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gdenr A ILE AP B is sl BeE8ON

HoE HRRAN HIRAe

HE 60 % UL E AT E R 2412, 48R 60 5 K UL AT
TS AN 2018 411 9.62 4238 I 51 2050 4119 20 244, A A2
WAL BB ER IR A S DA ERT, T R
HURBLRE A T G i R 1% 38 F IR & M . it 5
BN Y AR O S S DR A BHAHLRE M TR T B s T4k &
PETE HHIEEAR A R G, RIIL, SRl it bk o
Yk EMETEER KA, B EENIRRE A28 X,
U AR5 e f K A 20 (24 AR TR 11 40% ) , W RS HLIA IR
HHLREA LA RASE N BB BERE M ANIEES , 1S
5T Mg 8 b ST AR DU A TR A TR S 2
PR BT RE X R A AR AL W DhRE A 2 W, iT4F
b QI I R NI e P BTl =i e X C A ek 2
PERER M E LR (RIS, B SRR AT RE ) RT3k Sk % 1
W ELE, s it m AR AT R FE, v
FMEE A B B R RLRZ5 4 S IR AL . (RZoRL A an fa
Z 5B HN B I B A BREE R 200, B AT i G
FEW . B, A SO 38 R N AN BT R | R G A
T B WE L i s Lo AR S5 4 5 D BB A A S AL, LA
Rz sfixt A B B LSRR I SO0 o 0K IR AT
LR S BN R B, S 28 B i 8l
SEPLfR R i AL R AR

1 PSR XELSERANEL

B R RS S ThRE & kA 2 R
b, anghiiA & 5 244 e iy 2R IR R AL RE ) TR (kiR
Bra R T AR BRI B W RE T 055 . mtDNA 52451 2 ki
B RS2 PAE
1.1 EEE PRS2 AL

S WLZEARL, B B LA R 55 P A~ S (AR JULHEE
T £k i 1A (subsarcolemmal mitochondria, SSM, 5 AL & 19
20% ) FILET 2 7] £ B A4 (interfibrillar mitochondria, IFM, i
MY 80%) P, BT EA ANF ML S5ThaE, 45, SSM

PRI T SR R 1T TFM A0 32 2 2 AR sl thy 2R IR TR
G IR L, 5 SSMAHH, IFM R 3L H B = 1)l ADP
5 WFNRE T, I FLGE Ca™ By 32 7 S5t , T SSM IR 88
B A 1 B

HRRIE R SRR ZE R AT B A 2R AR k. TR
FHH AR B A WL % B ek /D, 2 B DNA & i N
R, JF ., AR BB ISR B I A28 R ot =3 v Ak ™
GRS 3 A NERIY X3 iy N7 SI U D 0 N> T N R R N 7
EHNE L P U A E AR, SSMA Ak 3 22 1) B
WG48 (reactive oxygen species,ROS ), I H. /324 5 [ e 1
% T IFM W EE G AT b A i P LB 2 i, 3m
T RE AR R R A T DN R R M ST A FT RE
1.2 B RINERARRL G 5 2 R A
121 R LR E—FP sl gs , LT AW
e AR AR, SRR LG AR TR R LR
WIE R DR ZERET . AR R M, &4 N BB LR AR A
HOF, IF AN ] B (g 05, T i R R R D BB, 3%
WL Al 15 AR Al
122 A FHL LD A& Yo 2 R4 S1 B (outer mito-
chondrial membrane,OMM) JF 1 , 4R J5 +& £ i A4 N S (inner
mitochondrial membrane, IMM) ] il &%, kiK1 il & 75
LR EE [ ZORLUR AR B 1T 1 AN 2 (mitofusin, Mfn) DL
P FEHEE M 1 (optic atrophy 1,0PA1) . FLsh¥+ , M
A {2 3F OMM FY it 4 , T OPAT NI 1 IMM (9 45, Mfn
o OPAL MBI JNG T B 7 Befb . bR AR N S i
AHIL, ARG 2L, NI A2/ INE e Bk B FIBRAR 11
2RI, ZRokr AR AR I 5 8 9 A O 26 1 1 (dynamin-relat-
ed proteinl, DRP1) FIZk ki (A 2445 25 17 1 (fission protein 1,
Fisl) , JLA[ {2 3E OMM (173 3¢, B & LRI . BFFR R,
SRR ST LL & AF 8 W) Fisl FIEREAIR, T Mfnl 1 Mfn2
IOV 5835 T i B L Al AR P R R Rl KT B
YR RS (9855 AR T 2 R ARG B , 51t iz 14k
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RARIIFRR R BB BRI T RE AR

