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. 2 VNES T RR T RERET 5 SRR K48 8 11 8 (mitochondrial unfolded protein response,
UPRmt) FNZRFTAAR F W54 35 11 2857 47 Ji #5:9% 1) (mitochondrial quality control, MQC) [ {5 & VA<, Zhkifk
JoR FE A7 ) 2 2R R 4 FE A R AR S I ORI L], Forh UPRmt FIZRLAAR B I 53 ) 7 5 52 P 4 b 4k (1) % 52 AN
. UPRmt NN ARHT S E R, AERFE BRI E A iR, KA mIt R EY, makiiika
W 16 % 1Pt 25 R S A0 ™ B I 2R A, PR LRI 4EP AR AR . AL 45 UPRmt 520K HIRI AR, 32
ZE BT UPRmt 5 2R 5 W (1438 4 F13E 20 3 2B #% UL UPRmt AIZC KA 5 A HLE], 2 4518 3))
PRI PE 4R (reactive oxygen species, ROS) il #% UPRmt 5 285k H W HAE 115 S B MU 7k, JEh3EE
PEWLZE G i 72 h b i T A e RF IR 255 .
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The mechanisms of exercise-regulated interaction of UPRmt
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Abstract: Mitochondrial dysfunction in sarcopenia is closely related to disruption of mitochondrial quality control
(MQC) constituted by mitochondrial unfolded protein response (UPRmt) and mitophagy. MQC is a protective
mechanism for mitochondria to maintain homeostasis. UPRmt and mitophagy are responsible for the repair and
clearance of mitochondrial damage, respectively. UPRmt responds to unfolded protein stress, maintains
mitochondrial and cellular protein homeostasis, extends lifespan and regulates metabolic remodeling, while
mitophagy selectively removes severely damaged mitochondria, both of which maintain mitochondrial homeostasis.
This review summarizes the interaction between UPRmt and mitophagy, the changes of UPRmt and mitophagy, and
the regulation of exercise on reversing UPRmt and mitophagy in aging skeletal muscle, with a focus on the
signaling pathway of exercise-derived reactive oxygen species (ROS) in an attempt to provide supportive evidence
for the maintenance of mitochondrial quality control in the process of sarcopenia.
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HHENLLIRE N IESigshae k. B DhRekE
5 B o) B AIBE T B INA 5%, ZhitkZs Y
HEEVIREEA G AR, E5RRES . WK
PS5 RORECA K AET: e B AR, ki
R4 (reactive oxygen species, ROS) 11K [ Jfi
SE NS RS RENARE R, B
5 22 T 93 A S ) 2R b A T B B B b AR5
i 74 ] (mitochondrial quality control, MQC) & ML 14
NI IR, W kAN RE, HPrly
A F B R G R AR AR TS 8 1 )Y (mitochondrial
unfolded protein response, UPRmt), #7724, H WAl
A B, UPRmt FIZRRLAAR [ 1 43 51 61 57 32 3 2k
KR BME TGRS, LAAERR SRR RS I BT - 40
FET: B, UPRmt NXT AT B E AN, HFEBDR
T OB FERE. FRIRATHERR . Tl
R I S R R E AR . hitkE
Wk 36 5 1 b 25 i 52 5™ EE (P R RAA, R 4R R A
RS ZMHGRIT R PR EEAEH . 28
LR Ty B B A5 5 DA 9 o A e AOS E B B LR A1
AR Y, UPRmt ALERIAR [ W15 5 Z LS
Bk g2 0 Ak, gokiRam i e A E A AE
AHHAE S T R RBAEA .

