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PRI, H it S e B kg I it SIS i o A R
GERY IO A I BRIEAEAR S, 5 H L fE R
T2 COPD WL I K iE 2 — , ik 4R, RAE Ak
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R WU FIRILI 37T B 55 LT 45 288 28 g2
5 LIS B AT, S0l LA St s /b , S 20 3 g
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Wk A 1 5 Sl B, o) A B LI i g HAy
B R, COPD & & Bk WLZ R AR 15140
F BRIy B AR AR A > IR B
AT P R I 32 460 L 3 M AR AR B N A ORI e
FANML I T SRR 3 5 i S L AE S A
ARSI BE , 3 BB B LS 46 A ) T ™, {HZk
LA an ey 5 1 LD RE R A%, LA K DA 4
o A S 32 45 E LY I ZEVE AL B i T
I8 . ASHIEST B IR COPD B85 WL RE B 1 1) 25
RARBUAE  COPD 8 3515 8 LD e 5 A 1 2ok 14 43
Ve FRLTRI DL B2z sl I 506 COPD - % LZ AL
PRI TR AESE MR, 5 A 2 — 25 WYt 2R (AR B
WLZDRE BI85 &R, M4k COPD ‘& 8% L) BE B i )
BHRE T F RS %

1 COPD B #ALIEEFERF R &AL L 22

LRI 3 B COPD 8% L) B B A5 1 40 it 2%
Z—, Z 558 NT6e ACH MR . Lok
KRB IE B B EROE T AR, 75 B Lohi ik A w2k
R ENESE Y A o IR =W o S o [ N ) A
W5 R LK B S BN AR T BE G . COPD
e gl e R RN BRSNS A NS e
AW R A TCTE A RO R RE AR R AL
AR X SR b 25 5 B LLE D) BE
L1 SR AP G2 1%

SORL AR W 55 AE LR IE B D BE s 17 i FE rh
RAFGEAEN 40 5 4 o g 5w B A % U)K
R, R R e AR R B 0 AR s 2 R BRI R A
LORLANT W B B A2 T B L 5 A A AR A, )
FHHL AR A, 8 A B R 1k ™ 2B B e A%
— MR (adenosine—triphosphate , ATP) , [F] B+ B, {& 4
PR ROSHY, A RFSE R, COPD J8 3 B UL AL
WEART (I VD, KPR S BB ISR AN
W% 22 5112, COPD 4= ER1B 1 (global initiative for
chronic obstructive lung disease, GOLD) B/~ ,3/4 2%
COPD (& BB LA YRR S 51 1 Fak W] b
I ARAE 2 SR A B B AR LA ARSI

SR RN S b LS AR A (L I CTIREN
A & AE 1 AR N IR IS ROS P2 AR Rl — 7
i1, COPD 4 ATPAE U 2, - H L ATP e K™
I BE RS N L FEGS S S R S —
J5 T, N COPD A3 1 i UL 23 B 9 96 J ROS
AHSET= W5 | A SR N U, 1 A ) i A, 4k
MR B B LAE Mo . AR SE R W, Zohr (A4t
Y5 7E B 22 5 i (GOLD 2~4 2% ) COPD % H- L

g A ELARBE B 00 S AR 3, B R LR IR 35 45
A RETE COPD B35 Hh M FF S A7 16, S BE WL AE
R it B B BA W, 3 7 AR K 1 9 ROS TN 2 52 0
PR RL ARSI, COPD BB i % L4k
PARNT W 4 A7 45, W] BB 23 5 | RS PN R A 2 A FN RE B ik 25
ASIE i R LI % A BTG sh 2506L .
1.2 Zebifk A g

