
AR RS YEASSZ TORCL 578 FE N 111
PR AL, fEmiFLEh 4N, mTORCI
AR ULKL 5 A R %, 12 38 i B R 1k
ULK1 SR AL B0, 1 b3 AMPK S0 R 42 1%
=B Z WA EAER . fodl ik T8 FR 8 = i,
mTORC1 th n] DL 1k VPS34 &4 14 1) 1
Atgl4 FE 7 HOE HagE E0T, h s, AMBRAL 14
Beclin 1 145G 8 1H, W ARILE ULKL 1BEIR AL
&Y. T AR 40 M 0 mTORC W 1 K,
AMBRALI 1] DLgE 232 24k, bl s s 5z
TGN TRAF6 454411 ULK1 Kk ZE 63 fiiz ik,
gk ULK1 A3 AE 5 ; A& A, mTORCI nf LA7E
Ser-52 {7 f§ iR {t. AMBRAL, 1% ULK1 {32 &1k
RS,

2.2 EFMHERE

BB Z (U R, difurT LL “REHEPE”
I 6 e R o B I 0T M PR EONAR ) 40
S IEPRIE AT DUAEAR A B RS, e DU
WEF AN A, HAT KRRIE, pe2 25T
g Bk BEME B oW Rk R . pe2 mILLE i AL
LC3-Interacting Region (LIR) %5 #4455 41l Jfu 15 W 1) 5%
By ATGR/LC3 AHTLAEH]. [AN R8I, 75 A R
BN AR p62 4 RFH,  MITIESE p62 nf LLZ
SR L REBON SR ER B RS/ ORI Y DDA
p62 5 NBR1 —&Z 5 i xS 0 LR
SR AR BRIy BEE 2 1V 200 o 24 18 Ik 1 0 4 A i 1) ik
(RS S e Y I SIS ES 2o A
MEme2L Ak, p62 i S 5N 3 2 Bz FZARYE
) B AR A 2. DL tau B2 (10 6129, p62 il
3L PB1 ikt 4l & T HR ARG ARIY S5a PR, A
Infil i 3 UBA S5 iy 55 2 282 2461 tau 25 A
HAEH, #Emifeit tau B Al 5 AR AR
figgen. p62 VENME 5 4r 1, — J7 i nl L i s
TRAF6/TRAF6/ NF-«B &2 B4l i A= A7, i iE
I Caspase-8 155 50 S RV IR 280 43 1 (i gk 4
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MAET:, S — i, p62 ] LLIE i 5 NRF2 Al
Keapl &4 A8 52 NRF2, M7 i0% NRF2 #4 5% 1
PEERMEIL. M p62 (il & B EESTH
XA 5 TE K 1 B VS AL

HATHFFUR I, 16 AW a RN AR, 25
ZELEAGWEMN R A A vaE R s
BELRSH A ok 2 A 53 Wi S 6 JEC ) 1) 2 1 A e i
p62 HAT—/MNZ ZAAH KA M s, DRIt m] DA —
A FIRESZ R B — 28 R AR 1T, W2 LI
R WM RAR 2 R S L
YR FERES. HUWFARC AU, p62 5
NDP52/Optineurin /3 AR T AW 2t iz #401E
PETEFEME. DAL, p62 LB B i IO ) =2 2 I (1)
Wi, 0 CK2 53 TBKI(RAE K 15 3) B 1k
p62 1t Ser-403 {7 AR IR I BRI IR MR 2. B
TR T p62 by A0 1) LRI ri S FLTh e,
1 Keapl-NRF2 R £ 171 W6 5 5 00 %0l 1 1% #2
p62 Ser-351 BRI R e k),

Parkin /13 (1 2004 11 525 554K p62 B ki 4
25 VDACI & A M. 240 0 B3l & 1)
bEE p62 KM R, H—LIREKRESH p62 fliz
F 0 A RE AR BCRIEAR TR . X PR IR AR R (1) TE 1K
ORISR 2 M IRAT ISR A VIAE G, Wil /R
/T NI R Pe oS TINIIE =21 i e (IR iR
23 5 VPR 4 I 8 RN 7 B 98 55 JHFBIE 2 05 A AH
Ky BEAN, AT NN I TR R T AN s, A
/N BB A B K I el B A7 3Rk, 4y il AE JFAE
i sl ph i e R pe2 FHE RS, dE
WA RN, W p62 FRIA S X R
PRI R, Xt BRI, p62 fE— LStk T
S AT T L 1 0,