1 UPRmtiyE4Z 4

UPRmt 4 R 2R 7R A1 41 i 28 (3 i fa s 1Y,
KA U, Ry El . R A
R FLEh Wi UPRmt 2 [MA77E 2 55 1Y, (HZRhifk
A NSRS R RLBRAE AN R b 22 5 3 e hn
R BRI S E AR R, 2k RAGE
RE 2R kiR UPRmt & 3£ K735 B AE 70, UPRmt
S U IR P R A 1) 40T P A A 3 S £
P TEAZ 5 G #5 3 [F 1 5 (activating transcription
factor 5, ATF5), DIE#t 5 £ 1) UPRmt [A 1, 5
4y 448 HSP60/HSP10, mtHSP70 #1145 (i CLPP.
LONPI ()56 s iz iy, B 2 4kt Ak,
UPRmt fE5 MQC (1) “MEMYEE” K%, #AN
SRR RAR R A RS — 2 B ", UPRmt
2N A TIEBERERAEARRES : &
#Lff) ATF4/ATF5/CHOP J@ i@ it % 0 FH1e N5
19477 22 Th e R 2 TR 5 1 A A T e SR G2 A 2 R A
B b N A 1 U SIRT3/FOX032/SOD2 i
I E 2R AR 56 5 AP ox B R A 4% BT s ERWNRF1/
HTRA2 il % 32 B 2% 5 28 i 4k J5 1) B o 1 R 97 2 2R
[P R, AR TR S HSFI thAg B

WA A3 UPRmt 2 TR 85 5% U7 40 e i
AR T B R A N 26 R4 T 4 UPRmt 2 (A B
BEf#E, FRA “MAGIC” ((RRARAE 920 i i H i) <7
P )M, xR T UPRmt 76 {37 540 D
EERfASHHEZEMD ™, flin, 55N
FRIAE G 1) DI-1 RAR R B e T 0 N g 2 R 4
LRI NI TN AR 2 A T/ =R S Z A
T 28 R R 3L R 2 A B LONPL B4 f# ®Y. UPRmt
S AR 55 A= ) RO L 3 0 77 i IR E 90 R4 2 iR
8P, bR R AR 3O s 8
AT B R IR LR AR B 5 2 ) UPRmt %
WAL IEAZ 5 28 Gy i K PIA O BT SR,
UPRmt J75 7 B2 DL A AR n e R
ARAN U2, B Ak, FREE A UPRmt 3805 7T A i 4
B R SR =D P Rk, K
UPRmt #7iA A& 5 11 B

2 SRR BRERYEYIF LS

E 20 A R 2R R T I 22 PR 2R B B R, I
A5 MQC 22X B il . MQC I RE ks uk
FA M N 4 PR AR TR E A2, Rk, A
TE 3K e 57 453 2R A Ja ol 1) 200 JH A7 4% 2 Ak LT B
LR BRI — PR R E PR ) B b, ST
B Ak e 712 E A7 451 ) b Ak B AR AN TR ) 41
U BEERGL. MEIRAE S5, CamE T
I T LRI ) 2 RIS S B ALR AR P, 7R
b, H PINKI/Parkin 4532 2 M 26 ki 140
H . FUNDCI1 Fl NIX 52 {4 £\ 5 1 28 ki A4 B g A
A W AR KR AT AR 223 (MDV) & 124 8 1k &
BRI | SR B,

3 UPRmt5 &tk BIEHE B /ERIHLE]

RERA BRI, K280 51A 8 UPRmt
H BRI 2 B 2 B 2R hi A, B S 2Rk 1 I
eI L 5 UPRmt Joidf RO Zopidk B3, 4R,
EAFEF A, R — ROEIRE Rl — 2H 23 e [F] I 3
UPRmt FI 4 R0 H Wi, 8P #2778 UPRmt F14% R {4
H Wi 77 £ — M [l BAE 77 0. CHOP {25 UPRmt
I IR 7, Re /5 UPRmt 38 [R5 5% B9,
FEA SR AL L (83 B0 IEZH R, CHOP A1 Parkin
(& A RIE M E BT, 58 Y1 o R B A P
(mutant ornithine transcarbamylase, AOTC) J& £k ki
IR EH, 7F HeLa 4iffi, ifRik
AOTC {EANGZ IR i HL AL (RT3 T [R5 CHOP %%
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T, 2 EshiE s S IUPRmA 2k 7 5 Wi BLAE AL 175