SRR R T 2R R T R S R S B
% e P b T B 2 A B R, L A - A I A
G A LR AR A ok iR B ] LG R
B WL A 52 28 ki A ROS F1ZE K7 /& DNA (mitochondrial
DNA, mtDNA ) 2 I 5 25 452 475 (i 51 362 98 JiE 1 441 i
T4 o PG, 3 T PR A2 P 2R A2 2 0 2L
7 SRR A W T A T A A AR A
2R A WIS YIHE COPD f 355 5 L ok BE Vs
GUO ZF" & 3 COPD 84 5 #% WLz Z A FN A2 44
ISR [ WA L R R B, Z RN S 1
ORI [ AR G H BT B s SRR W AT
fETLE . LEERMAKERS %1% % 31 COPD i 3% 5 #%
WLrh 3z AR 2 b A A W AR DG 1Y E3 92 R e il
Parkin & K Fl 2 i 338 K P88, 5 FEV, % Tit
DUAE 52 67 AH DG OC &R , 703595 ™ H % B B /55 1) COPD
HENIP A E I . Ak, A RFFE R COPD
B ZUE A WS S D, S EERR ROS
T B LA 25 440 A S I X s WL
A0 TR, COPD £ 35 8 L v 2R A4 ) g 7K O
A BUAR S K A AR  i T) E R - LA A G
BARAKER 5T 2 BRE AR 1 WK SF- T, (L Zok
A B WK SF-AE COPD B85 L H B 8 U1 AR FR 155 B it A
G — 1 .
1.3 Zehifkr ok ko

Sobr AR A W e A R R AR T ) 2 A B
i B I 2R AR AR U B &, {H X — 2 B4 COPD f&
HHEE WL R A2 B30 H . REMELS %217
COPD fE 3 B AMIM AL A4 A 9 K A M DG TR 7 1) 2
PR 2 38 B b a2, 25 T R AR OB A 26 & A= 1 3K
3177, 2B COPD B H H R ML P Zb fA & i R R,
W5 R, COPD £ 35 I AIMI LR i 1A 28 i A i
PEFR R IR A TG P A S R AT, 4R 7R ok (A o 1
TR 2 A S N PR AN ] E S S B COoPD
B E B RE RS DL SGZ shie S TR, ZHANG
IR e B, COPD f8 35 b 1R 25 3 REAIOR B 42
SR R R T S LA &, IRULIA & COPD &
BHERRARAE Y A E N E . RRA Y &

403



FREE 2 2024 4F 534 % 55 4 1)

A DD i 2 e LA AL RE T, B i WL & A2 3
AALFEE 2 m , PR S RE T TR, I,
COPD £ 5 H 8% LDy BE B 05 7] 58 5 B % WLZ AR (AR AR
Y R s D Sk R R BRI B BTG, ok R I
TIRESZ A 2% .
2 COPD £2& B ERALThAERRE S A & Rk IR
H1ERHLE

BB WLTh Re 4k 35 5 LR R IAGE 17 S VA O , 2Rk
25 E s NUE A R 5 BE R UL S S
R LRI RE S T ECE B LD RERE S, HE
YEFIBLE T 8 5 58 e % LR e om0 B % ILAE B
AT B 34T TH A K
2.1 B S R

B LT RE 5 LD B S IE A S R, o i ),
¥ il LT AR . A ESE & B, COPD B4 4
fife AU 1 i, B LR B AR R, S B RS UL
L1 Y s g DT SRR R B o o A o A A%
MR OR RS Y RN (R VTP G o € & D Y 1187
JnE- s LR . 2k A W RE A5 1 COPD ‘B #% AL
A TR . SRR 1w Y R 5 i) B 45405 A
B LS 4 7 AR AR OGOk A W R A
it , PTEN 5 5 19 € 25 11 0§ 1 (PTEN-induced
kinase 1, PINK1) [# % 2| 4} J5 Jf- 3 5% Parkin, Parkin
SEAE SRR IR A B 2 MR, T B S Ik iR
FIHUE HH G 3 11 T 88 3 (light chain 3, 1.C3) 2 17
T B [ AR oy, ke e MEARRNTY S 7 COPD &
FHrh ORIIAR I MERS I S B PINK ] Parkin A1 LC3 7K
SR T (R AR AN 3R B B A6 B L R A G B
% M Parkin U8 /0 , 278 COPD 8% L rp & ki 1A [ W
SEHEO XA A SR S 2 PINK 1 7EZp R S
FoE Z )5, TOER 510 2 5t Parkin; Parkin A 2
ST B3 12 B R, 52 AP IR 1Y
Z R F WA AR R AR A Yy R, e &
SECA WEARTCIE 5 RHARIE B [ v R BHAS 8
A (R 3R 0], 5 | 7S A2 0 b AR fl M AR 2020 95k
RN NS WA N A 71 5 YA NI i
A5 W B B WL A R b B B L &
R, A WS R, Parkin AN 23 BUAR 4oREAA [ 7K
-, BRSO R AN W 4 5 AR TR T 36k 0 L
NS FRFE 2L 1 (muscle RING—finger protein—1,
MuRF-1)4"5 89 LER 2 11 # 4% (myosin heavy chain,
MHC) FEff , 5| B3 L2452