1.3 ZFEE IR SRR T FEAIL

131 RIVEA BHICE R b LR A A R fh e
1B B REAR, SR A i SR AU DA RGeS I A R
FBBEAT - P BERmT F R [RIR, 2AE RSB #E LR
LA ATP fe K 7= A R A B RRAS T 1 ATP 7= A R Al
SIEARY, IF H IS LA e R IR L. I6Ah, B AE
HELZRARL A BE L, R URE IS . XS R AR
W B AR B R ORI AL RE I AR

132 S FHLail - b AL B A B B S A y SR E
F 1o (peroxidosome proliferator activates receptor gamma
coactivator 1,aPGC-1a) & FELR AR E AL fE 71 1Y £ EJE Y
K PGC-1o AT ILI00E Z2 i s 5 1, Qi i [+ 1 Fn 2
(nuclear respiratory factor-1/2,NRF-1/2) . PPARy FIMfi i ZAH
JeZ K (estrogen related receptor,ERR ) , 3% Bt [ F-#f X £k ki
WASLRE S AT SR, AR, Bk L PGC-1a ik
SAEWS AR OC , B AE WG 1 S W B UL PGC- 1o KRB 25 T
KM M, AN R BRIl 2238 PGC- Lo I W] ZZ AR RLIA
TIREREAT™, H UL, Z 4B WL bR A AL RE ) 1 B
PGC-1a 3Kk FREA K.

BEAN, BT B2 1 b &5 11 3 (adenosine monophosphate
activated protein kinase, AMPK) . 4 Bk ¢ if 92 04 — 4% 1 IR
(nicotinamide adenine dinucleotide, NAD") LA Az 1T 2R Az fic 754
{5 B VAT [E VR 1 (silent mating type information regula-
tion 2 homolog 1, SIRT1) WX B NIL kAR ILAE T B AT
FEEPAEMER . AMPK A3 IIE B ML SRL AR B & i, 3
SRR AREALRE S . AMPK AT fiEiE PGC-10 2 I B ER 1L
VI K2 4Tk AE , 3405 PGC-1o 25, NTAE HEZbr AR B
R LR AR ALRE 1o LA AR A N E S LNAD 3
K E AR LR E L RE 7 g5 ™, i SIRT1 0 AT 38 i
22 CTEAL PGC- 1o AT 58 J P8, L n] B4 NAD K35, i
Al 5] AMPK 306 , IS5 B 5 MR B Ak RE )

KRR, A E B PGC-10 X NAD V&M 5 3% 15
R ] 5| R b (A ST B T R AIK 1T AMPK 1 SIRT1 7K -1
MR BRI S . [, AMPK SIRT1,PGC-1a.
NAD #1251 AP E BN A A AL RE 1 TR
14 ZFEE RS LB
141 IO LRAAEROS I FERIE, 2 5 EFHIIEL
FhASRTHBEAII T . AEIE R , ROS AIGE 2 2R 51k
RS (MAPK) , 76 AUGIE SR A5 515 R i 1E 6 A= i
S REEZAEM . i ACE 1 ROS AT 4135 mtDNA 2
FTTFIRR T, R A MR T, HE5 S LoRi AR U 4473 T Th g
AT, WFRERI], AR NS B LKL ROS 7™ A 1
Z AL R EOKCE S, 945 % B35 UL mtDNA , 5 3 4ok ik
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VIRekmas, Ah , AR E B LR 1A ROS 77 A= B id v]
$2 52 W £ kL (R HL T 1% 3 BE (mitochondrial electron tran
sport chain, ETC)#R4 1Y ATP 15 Wil , A0 ATP 2E 1,
— RN AT RE