ik LA K Parkin 572 2. Optineurin 1 LC3 3t 5g v 14
I B S, R AL, T RIE AOTC %
LC3-I/LC3-1 LAl T, [RIE 5 3 Zebi i D ge s |
WA R SR D F RS Y ERWT TN, i BN
B2 R A4 I 5T 1) R 4 S R E R R 5 80U UPRmt A
SRR E RV RS, ATRES S R LA R AR D g
R hG AL ZE 0. HA BT 7T B 7% UPRmt FIZE R4
H WA A BAME I E R 7 X B/ N R Bl i,
i 4 HSP60 a] 18 i1 LC3-1 A1 LC3-11 f) %A UL &
WA 1R 7 A2 R0 T e M. LONPIL 2% 3% 0] i 5 5 g
PINK 1/Parkin 4 5 i) 28 Bi 44 (5 1 ), 7E SH-SYSY
4i A, K mtHSP70 % S LC3 A4 ki fA - 74 il
(SR iy | R ) = S 2 ¢ v =147 | R b
Parkin [ 4o R A4 i€ A T FEAR N 22 ELJ1E e #h 22 70 1
VL 40 HE B 28 R A AOTC [ 7K S B9, x ik 3% B,
UPRmt Ty REFGfG il G AR H I, DLRARE R AA
KITEEAES. AR, 285 pink-1 (FL304 PINK1
[FJ5Y ) 2848 0] 5 5 ATFS-1 (TR AL304) ATFS [A)V5
) M) UPRmt B35 ™, 3 B 28 R A 1 Wi o 15
W2xE UPRmt.  7EBRE / B2, JTER FUNDCI
A /N 0L mDNAJ, HSP10. CLPP A1 LONPI
(85, Mid#A FUNDCL H & ¥, 1%/~ FUNDCI
AJ REAE BN BT A5 UPRmt AR RLAK B 16 1) P
FHAE. B2, WADRFENE N FEEGE, £—
i 1 — 7 PR M, A SRR s RO AR A -

4 TEEBH SUPRmtAIZ R E TSk

4.1 TEFHRIPUPRmtAIPFE(E

b % 4E I8 i 39 K, UPRmt f 3800 o 400 ki) 91,
SRR 715 B EGEE NS 20 S ERA
FAEL, B B&AL CHOP.HSPd1 (HSP60).HSPel (HSP10),
CLPP 1 UBLS )3 R4 5% KF R ¥ 7827 A#
FEHE/NRE BN, LONPI [R5 KCE A 75%17,
HFR LR IR 27 AR MM/ NR LA
HREAIC, X PRI AR 2 55 T S8 A S /s B
oy M, LA SRE /) BB B UL LONPL 1)
FIERE T, ISR RS ¥, xR
PR CELS A WINEE YIRS E SN E = TR SRR AN i
AR InA L™ DLERIR, EZERmLH
UPRmt [ PRI R AR S, IS H#IE
A K
42 TEBBRIHPLEAISEEAREE

REEFRMZ LN GBI EA S S
Parkin 35 [ 2 5 P, {H Parkin 5 28 Ri 44 B 4K

i Mk B B 1 3 1 (voltage-dependent anion-selective
channel, VDAC) & H B ELZEFRAIK,  IHAF: B Lo b i A
SR TAG S MY ReRG LR fAsE 2. 75 18 i
HZ/NRBVYSALF, Parkin 5 VDAC LR th &
LU BRAR B0 DL B3R B, JL4% Parkin (13815
AL, Parkin /73 ()92 2 MO8 SR B R T RE
2T 35 AF e B MG KT 2 4. A W Tk iE PINK L/
Parkin & £ A B G 18 HR/NEAE 3 A/
f, EBRALE Parkin AR Y. K, 58 A
W RAE KR EL, 24 H 2 KBBEIZLT Parkin
22kt B B MEE S AN, 27 Hild
/NEUVE ER UL PINK I F1 PGC-1a [ A BEAR B, 52
L RR R A ZR A B W A2 1R T S BV D i P
0y, 1 RELZE e i AH 5 0 L PR ik 2D R T A LT
Parkin 38 1 [ K 5 00 Z0RL AR B A 2 A1 28R A4
ROS Hjn ™. LA RHUR, 2L PINKI/Parkin
JE R 1 AR FE P IR R, FEER kR A
MR b, A LR DIRERRRS, TIN5 2 1
W45 .