AL AW S 5 AR R S A OGS Sl
P WIEYLRAL BN, 2 WAL SIRTL [F15R1A
BT, JEAE AtgS. Atg7 K Atg8 kA3 LAk
WOE A0 I F WP, 17 5k R DAF-16/FOXO fg 4t
K2 E ATy, BnT DL B WS R [ TR,
KM FOEIE R, i R = A RREE A
AN O e S 2 1187 N e S T A T
W T ok 98 S 0 A P Vo5 R T PR SZ A I 2 b, A
TV B AU 34,

e AVEREAT UL 2. IndE/ N R I 3R
K Atgs S UEHEE AW R AT HAER KRR S FaE K
TN AR, AR DB 5 (1) Leigh 255
fIE/NEH S FF mTOR (14001 551 75 0 8 25 VA7 AT

KROKHIPE 7 Leigh ZRA R/ BB (1) A A7 56, 2%
PIRHERE. X2 m] ASEIR AR RER I, b
KW AAE, Bl s 5259097 I/ R & ia
FNEH, PRI AT iy W KR, JRNEEEIE
(Werner's syndrome) ¥ Fx il N FLIELEA1E, 1R
PR S IR XURE DNA 4534 18 52 5 b 3 B50KE PR 20 A
R E VRN AR A iR A i KU IR R BT
AR A, PR DNA 48R 58 5 008 40 i i
TEA, 2 BRI E] E R G, B R
mTOR {55 58 H — MR IRTRTT AR

3 ZRFAREEZEHSRE

LR AN O BE AR R 3 A R A i 0
TORPE AR A, 2 b A IR K = AR
SR TN B A7 FNE B DI RE R A . eIt
iR, 4 kb S A BT B 2 3000 BAS 77
TLRRIARIIR R, A R Zebi g, ORI i
AEAERIERTES). 400 AR B AR A
//pieT=1 5 R TTE RS (S R ¥ b DAK B2 S
4t, PRGN ST B A T4 5 IR e A4 B,
Gk i B P S A BAH ORI a. %2
PRI 73 BRI b, Rk .

3.1 ZHRGENAS S

41 B N LR AR AL T AN & 5 9 240 Bh 241
T AN R RoI N G L B R 7/ AP 52 A
S A E A Drpl. Fisl. Mdvl #l Mff. fi7
Tk AR A B L ¥ Fisl R MSE G845 40 A T e e
(1) Drpl SEEE B LR ARSI A S LRk R, 5
Kt KA T Fis/MSF 3242 ) MiD49/MiD51 0]
PAZEEE DrplB9, QR ARl & 8 A 2okl oh
JEE R Mfnl/2 AN AMEEZ [F]1F) Opal. X845 F7E
SRR A P R T R VR, I AR
B GTP /KRt fig .

LRAREN 2P (1) S5 5 328 SR T e 5
DIAHGH ., ZEmR G A% With, PINKI1 5 Parkin /&1%
TIEAH G L . A SR B, AR SR AR A v
PINK 1/Parkin fE 10 i $1 i Ze b A4 fih 5 B0 (e 1 2k
AR 2R T PR LA, 7R it 3R
ik PINK1/Parkin & [, ZRRifh oA KARK, iE
MFEA T8N, A, 5 Sl g
PP AP EL R, @bk Drpl [ [RVEIE Dami v]
PUEK 1y, T oe Drpl 848 2k s H iy
HEP AR E Z 5. £/, Drpl sk #
Fis1 HE DR 1) g e 8 4 A R IR 3502, ) A7 ik 4 &
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i, Fisl SHILaan i 2l fs vIae. 1
P FL YA i b Fisl R RGE, bl AR K
It Howi P, XM SR LR THE i B FLbE
TG E——A M 2 bR, IF HBR IR ZeR 4
B4z 5 12 ROS TH & DNA #5159, Kk, T2
WSS P 75 2 5 HARE S B B ZR A TRk
W3 2 W 27 ).