1.4.2 43 FHL 515 ROS THi (W R A 250, Ko b4 ik
ity GRS AL VB AL 2ok 4 T UG FN A DG Bt LA i ) 0
PEREALS | 0 A MBS AL AR TR S, 2 S B ROS 7 AR 3
SR S e L I VAN R =g T N i R = e
TRER 415 P T AR, T e AN R R s AL U o 3R
K J0D AT R B AT A DG 19 GRS AL 3 AT g B, 3
SRECKLIRRE AR X LB R BRI L R BT
FARBERE HEFEAG, i ROS KT8, WIS ECE - #8 Lk
AR AR LA T I RERREAS

1.5 BAEEEIZORIR FvgRE ) R

151 RIVEA BRI BE A A A BB AR A S K
TSN, MR [ WX 558 LR 9 1 AT S EAE
FORTSE ok A WiV B A IR AR R AR S W SR AR 11, TV
RGBS 403 I B 15, R AR IE T RE . WF
FERM BB L R TP bR B ERE )20 R, A
KEE LA EAR &Y p62 /K- . LC3- 11 5 LC3- 1 HfET
1=, BEBHZRRL R B W RE 10855 (A W R p62 . LC3- T 239
R )10, DT S SR T REAZ 401, I Bif o A7 5% () 15 i o
o AHh, N AR UK AR RE TG BEAF3 1 B TS -
1.5.2 Sy TRl 2B EE R AR A WERE N T R A A
45 [ (autophagy-related protein, Atg) ik H K, WFRFE
B, 2 A R BRI /N BB B UL Acg3 L AtgS T Atgl12 23K I
AL Atg7 AR AT UM KRR T L) K ROS
ASE . IF H., AtgS FEDRIER AL AT S0 BB ILZA A 2 4 2
BT RR . sk, th T BT ZEE BRI E R |, B 4
B % LR H W BE ) T RS 1 R AR S IR 1 2 (yso-
somal- associated membraneprotein 2, Lamp2) 75 ¥4 A A3
ORI BFFE R, AR K LR s LI A fs P g T AR [
I V7% Tt A Ty BE 32 481, Lamp?2 1 PR B AIG , B B L H ERE ) T
R TR 1 A DG B 1) T Tl A A DG 2R 1 Rk T
B WS AL A P B SRR 55 S 2R Th AR B,
B, & AF B LRI [ ERE 109 T B 5 Atg LA K Lamp2
FIRW A K