LR RVE N E R A BB T 2 — H
bR 17 7 B0 AL R G R AU AL R e O ARy
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T AV, 175 T R AT 375 P 5% 78 5 mtDNA 2R
P, B R IL A K AR A A2 400 4 I RE Y
mtDNA BN Ry SR A A DG 3, 52 ) s (AT
W N E ROS 774, 155 COPD SR BB L2245
— 7 T, ROS 38 32 ¥ o H U Y 4% - -k B (nu-
clear factor—x B, NF—kB) % 53 A 7 1 X354 5% K7 O
(forkhead box O, FoxO) |- & WL A 25 45 & F (muscle
atrophy F-box protein, MAFbx/Atrogin1 ) il MuRF-1,
I8 192 3R 26 s 5 FEARE B COPD f 5 3 %
JULBE A% >+7, COPD £ 35 #% LI A 20 2L e 45 21
L BN BERR IS B (protein kinase B, PKB/Akt)/FoxO
PSR T AR S LM, FBONES A CH T 2 2
HEB RS SE . 53— J7TH , ROS iR 2 i LA ik
i PR LR B AN L 8 C (eyto chrome C, Cyt C)
P e—Jun 28 55 AR v /B bk B 40 B AR DG B 1 2
AHICHE 1 X/ R KR 2 1R & 11 ( Caspase—3)
PR AN A T AR LB & 1T COPD %
LA K Cyt CHEIN, S BCE B WU R+,

SZARAN R mtDNA F ROS 5 5 RAE SN,
1 COPD J8 35 B % L= 40 , 51 R L) T Rl
AR RN s %E%H*@ﬂ:%% o (tumor necro-
sis factor—o, TNF-a) 5 JJL ) B 740K K &, 7E COPD
BEE R R IR I F BN TR, TNF-a
AT RIS D TeB R o 0T 28 3 NF-wB 3 5, M7
VA MuRF1 #2852 2 - AR I LA
A3 TNF—o 38 0] LI p38—1i 43 24 2 I 7
AL B B 4%, 13 Foxod Bl Atroginl R ik
et B ILZESE . COPD A B ik LZki ik A
W, ROS 75 T S8 AL -5 miDNA G 51 A 24
Fe R e [FAE AT, S 20s % LA 5T o bk, fe 2%
SRR
2.2 WL K