3.2 ZhRBES TR

LA AR HZAESRAEZ RN T, &L
Ohsumi 1 Klionsky 5256 5 [ I %5 ot [ R 28 b7 A4
RS2 A4 R 1 Atg32199, 7F ki Ak [ Wk i
SE. A32 ieE M S5 4 i [ W OC R O
Atgll MHEAEH. Atg32 Fl Atg8 11 H B M AH H.AE
., HZ8 T Atg32 11 114 f7F0 119 A7 2R R IR
T, H BRI A RIS 511 1 &
CK2M. FRATTSEE = Bt 7O IR, SRR SR
1 FUNDCL £ 5 T A 3 IR AA J RS 7
IEH S OL R, FUNDCI 7E Tyr-18 A7 F1 Ser-13 {7 4%
Src WA CK2 W] 1L, XU IR L &
Hii f) FUNDC1 [f] LC3 fAHBAE FHFEAG, HAE N A
W52 PRI THARESZ 2. AEARAUS UL T, 28 1
Src (1935 P B A, A1 FUNDCI1 Tyr-18 1 Ser-13
WAL 7K Pl [ I B ARG, AT (2 2E L 5 LC3 A1 A
ER, FEERA BRI AP, 5 ah— AN
) [ W 52 4K 28 45 J2 BNIP3L/NIX, 3 BNIP3L/
DX A5 20 40 s 1) 3 R 0 A B 6 135 o
b s Al gl 2 0, K 22 H L I AL
Sl DR, R AR R B i BNIP3LY
NIX A LR I WGR 28 R4 R,

Richard Youle 5256 BMF5T K ILEY, Parkin B4k
LR Hb S5 AR B S LA BRI I 2ok A, JF HA 34k
Fr AR B WE AR ZE . PINKI w] LL#E F2 4L Parkin (1)
Ser-65 {7, & PINKI 7E 453407 I 4 b & 1A 2 RE K
Parkin 1% £k [ e R ARSI 5 1) 32 BT A5,
Parkin 4 5248 3l 2k ki 14 I )5 fig il il /3 VDACI.
Mfnl1/2 Fil Drpl 58 Az Z WS 5 LRk T A
Ihgee sssel, AEIX AR FEA p62 Wl SR B 2ekifk I,
JA B T R RS, Parkin AT PINK1 4R i #p
[F] [ fif Miiro 5 5% 2 b fRias 5y, AT 7E 53403 1)
2R AR Y B i 2 A S B T LIRS sh S, A
405 1 2k ki 44 F PINK1 A1 TOM & & 4K JE i — 4
700 ku Ze 5 (NG, 25T Parkin /S kA
ELAONGEAGN

PG LR BRI SRR T RS2 8, gk
LR AT BEAG F HEAKCP TR ATP 7= A fig
TR, X 5REZRINH R — LR EARAL, T
TR 22 (R 5T 38 I ZRRT AR W 5 3 22 2 DA K
PINK1 Yy BE MR 2 548 Fir 7 S IR [ Wikl g AT <5 AR
P I R AR B DIRDE. A BRIMIE, Parkin fg BRI/
B iy ) A o O R DR R e 2 LR A

FRERIRAT PR 0 R A S A 40 B B 1
W o8¢ i 52 BH AN R AR W BB 2 OAH oG . 32 1 /e
Hh, EE B SR R ke, I HARE B R AR A
MR, WHRAN o EAMZEN. tau K. A&
R, e AR A ol 5 R I 4 Ak
Wi~ BT IR DRHEERIG (AD) = R 25 5509, K
T A & AR 8 i R I Lewy /M, A EK
PN o FEMRZE A, X EE KRR LS4
JL E W IR DR, B i 2 R A
Tt i 4iE A1 (PolyQ) 5 A48 5 | 2 S0 IR A4 A 28 JC 3B Ak T %
g, T A AN B AN E R IR, AR
W 540 AN, e EiE b 2R
A SR IR /) B2 388 0 4 . 1 7K P 328 17 e K
e, Rl R BRI 1 ZE R A2 6 = Presenilin-1
PR K B VEM KM AR S, ki 2 5 7= A 2 ki
PREFVESS, SR, Presenilin-1 HAF 4 73 FHEAR A
TR TR B sy, L IhReRE K R B A
PR AL T BE 1 Bl [ M T 05 15 400 T 9 I A 114D 9 o 19,
PINK1. Parkin 8% DJI 2 E AN RE L EES S
SRR FIE Y, DRI b A Jo e 428 Tl e e ) e 2
B0 A AR I T LR R 6. N R A A AT
(RN AT LR b AR AR AR I 4, HL 5 i
ESEINYRSES 9 RN (SEEPES = Al nps b Nwle i 0k2 9 A
PRI RE R RS, 3E T 52 4 B 2R A4 S 10l R 10 3K
I SR AR S ORI LN, i A
HE DA R AR 7K Bt A A0 1 N T B A PR AERS). Tf
SEF, AtgS. Atg7 M Beclin 1 88 (ARIEEFEZMA
o et S RS, BRI, RS B R T
FEA%. 155 AR AR I 259 8 A8 3R e DUdiE PRk
AR FIEWER 1, FF HAE BR IR 40 M N 1 g,
FH, 0 1 19 A 2B 2 1 it S i 1 ) 2R