1.6 ZHEHILmtDNA 324

1.6.1 RIUEALRASIA A O ZRLA DNA(mtDNA),
PR/ 16.6 kb IFRARAT Tt FERRARI & BT
TR 5 SR AT R 20 Wr [V A, TRt mtDNA 1) 56 48
PER & B X AERR I I ZRLA G RE ) G, R,
BHNEAL RS mDNA B HEEY LR, HiIElbil 2
H, mtDNA S84 210, TS F03Z 4501 19 mtDNA BHT LR
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MR mtDNA 5838k RIS BURE J1 AR BEAh,
H I BRI AT 5 3 mtDNA & 5 T RE. WFkm], 5
FERRR (6L, BEKE (2747 )& # Il mtDNA
TRFEAR T 20%—40%", [lINF, TR0 AP ) mtDNA 7] f.
EV LG e X EEEARF UL mtDNA 58 AR RN R
IR S E B RS R TR AR &
1.6.2 43 FHLH  Z4AE L mtDNA SZ 45 B 5 ROS 11
FRAR YA . 1B K F 59 ROS 7] X DNA 7= A% i 5
DNA RASFHH FEHIGE, E# M E bl fip BETC H7=4:
FJROSH Z , 1Ml mtDNA JE# % ETCM, F L7 5) 52 B K it
BrAz ROS Yeili®, Ibah , NIl T 4% DNA A 4028 11 i il £
P R R mtDNA XF ROS (B AHIAE Sy 5220, BRIIL, i 35
PLLA R ZERI BRI 1 ROS M 5155 ' mtDNA 2875 , il SR H:
SEAEE , [R5 3 mtDNA &I RE J7 , I BRAR SR A G il
AL, Z W mDNA 75 & A9 ZR k74 2 B IR A S AT 3: 3 ROS 7=
ARSI, E— A A A B R LR ARG BLRR T -

1.7 BB HINZRIAE A s 2

171 FIE R LR (TR ASTR 1 R LR A% P 11
FENL KO G LA R i e R . B TR R AR A
1) 55 52 4 T 4 R e (A R S A AR . B
AT RR D, o TR A Z A5 8 (1 A R LR 15
JREL R B, NI S 80E B LR R R B B R B
R SR SORLRTIRE . ILAb, MZR AT REREILS , ROS LA
R AR e )=y (B vl AR e ) 2B 3 £, D
VR E B VAL NI L K S | i — B E R T RE
I SRR [ TR A X AR R AR T AT B0 S

172 SR SR IR (1 5 R 5 =2 40 8 11 i i vt
HEFRLRPL AR E A RS A HEEH . AR R, N B ILE
Ak i Fi P mRNA G55 B LA & AR IR T B B R 1 21,
I H, BE ARG, NRRL AR TR T A& 1 (R 5L
L) DL AR AB b ™, 5 SO R AE 52 32 45 R 1
HBE ST [, I TTTRIE IR 2 s A2 1 TR 252,

UEAh, FR 2R AR ) B At 5 | 2 ) (1L R DRl 55 R I R ok
WEARRENRE . geRrLRbiihE A kSR KR FERE
Mt AR . YT REZE AL A LR A TC IR 2 08 1 ATP SJe [m] i
T A AR S A A2 2 A B L R SR B At e D] 25
il SR A AR (1B 5 SZ AR 155 ), 20 A AR sk Al A
(A ) T T 2PRE 2 R A RE ), I
IR R U B, B L A R b, Sk A
ZHE AR ARG Z IR AR N R IR T 26
RLREE I BRRAS , AT | e (A RE R L -

1.8 SRifARgh i S IREERELAL AR L1

LRSS 5 T RE SR AL AT e R R L AL . BFgE R

B, mtDNA 78728/ B AL B R TL RE T RE AP, m] S B0 5 L

MR T R A . SRR Sl T 2 LU R A BRI
AN AT 5 A LR R B I B, SOk b |
SEALRE T RRAR K 1 phy B 7™ 00 2 2 i 2x 5 R DL 4 S5 LG
1, I e S BN AE , RN EAE NPT ™, I LD
SERIIR RSz — o WL B R ) e A e A id 7
T BT AR I R, SRR T RE IE 5 75 R
WLEAL R 2N ER

PR, kA B AR AT 2, e T2 A 3
KA A A B LAOR AR S AL RE T A A W RE T (9 T Rl i
HEARA AR, HoA o — B2 2 ATl mtDNA DL 2k
KA 1 BURAS SZ A5, IS Sk A5 B, S 2k A )
AE, E— R 2RI A AL BE I R A WERE 9 R I . EAt,
SERTRE DI RE , ZOR AR 25250 B R AF X — A
R oA ERIIREm— R IR, MARARS S
S B AN AT (2 PSR AR S R s, AT [ LR A T RE
Lo DR, 2R A 1 25 s IS A0 B AR A VR, A
5 LR ACRE (A AL