5 E@HiEE K EUPRmME RIS B4R
Z 5 BRI

12 By 20 T 2 JUL PR T B G L IR 9/ R 1)
AT AR, BWEA BT 4R VLA R
B, R, BEULATG7. LC3II F1 LC31 4% 4 g 3t
OE e e =TT N A vee) L1 ) B w5 1
FF AN LAT 2 0 e i v ), SRR S R A %
& Toll ¥£3Z 44 9 (TLRY) # % Beclinl FH{E it P A -
7% B 4K PI3K 5 & ) (PIBKC3-C2) 4H 3 M 1 8 7%
AMPK i 51 Y. BEFEEREE, 9 A MICH:zsh i
T EZ KRB #ILT Beclinl . ATG7 F1 p62 & 1
TR, peAt, W Issh RN T EE AL
LRI A R, 4R R i E AT K /. mtDNA
5 DLUL B 2R R A IR e I 5
5.1 IEEIFIUPRmt

M 1738 20 ] D438 3 2w UL I 4 b Ak i &
UPRmt {E 4 MQC 5 — kP, S 5EHNEE
BB LR ) 203 . Hood 5 85 40 4 FH 1 4 s 4
53l (CCA) 1R iz s R+ FUR BB B LS . HSP60
A mtHSP70 (GRP75) ik Tk Y. eah, AbfiTR I
CCA HI¥#J5, 7EKREMILR ALY R EEZ
fif, CHOP. HSP60. mtHSP70 F1 CLPP [ % [X| %
ST A, 7 /N BRVL PR 40 i 4 0 5% 2
CCA %51 ATF4, CHOP il mtHSP70 £ ik & 117+



176 o ikl

H35%

B O NI 223 60 min AT 3 N-E B UL HSP60.
mtHSP70. CLPP Al LONP1 f)#55%, {H ATF5 fiF&
/N H CLPP 1 PGC-la [l 3: R & ), W] ATFS
Al BT T B2 B E B UL UPRmt AR R AR A2 4)
RAERBE. Sk—8 ARBHHTARBEER,
12 d i /732 2l i {2 i3 c-Jun, HSP60, HTRA2
H1 SOD2 [1) % 15 ¥4 1% UPRmt (1) = 2% 13 5 g 7,
FHEAEN, 3230 v] feadE I 8% UL ATFS 45 UPRmt
2 ML B H B, B S A4S PGC-1a /15 1 R
EE R

R 24 A /N RHE VL UPRmt 52 31|35 2 (5%
Wi, YmelL1 F1 CLPP % 5%/K-F F P&, 1H 4 FHH &
iz 7)) 7] {2 #F YmelL1. HSP60 F1 LONPI [f] % %,
I Pk B % B L 2R B R — S0 n . [ARE,
24 FUE/NEORT 4 JA s R Rl B s B OV R 4P, B
LR YmelL1 f1 LONPI {4 35% DL & LONP1 & 4
KB BT E, fEHLR AR ENSE, G PGC-
lo AIFFIR IR A G RIE T =, DA IS BRI L
5, GREE . BOR B A P B i . A
WA — TR KRR FRE N, 3 DHKE3h %k
Wi T 19 A /N BB BE L HSP6O 2 (R IA RN
B o IXELIREY, J23 Al 2 # UL UPRmt
RAEFFLERARFR ST & .