COPD 875 B ¢ WL R 1A 235 B i /b AR A LR
Wy A e D REARGE 23 A LD A i /b, S 2 L
T RERERT i ST A 1 B A S 32 AR y
% [ ¥ (peroxisome proliferators—activated receptor -y
coactivator—1 alpha, PGC—1a) J& £ R AR A= ¥ K H /Y
F BT, A U R A A A% O B
P PGC~To g HX AL YA 5 19 2 48 RE Ik 20 240 it
T2, fE HE 8 BT A R 40 i 5 . BRAULT 45
BF5E 7R , PGC— 1o A5 5P 3R 3K 1] LU Foxo3 i #%
1753 Atrogin—1 Fll MuRF-1 %3k , #2758 PGC—1a 7] L)
308 3 00 A L2 A A O B DR 2 58, H - A% LB
i, FEB s, PGC-1a R VRS TR S B
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K KT -1 (insulin-like growth factor—1, IGF-1 ) I
THIILPA A A 26 Feak , SR i B LB KB, IGF-1
SE LR B T B A%, BE 8 38 1k Wi I Ik LI 3T
fif (phosphoinositide 3-kinase , PI3K) /Akt/ i 7L 5l 4
A2 E M E 1 (mammalian target of rapamycin,
mTOR ) 35 A2 14 -5 #% LR 11 55 1, 3] ROS 774
DUSRGT AR5 A, 306 mTOR/PGC-1a il
CIRDS:D) |2 Y TR L NG EL YR e A =12 % IR L il ol g |
E AR ALK AR HE ATP A%, DA B 8% L IE
Wi FEY . mTOR 2 328 (1 H B WU K 7, ik
o B A 2 1 B WLER 4 AR /N LA K™ HE L &
A RIRAIRGE I R I Lok AR A ) ke A T PGC-
Lo J2 HEAF AR 5 i PRI SRR D g |kt 00 & A=
B E LI RE B AT ) 2R 1R

COPD B E H B WL PCC-1a FIEFHAL , AL 2
WD B LA B, 8 2 02 UE A0 R T, DT Jin R B
BELZESE . P98 &2 PL, COPD & Bk L 52 PGC-
Lo FRSF PR T 10 IGF-1 KRR AIE , 53k PI3K/ Akt B
FR AL , 38 B mTOR/PGC—1a 23 , Fe 5200 15 %
WA BARET . 76 A AR BY COPD B EE B WLt A&
PIGF-1 3k T B, Boflt Ake B #2 £k 40 il I o 2>
PGC-1a ik, PCC—1a FYFEAL T3 Foxo3a 5 40 i A%
DNA (255 158 , i — 0B s U8 12 - Bim 25 1
/S 117 = o O e N1 A = -
2 SRR o7 B 0 T ()1 ) DR o
BV BRAK . PGC-1a F IR T E AL S PR
AP B) 42 52 B3R LR B . PGC—-1a RIS
PR AL B S R 12 B AZ PP PR 1/2 (nuclear
respiratory factor 1/2, Nrfl/2)if5 SRR =Y A A,
1M COPD &34 H BB & 1Y Nef2 2005 | 3 ki i/
W A 08 R S AR 5 18 T 5 3 R B UL e R
5, PGC—1Low S HAR G % 2 1 4 fin il COPD &
FH WU R OB B B LA B, 5 R B RS L
E 18

Bk T 2 5 IGF-1/Akt/mTOR & 12 4b , PGC-la
2 T R P B P [ adenosine 5 '~monophos-
phate (AMP) —activated protein kinase, AMPK | A T
e R, AMPK 8 080 DK A0 il PGC—1o 16 14 , 11T
FEAR R b R A & A 2 i i B LB &5 . AMPK/
PGC—1o 38 % GE A5 ol 748 5355 1 b A4 ) s, 349 in 4k
R AW e A YR/ Ao BE ) A O T, DA T e
W& LT 418 T 25 4, 30l B % LT & R 1k
Fh, AMPK BE % | 4 fif (8 3K 25 1 3k, FR i ROS 7™
A B TR AR R T R RN A, DT R B UL S R