4 [REMZHERABEMTEERE

B Z LK PR e AN 2 Yl R AT P T S
ZARELNETERE. 1935 4, McCay 5T K
BL, PRAIYCE 0 B LE IE H R IR B A5 AT BT A K
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It HLRE G RIS AR AR e B Ze . RRAE
PRBIOR & Jo A A i s K. o, fe i PR
Wi & AW IE LT mTOR M & A i A/B 1)
IEPEME KA @, Schulz 5T oR,  FRAKEL
B AREAR S, AEAEEE ROS 7= A 1 H] 39 n bt
AALRETE T, DR R 5 T A N AR BT ) A
. TR BE R AR A N B S ROS PR RS
s R P, DR B AR T A A R T K
L RPEIR I REE AR, ROS R REVE AR S0 T
i 5 IR A BUAL IR 1 s 0 #KHT BL R e K 7
fir. TR R S A LA S6K-1 [k, AT LUK 3
“REEPRE AR, @R RMER B S EEA
PR IR IR D L rh R ST B PR) 2 i v
FERLY /50, SOFt ORI, A B- R T IR
P10 IR i 7e A ) K = 16 k.
1M B- FRHE T MRIERSF M A 7E T B0 FR B R ) LA
IR IR BEAEAE I 2 BAA B, (AR BEAELE M)
B- AL TR IR Re % 45 B 40 Mk o0 4 A N R A
MM N B I 2 i FE. SER 4 AR, B-
FREE T IR ING RE W 41 25 11 25 S E (HDACS) 1)
i P, i HDACs A 75 [ il FOXO3a fil Mt2
(metallothionein 2) 155 sk 2 ThHETY, HEif 2 5 4k
SrA A I R, AR R BT R SR ER « A:
AR PR R 1 i 0 4 S5 2 M TR ¥R 9T
FEHERTREMVR YT T,

SIRT 4145 11 2% AL B 3 R 5K i BT L)
PUEZDIRL, AR PEEA NAD #itt. SIRT Kk
5 DR A BRI R ok R OSSR A S A
SIRT3 {EAERFERAR e A P T AR 3 2L
FIER . 6 SIRT3 JE A i b (1) Bl AT fi 2 PR 1) 1%
a5, FON AR AL IR AR A7 R DR A 2 PR AL
SIRT3 23 Z WAk F 3 % T HERE AN ML 4 [ HH LK
AR 45, SIRT3 %f SOD2 & [ =4
R S R iR e (Lys-53/89/68) 4: LWk Ak,  F ik
SOD2 AL VEYE.  SIRT3 FE[A fi ek i SOD2 [ fi:
TS I S PR, BRULLAAh, e st by PRI AT LA
Jr5 SIRT3 X F 745 1R I Al 25 e AR AR, 1
T JE AR BEH BRI B, Rk odZ> T 40 i
H AT d5ale ] A PR 5% S0 58 43 i A P BN
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Autophagy, Mitochondrial Quality Control and Aging
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Abstract Healthy aging not only benefits every individual, it is also useful to meet the challenge of the upcoming
aging society. This requires mechanistic studies of how aging occurs. Mitochondria are the most important
organelle for energy production, free radical metabolism and programmed cell death. Damaged and dysfunctional
mitochondria are selectively removed by a mechanism of mitochondrial autophagy or mitophagy to protect the
cells from excessive oxidative stress. The defective mitochondrial quality control may be closely link with aging.
Caloric restriction and physical exercise stimulate both general autophagy and selective mitophagy. These will

improve mitochondrial function and hugely benefit healthy aging.
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