W7 R, 58U FUNDC1™ #1 LONP1™Y ff45

S P e o TS el T 44 A i AE K TR F 21 (fibroblast
growth factor 21, FGF21) 3 i fiig 7 41 23 i AR5, M
AR BT AN 53 4 S AR 20 T LRI 5T K B0
FUNDCI 5 LONPI A B A H AT {2 LONP1 {12 5E
P U2 F R UL LONPL AS s 38 o o S MLl 7= 42
FGF21, #EMF RS H ATF4 /519 7, B 5 FGF21
FETON MR AG IR, 75 HoAh 20 2115 5 UPRmt 14X
FIPUICE 1), 4R, LONPI &5 3 0] M40 H Wi
WHEARN T HIPE R, SECE UL EN )&
& ¥, B4R LONP1 7EZE - H B AL 7, BE
Hissh ATt 3= /N BB R UL LONPL fya&ik ™,
HAERE 2R R AR B & RIS S R ILH IR . R,
FUNDCI1-LONPI ##4) 5 ) UPRmt 7 41 23 ] ) % i
(cross-talk) W 5 75 & #% WL 5T & 1 4 55 v 45 51 2
YEH.

gx b, 123 0E B 8L UPRmt ) = 2% 18 2%,
Al i ATFS 415 UPRmt & BUE K, JEBE S 4%
PGC-la /- SRR AED G . 8158 UPRmt i &
SRS 3 KM R 2>, H S B AT AR 5 R R UL
UPRmt £ Ll PR, AEFRFE BRI s = 2 L
Z4i. (H2, Huzs)i| 15 UPRmt (1) 7)1 HLH]
FNLILEN
5.2 iBEhFILKLK B

BRI B W1 BN RS BN, — IR

7
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Non-muscle tissue |
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T, 2 EshiE s S IUPRmA 2k 7 5 Wi BLAE AL 177

Y S R RS S B LZR R A B e o s e i
EFINE G, B 8L T Parkin ) 28 R 44 52 A1 PO
BNIP3 Al NIX f{jis & 7, LC3-I/LC3-T b ) A
LRk [ g BT N, AN B3R A MitoTimer,
— R AR JE U 2R AR B R S SN, KGR
HATE SR UIZ B)) i (9 kS 30 10 B B L R A 1 W e 5
S, FEBRE, 6 ATk Esh g
TSN BB T /N R R OR R B A R LR e A
HWER, X2 R RMEN : T iEshitm 7 4Eh
Wi, SRR B EEEE SRS, XEES
] B 75 B SR A KR R s B s g
6 A g, MECEF A/, Parkin 38 DR R B8 /N B0 B
B LZR R B WK TR T, 2Rk k& & B e
LRARIETEE AR 2, RN RA T RERERG . [
I, B3N F LR B WS R e] AR KR B AR
i Parkin.

i /732 2 58 8 2 LAk [ W A 2% i 3 2 Th e 32
B4 2T Bt Drummond 25 ™ K I, EZEL
PEEE% L Beclinl. NIX/BNIP3L F1 Parkin 2545 ki
A E W bR B KL S 6 min AT FE B B IEM .
SbAk, T F73E s AT i /N BRI 2Rk
W bR 4 ATG7 1 Beclinl 133 ™, B 78 £ 9,
& iz g n 8L PGC-10/p53 e s% N KL A it
9 5 B A (1 LC3IT A1 BNIP3 f#) & ®Y, 1] Parkin
Tk 3R T T B 2 R A4 I B 26 I % R e UL
R P AR AN 2 45 Y, SR, Carter 25 0 3 52 3],
35~36 H i 32 K20t 9 d -8 B LS Itk Wi 46 7%
)5, S48 BNIP3 Fll NIX #5111, {H Parkin £l
LC3-II/LC3-1 & WL B A8 4k . R ABLAT 7t W0 2 3],
18 H % 32 2 /N BB #% UL Parkin [ 28 80 44 58 A7 F
LRRIAR H R D, 1830 S Parkin FNZE R A H
W B3 L e 4l ok B DL ESREE, B ER
(I, 125hiH S HILRR HEFERRZ . HAh,
TR H I R T IS A R AR, X
BN g A T TR R VS M A K D R RN R R A 1 W 1)
BRI IR B K, BRI ThAE B AT B A R
LERLAR F WIS ) BB PRI R R . DL BB RO,
ZR LR I 3E B A O Rl T RIS T R R AR R L kL
NEL il