FIINRES, BFSY &I, COPD 3% B 8% L AMPK/
PGC—1a 23 , B ROS /K- MLk AT g it 4E 1]
RGBT

mtDNA 1 ROS 2 P15 T 49 S & A, RAE A
T PRI PCC-1a 38, BRI AR A KA N
M5 B WU . AR5 & B, COPD J& & 5 #% L
"1 TNF-a mRNA FI& AN, TNF-o g %38 13
PPl IGF-1/Akt/mTOR 38 % , ] 82 B (K PGC-1a R
RAKOF, S BUER A A R I TR Zehi iR A ) &
A 5 L A T 2000) L TNF— o e BT LA 42 4100 7
PGC—1la fiE i NF-«B i i 7% 1k , 9D s UL oAb e Ji
(myogenic differentiation antigen , MyoD )mRNA ik,
SZM LA R s B 8% LS 467, MyoD BEAS I
TS LA B B i, NF-kB a] LU ] MyoD mRNA il
EHRE WA AR, coPD B #&
JBE S LN 7 4355S 19 COPD /)N BUHE I JUL A s 2 3R
NF-kB i 4 3475 11 B MyoD 2635 FEAK , 3278 5 8% L
21 it 5 ik

Zi B riR  PGC-1a VE N Lobi iR 2L 9 & Ay v
OHETF, 52 @A ER (2 EE g Ak, H
COPD B H F# L PCC-1a FiE K R S 84
AR T RE B4R FIEE 1 BB 2D, 5 252 i B % AL
JE AT RE
23 THEEIL e

BB E T da B, BN M 75 2 5 WA 7
MWL RlG i LS 2R G AR i R, e B AR 4
AL BEBR L 7= 42 ATP DL I RE B 75 R ™, 7
B R b, 5 BRI AR TR PR I A RE AR 5 1
WAEIhAE . AW A B, GORIAR 1 W R LA i
AYAGTY JCHE RS | B PINK 1 LA s R A [ el
SEOMEA /N BRI (C2C 12 41 ) TP LA0 i A
R E mRNA 7K R b i sl B s Lo sz 40707
A, ki iR F M REAL I8 /D ROS =4, 1 P A fk
it 1 ek S UL A0 4 e R v %) AR A 1 SRR O
-5 T 1%, fRIE 40 i S8 AL R AR S, COPD A&
FE RS AR A WK A B T (HATSAS 2 LA
TR Z LR, 3O 2B B AL L

PGC—1a 1 R G I A 1 A 1) S B T, B

SN 2 AR T AN, of AT LB S T R ILET 4 5% Ak

S T B WLEF 2, DA T B2 5 i % LB 9% 97 e .
COPD B HH#L AMPK/SIRT1/PGC—1o i B8 2215 ,
FEAR PGC— 1o B FH /K- 520 T BYILEF He ik /), 52
BB L S ABe o7 1R BR PGC-1abb, L iF
[A ¥ AMPK 1 SIRT1 s GE I 2F LT 2 2 7 1) e o
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A5 &I, ] AMPK Rk 23 FEAIR = 2 UM 45
‘Iﬁfgﬁﬁg(major histocompatibility complex, MHC ViR
FIKF, T AMPK 2 35 30 23 5 0 J 15 e iR R e — 4%
RN/ SIRT1 2R357, SIRT1 RS (2 i 11 AU LT
i) [ BIWLEF 5% 22 i B e 1 PGC—1a 5 L4
L 5 PR 2 28 1 S [ B0 2 S 1A Ry 5 R b 2
PR A5 515 S R0 S, o T Y LA 4 5 R ik Ay
5701, AMPK/SIRT1/PGC—1o 3 5 14 3 4> Jedi [H
HBAHE AL LLF 42 A 5 AL DL IE B iR L T AL LER
HE L0 A9 B COPD f& 75 B s WL rp LR AR A= 4 K A
KB PGC—1a S H: b PRI s i 1 AU WLEF 4 53
&, FECOPD & U 1 [