2 EHNEESRNENEEN SN ERRN
21 BRI E R LR AR S AR

LA R 1 24 T BB LR R R FE A F T
REMEE ZEILAE . B HE LS Al ad i v o A il B 1 iy 2448
W P ECZ LR BE B R, T 5| i kA T BE
(G TP Kt A s 4[5 TR LN e S EAR ORI (T
PRAZLRARLAR B IEH HRED, WF 98 KB ZAE ST T 6 A
B, BRI K Fis] FIMfn 1 ZEIRHE038 I, dkifAsh
RERETREY I HL, AR NPT 12 A B35 , B i Lok
1A Mfnl \Mfn2 Fl Fis1 22 kL8 i, 2o ki A Th e g sm e i
Hb AT H S B B S L M B LR BT = K1
Mfn2 Fl Drp1™, [ ., 2 sl 1o i 375 & 47 5 8% WLk 4
Fisl I Mfnl 2R3k , [R]IHERZR AR & 5244 RE ), il HA
S A S T s, R 2 AR B B LR R TR
2.2 B R IR A LR

HHE A AR b 2R AR S AL RE 1 BB RAIR 8 T
SR AR PR AL RE ST . B R, G LB s AT i
AR R R PIRLE A NPV B LR PGC-1a 323K, 35
R AREALRE T . I H A REEE B LZR 7R NRF-1
Feik s, LR ZOR IR AL RE A5 24 S BRI SR
AIHERR LA B R ISR RE T o PSRRI AR T ik
UG , B R IR A PGC-1a 2235 B 2T I
H, 6™ APHIIZIG , 32 E A0S 2ok R D RE AL A 2t
O, R ULIA A A0S S RTBA I ZR#ER AT 2 PGC-1a
FEik, NIMTIG 58 A B i LR IR A L Ak RE T

Ab 38 338 ] 18 2 3JF AMPK  SIRT1 235, M50
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R RAALRE . WFITRI, A A T R B AR R A
JEH R LR AR 1 AMPK 35, B4 KR T 6 il A R
EBEE BRI RAA p- AMPK KV 8 % T, 2L RE
RFNIEEE I B, FA2 3hik n B4R AR sh) gk ik
KR SIRT1™ LA J NAD' 6351, AT 1 i 2 s (4 A AL g
R IE , 3k 6 o4l 22 W, 342 3l 7T 3 {2 i PGC- 1a.. AMPK,
SIRT1 55 NAD ik , MY 5t AP B LR (A 4 Ak g
2.3 B B LR AR S A

HE B R P R A ROS P2 3 £ 1k Y ROS
A5 S mtDNA 2875, Jf40 3 Lo (R 25 (R Z5 4 , 75 2Rk ik
IHRERERG . T3z B R LR R S A I i T ek
FHo WFFTET, M — 2 I )R BE A — vk iz 20 A S
PEA G2 8, AT AR E AR R B LKA ROS 7228, 515
SLRBLARNG T K R A DNA B S AR50, (B AL A
A8 Bl [l R T AR B LR R BT AL RE T, B 1k
SR TR NN AR GRS he <33 I 2Rt ) = A SN =19
Fp e e A A R T DA S AR B bt SR T RE T o 3 e it 4k
il (1 AL SRS ) b3, bah, B4R ANk T 8 A AR
B G, B IR BT AL BE Ty G 5R DY, I H 2R R A AL
ROKE R RS ik Sl 2R B A 46Uia shil i fie ik 4 B
SRR ARG 2 2k | AT SR LA S Ak RE T, B
1EZRLAR 05
24 ZEER B R INZORIR B ERE