2 P T L i e 01 K2 RN E R K F N o3
AR T Parkin FE M, 10 HAKHHIE 3 T S LR kL
P WE ) RAPEIE N . BARIZ B ) o0 5 2 i LR
LR b, E R s 2R A 5 W 1R 18 B I R AT
REL5 VA B A D R g A K

6 SEMEIENIES S TIHEEHUPRmE
LAk B T

A SO LR I A 2 TP AR T i
R KA. FEEL, SRS T 25 Ek
HEFHEFHAM b ARG, A R
AL, RN —AE, SElmIEa HER
3, I A A RS A O AR 2E 45 .
TP S A R A R R, PR R
PUIE P S T L P A B B PATIRAS o T RN 28 R
R RRPUAPIE RS, O E Y SR
(SOD). AL E R (CAT). 4 ok H Ak i S Ak ¥ il
(GPX) i LB, LK GSH ik J5if§ (GR). % %
B 6- Tl 1 Mot X I R S Ay A 1 ot S g 5 T S AH 56
fRrAd < . dzzh Al LR E R UL B R 4
BN E P AEE S B AE T, T BSR4 .
SRIM, 8 BB B L= 28 1 M St T LU i R 3 3
HHUIIREERNE G . BARRIZLE AT
PATS S B B S8 A 3140, (RAE S sR R is 2
TR A RGN A IR A BT, XA & A
W JFERURAT 58N, 1A & BT, Wy “AIK
BEMAT RN (hormesis).  H B JL/MIESE SCRFIX —
M e, BRIP4z ok NSNS () 4
RHEAER, AR S BT AR R b 7 2D
BOHBR 118300 B B LR AR A e Ul
PR ARG LA ™. fEAR B R R R+,
HRGINSGHZRAMEL, 2 4B /it 712 sh 8K
BN — R S R IZ B J5 i #& UL UPRmt A9 c-Jun,
CHOP. HSP60. CLPP Fl1ZEHiA [ W AH <) PINKI |
BNIP3 1 LC3II/I # [7] 7+ &1, £ Bl i 1 S A0 W g
P 38N, %80 UPRmt A28k 44k [ AT e bl
TR R . RS AR AR R A R TS PR A
U1 NADPH %14 i Fl 35 W2 e S AL R, (H Rk iz
SRR A T U AR I A g Y AR
IEAESE, 32 B3 A B B UL 2R A 7= A2 1 v 1 SR
% 1 UPRmt [ =245 5@ %, 45 c-Jun, HSP60,
Htra2 1 SOD2, R BIE 38 8 LM A i e b
P AT A 98 1 B 8% WL UPRmt ) 8 AL I8 R 15 5.
S IET, 2R v 1t SRR T 43 M 3 o 2 i
KRR EEE ™ R, BEE BRI A R ki
I M AU TT BE S TR T UPRmt A28 ki 4k (1 Wl 7] 76
PE 50T

AMPK & — P A0 i JR USRS, AT iE I 4H
P ATP /KPR 502 3h P s P B T s o
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AMPK PP f il B PRI B 2 i R
. BFFLFRM, 100~600 pmol/L ] 4h 5 H,0, i i
ERK1/2 /r § AMPK H Thr172 5% 3t 8 i2 14, M
ifi#E AMPK™ . th4h, Dong % P sk, 7E H,0,
W FE AR (0~0.1 mmol/L) I, AMPK 1] 4 4 46 i &
HA S0 S- BRBEH IR EGE s M2, 7E H,0,
W 5 (1~5 mmol/L) i, AMPK ] DLl IS AMP
WA NS 5 EAERNE, fhTE &I
R H,0, K [A) 4b P 22 5: 30 AMPK 5 (3 A IR
> o NBRIERIT FESCRE T Bl Figh R, /Y
AMPK-o W3 Py Cys130 Fll Cys174 )AL T LLIE S
AMPK [fJ5REE, M BH B i s s ik e 1k B
CL Wil SRR B, 3% PR 50 mT LX) 3 75 AMPK
.