AORLIA ROS By 3G It g T wr s Lo fk . 1
A ZORLIR ROS RERS BTG NF-«B L 45 85 725 5
£ 1 S100B, MM 3475 NF-«xB/Ying Yang 1§l 7 7] I
I miR-133, FEAF IR D5 A4 A 7 PR &5 H B0E A
16(PR domain—containing 16, PRDM-16)FfR &,
HIEA L EE P RIR, WD UL IR B, 5 308
LA B 72 SR A e B I 4™ . A58 & B, COPD
A S100B 7K E T, $& 7 AT G A7 76 B UL 20 it 248 it
ARSI, (B X COPD A8 35 B 8 LR 52 e 47 5 14—
SRV v B 2R ROS i RE R IR b
A B H KK, 300E NF-«B i i 5| 2 MyoD £ ik
U5 A AL LD 1 7 e S o W | 2[R ) =
2 TESTELMANS %558 5% % 3 NF-«B (18
I ] 2L COPD & & B #ILrh MyoD FIKFEA, 52
I BUPLEF 434k, 32 VL BTIE 97 PR R

g5 b SR I ZORLR AW TG 1Y SOk R A )
K HE R PGC— Lo SOAH G % FNEE B SRR ROS
B3 = 51 V| R o A 7 o (A 8
B RECE U G D 4 s 2 A 1 R L4 L
[N O o= <3 1= e = N e A N £ - )
COPDRZSTT , S A I O 5 i LI il , HLH A6
RTHER HAERE S b S0, AT 51 6 L2 e P
15 o ZRALAR ROS A hy S 10 7 385 1 3 Bk T ke G Bt
YER, S80S S ZohiiRm 1 LR A4 T 1 AL
L Y2 BN T K . COPD 53 8% L kL R
W Bl A7 51 SRR AR [ W R AN A ) A D Hodp
YRR W% 1) 52 Bt T BRI ROS 280757, 4T
T S A AT S A A ARk 7 33, AN 23 e
5% JUL I i R s /DB i LAE B, 3 25 T80 B L3
A6, I R LT RE R A . LAk kiR ROS I8 23
SN ZORLAAR F W A1) R AR R Y OB A
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3 EEhEREIZ3T COPD B 8& A& B KR
B ER

18 NG —Fh i MR Bt , J& COPD
EEH B R LD RE R AR A R i AR 25 T T
HEZLRYHLE AT B s LR R B A K
3.1 BsPIER YT 252 COPD A ik L ki
Aok %

COPD £ B s WUAFAE L2 R 1A I W % B 3R, i
iz F R T LB B A2 0 LR R I 4% | b ROS
THBEAATP A A%, D80 B A5 WL AECAb I J3OR Ik 52 FR 25
PENLPHERE . BRONSTAD %5558 15 6 J&] At g o1 J3 7]
WA E AN EE shill 2k, &30 COPD £ 35 /M L
LR AT W 3N A6 TR A T P 3, s UL
U EL T R R AR AL RE 1 W T 5 42 B B B I ki ad
Bl 2 AR T AR v A A AR T TS, 80 COPD
BB LR R RE Sy, R 18 SR DI Zn] LK B
AT R LR A W R % | 0 T AR R UL RE A
1z 3Bk s S COPD B bR S AL R
1k, 42 & W% R 1t 1 (adenosine diphosphate, ADP)
KRR FE ATP A8 B, R B 8% LR AL T 2 RE ™,
CALVERT & ™ 5% K B, Z83k 7 J&I it A0 7 s 11 5
J& , COPD i34 M2 K FLER B B2 IR I A2 1 1R
FRIE  ATP A B, 15 % URR SR R Bt ek
o FECEE A AL O T, 8 sl R I 2 TT o
{HEBE A 11 3 7K F, 370 COPD B 3 2 ki ROS A= 1%,
PRI AR e 52 G Tt AL B AR FH R, 18
BEULAALRE 1™ L, 18 shREE I k] g8 11
A2 RORE R IR W B i PR ROS T I8 A5 S 28 ki AR 1k
BERR AL , DB B LR AL RO R etk .