HHENE L AR ok [ ERE 1S . TG 4A6E Bl
AIESRE AR LR PR A RE ™, BRI, A AR
Ji L AN AR B R 1A ATG7 #1 Beclin-1
FEIRIEER , Lamp2 /K P10 ZeokiiA [ W fe S s, o,
BB YN L% 245 B g LSRR A W e AT AR . B
LR, BN BRI GG , B # Lk i LC3- T 5
LC3- T HfEFRAR™, Zeokifh B WERE o302 KT 6
JATEHINLRSG , B8 LR IR p62 ik LA K LC3- 1T 15 LC3-
I B AR At #B A AR, Beclin- 1, ATG7 il Lamp?2 2% ik 3 i,
I, iz Z ] AR i [ WEAH DG 11 (Beclin-1,ATG . Lamp2
S IR, T 24T Bk L2k A )
2.5 BEEEAAE R UL mDNA 5245

H L AL FE P mDNA SERPE AR , I H mtDNA
Ermg /b, NI P BCE A B B LR A R RE T FEIK . 112
AT S AR B IUmtDNA L 18 30 B4R B R L AT
SAALRE T B B WERE 1 R R, A7 ATk 4 ROS 175 1) mtD-
NA ZZ451, [R]RIN 3 32 45 mtDNA B35 AT 45 T mtDNA
HISEReb: 3R T AR BRI R A S R S . ISR,
iz Bl A R0 AR /N BB B UL meDNA 75 i, 34 5 2ok 1K oh
RES, 4R R & BURE 77, 38 40 K R i LG A
Hk ™ X B T2 S AR L mtDNA HLAT 58 25 11 2l
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BN o
2.6 BIINCE B RRINGRARE RS

BEws) P (i = 19| E2 TR N A B DN NN S G RS Gl
TR A R RS2 0 L T BE R B T o B R IILER
AR AZ R R A0 T B TR Bl s Lok A A W SE . XN R
FIRIFSE A, R AR A Ui S e b B ik 2R iR R
JRASAS A IR Y 2 B iz 2l ] I 2 el A R R
BRI i

AN, 328 Bl AT 3 5 9/ A2 A5 AR BT AR NN
MR TR . X AR FR I, LRR ETC iS4
> T AL 2 ) (advanced glycation end products,
AGEs) FHE AL B 2 (AT AP, DT I/ 32 45 2 11 BT Ay 7
Az FEH L AZ B AT I R R LR AR S RE T, DA ik A
B VI W 1L = T NG AR D s O ES | A e I B P e
SRERRLIR A WERE T LA R PTAAARRE ST s ZR AR Z R 1Y
TR, IR SRR SZ B AR A AR AT 2B UL s
W RS .

25 ik 38 2yl i o AT R LRI Rl A
Ar BRI SALRE ) AR S LR IARBL AL R T SRR
1A B WERE T U mDNA SZ 45 LA S AR Eobi AR AR
AT B35 2 A B L AR 25 4 S T BB () 3L, B R T 47
B VUEFEIE R DR, Wbk k2 k.

3 N

AU RSP e U el e X f AN S
HRIEAA 280 Lobifhml & 5 208 KAy AR5 B
EALRE FTRRAR 52 B LR DNA 8 2 20 hr (A S AL 30 15 184
i ER AR F AR )R B LD R ki A I RS A2 . T
Bl Al SRR S50 S R ZE L . 18 dhiE
HELRRLUR LG 5 540 Wi PR ARG LR B A RE ) B 2k
i AR DNA K- I 15 B 32 5t DNA 2 7 2ok (bt S 1L AE
INSRARLR B WERE T LA AEFRE R RS, AT el ek A
S5k 5T REZE AL, BT B AR B R LI RE , SRk LA .
X IE R B AR AR TE B L A B T AR
FH 32 Sl e 2R AR D e I I 48 22BN LU 2 G 30
B, N EIE B U (i HE A N R AL 1) — R AT
B BTz shZmert AR sl 5e AR
ROR X TFE R TP A5
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