SIRTS s — /™ Ak H iy I LR ST 110 M 1t fie JBt e 2
TR (NADY) Rt 2 2 WEEE 5 . 4 E BEAL
2 Zf i, NAD'/NADH 3 hin, i i ¥ 7% SIRT1 FI
SIRT3™, SIRT1 A1 SIRT3 {£ N AMPK ] 3 2 T Jif
DR P9, mT LA AN X T AR R A R i P
fif 713220 J5, Wi ti s F N 25 % UL+ SIRT1 A1
SIRT3 3% P4 3 i ' SR, - % WL SIRT1MY 1
SIRT3!* (11 2 I B - o 2 A 0% 1 3 K 1 BARARG i
JIVNGR AT B 3% 2 E B UL ¥ AMPK., SIRT17Y 1
SIRT3!"",

CAWTFER, S T A4 SIRT fig
P Nasrin 5 "%V #8 C2C12 WAL & B, AMIE
% H,0, fil % 7 INK1 5 SIRT1 f#H H.AE I : INKI1
7£ Ser27. Serd47 1 Thr530 %% 3% L #% /2 1L SIRTI,
X LERERE A SRS I T SIRT1 (NG L 345 S i fir
P MAZ R B R R . M, AL N AT LLIE
it 75 3 microRNA 1] 52 15 >k #10 fil] SIRT1 H #% 5% .
Baker 25 ' 423 M 1% H,0, 3@ it PI3Ka i 5 miR-
34a [J3RIE, 1M miR-34a 7] LL45 4 SIRT1 mRNA )
3'UTR Jf 1l SIRT1 £k, A W 58 1E 52, miR-
3da fERELH AP RIESE I ", LW RS R
7 1 SIRT1 #3232 i i WL sk 16 3 L o BRI
SIRT1 5 AMPK AL, 952 2134 S 0 ) 7

SIRT1 ] 1E i % UPRmt £ S5 % . BF 97 % 7,
78 NAD" w] 348 i 0o W % 5l [ /) R % UL SIRT
(RE I, FE(EE HSP60. HSP70 il CLPP ik 1,
Mouchiroud %5 "7 78 JFE AR /N 5T 4 o o % B SIRT1
1 %1515 5 HSP60 F1 CLPP ik Tt 5 th4h, SIRTI
it IR @ UPRmt 2K T 28t iy o 75 B A2
SIRT1 [ — AN B 21 Yy A8 2 & 4 WA A0

PGC-la, AW PGC-10-ATF5 %1% 1) UPRmt
AN FONRER ", X R MEH, EE
A A 5 ) AMPKUSIRT 3 1% 7] B8 76 12 ) i 5
UPRmt & JA A1 S AE H

SIRT1 0] iF /) 5 2k ik B Wk o 7E N St 4
HHfr, SIRTI BYZRIEVHFR 1 MR e 75 5 1) Sk 4
W U, SIRT1 i Al @it 25 4L #% FOXO03a,
T 305 26 4 B 3 22 A SR e e 78 T e 3
2 E A, SIRTL @ it % 2 W 4k FOXO03 5 3
BNIP3 1 LC3 /SRR E T, ke 2 A ik
SEAR % I 2R AR B R 5 U Bk Ak, SIRTI i
Z: 5 7 #3175 5 11 PINK1/Parkin /i 5 1) 26 Fi 44
H b, M BGIE S N B gEE M DL R
LR, SIRT1/FOXO3a /i 5 14k ki fh H ik 2
5HiE¥. RA KA UA) o fel s Bl
NAD®. SIRT1 1 ATP [fj7k~F ", /5 23~24 H ik
/IN BRCE B JULRR P T 40 PR ) R AR R, AT
N EEEhRE S M AR ALE FER K/ R A
o, SIRT1 job Rk w] DAJE i i il UL PR) 25 4 225 [ 1 36
SRR LA B U f R HEDN, SIRT1 A Ag i@
A LR W B 1E 3 2 LS
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