3.2 gL Ikl ) COPD B4 i L ki
(LNELA

COPD i #5 WLh Zebi Ak B WK SF T, (3
AN DL BB ¥ R A2 SR, DA 1E 5 AR 3L )
AE. A2 o R A T ARIE SRR F WK, gk
RE,F A RN, AR
7, LA WA 4 RE % 4 357 COPD /)N BRUDLAS vh 2k b 1
M G HE A 1 Parkin 1E 5 7K~F, LABT 1k MHC /0, B]
ff AR 55 B FE A0 L T L AE [ Parkin {2 F MHC
Fik , LR 12 sl i i 2R IR F TP COPD
SN A =) ) 3= | 2 S e =3 R v R (R
PSSV o 7R E5 3 TR UNIE N e O S5 1A
PRSP, A DR B U B A BEVK 21 (B A5
R iz sh A IR A [ il R 2
Wi 2R A= ) K A o A Parkin BRSO R L 15 3h
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J 55 11 53 31 38 i Parkin AH B AE RS A% 52 7 LA
KD PCC—1a 3K, 52 M 4 br A 1 W A A 9 A A
TR ARG R B R R, S ECE B LA L RE
JIF S R, iz 2l B 2 I 25 FT fgiE o b DL
Parkin %3 1) H WEA 8 1 R 58 R R LRk A
W, YO LR A 11 LA JUL PR 25 46, DA T 44 o B
WL
3.3 B UIZinl ek COPD B 4 i L b
(LNAR Y)Y 2R

COPD 835 B LR A AE bR A= 1 e A i /b
LG 12 3l B AR 3 N2k A= W k2 wlost
Lok AR SE BN I B ILE BT B AR LA
B . AW s, 8 sh R v i COPD B &
WL PGC—1a mRNA 7K 412 2 1% LT 52 38
MInfek & . A, 8 3h B2 I 28 RE U8 BTG
AMPK/PGC—1a i %, $2 5 PGC—1o 25 135, B8
LR R A W) e A R /D ROS P24 in i B 88 L&
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ABSTRACT Chronic obstructive pulmonary disease (COPD) is a heterogeneous chronic respiratory condition, and skeletal mus-
cle dysfunction is one of its common complications, mainly clinically manifested as decreased muscle strength and endurance, al-
tered muscle fiber type and decreased skeletal muscle mass. Mitochondrial damage is one of the key factors causing skeletal muscle
dysfunction. Mitochondria not only provide energy for skeletal muscle, but also participate in reactive oxygen species (ROS) produc-
tion, autophagy and protein turnover, which is of great significance to maintain the normal function of skeletal muscle. This study
elucidated the mitochondrial changes in skeletal muscle dysfunction in patients with COPD, the mechanism of mitochondrial dam-
age in skeletal muscle dysfunction in patients with COPD, and the potential effects of exercise rehabilitation training on mitochondri-
al damage in skeletal muscle in patients with COPD, in order to further clarify the relationship between mitochondria and skeletal
muscle function, and to provide a reference for optimizing the exercise rehabilitation program for skeletal muscle dysfunction in
COPD. The mitochondrial changes of skeletal muscle dysfunction in COPD mainly include impairment of the mitochondrial respira-
tory chain, a surge in mitochondrial autophagy, and a decreased in mitochondrial biogenesis. The mechanisms underlying mitochon-
drial damage of skeletal muscle dysfunction in COPD mainly include increasing skeletal muscle degradation, decreasing of skeletal
muscle production and interfering with skeletal muscle differentiation. The potential effects of exercise rehabilitation training regulat-
ing mitochondrial damage in COPD skeletal muscle mainly include repairing the respiratory chain of skeletal muscle mitochondria
in COPD patients, regulating mitophagy of skeletal muscle mitochondria, and promote the mitochondrial biogenesis of skeletal mus-
cle in patients with COPD. Future research still needs to explore the key role of mitochondria in maintaining the normal functional
structure of skeletal muscle, the mechanism of COPD skeletal muscle dysfunction, and the specific mechanism of exercise rehabilita-
tion training in regulating mitochondrial damage to improve COPD skeletal muscle dysfunction, so as to provide a reference for exer-
cise rehabilitation training in COPD skeletal muscle dysfunction.

KEY WORDS chronic obstructive pulmonary disease; skeletal muscle dysfunction; mitochondrial damage; mitophagy; exercise
rehabilitation training
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