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BOHATVE Z 85 B D REUE | P A e 5 e A
T, J2 20% g /BB AL T RN o BUARACA AN B A A=
16 7 IR AT B TE BRI 37 3 14 R Ak, A
I, B JHE 2 BB B e S5 AR PR o AR AR H B
FifRg e it A RE R AR AR  RAE LR Y2k Ty T BRI o
sl BEVRAN T BRI B S BN 2 T R BREE | i
AE 8 TH FE /K P 55 38 A% JE D DT I [] Bsf B 1k LA 2%
TR AE T TR AR R TR ORISR AT 2R
HHEL S5 5 A5 SR 7 88 AE 1Y 32 8l T BOre SR E D i
e TS BRI AR BRI A AR TR A B
o 2L A 0 N A 5 T A B R . R
HENUR A8 S A BRI 25 5, 12 3 5 R Y A UL
— ZR G I S 3 i B R e AR AL, AR
i A A R . AR WE ST R B BOIRS
LGRS SRR IR 5 1 L RRAR | 2o M g 4 2
FHE I ZORAR T RE R AT G . 2Tk
W], 3z 8l RT3 5 o 2 A R UL A 8 52 LT 4 i
B R LR o DR, A SCHE 3 Bl m] o o 48 5

JEOPRAS T B VAR A, B 2B 4 UL S R 2 T BEL 1
SERAE A R AR R R LA HAL A EA TR o

1 FRREETE BB B AN ZE FE 1L )

1.1 BEERM
IR g i L TR £ B R R AT « BB AR A DK

N E AN ISRAMEIE iR U Tl T e
R TR R B LZORL A S A i 1R Al i o
2o A AL RE ) T B 5 ZORLIR IR Sh Mk 50 , ok 14
hfgsz 4t

Ao AR A A 1 B 0 5 A 2 R y RO B 1T - 1o
(peroxisome proliferator - activated receptor gamma
coactivator-1 alpha, PGC-1a) & H fif £ HIE 8 2 k7 A
AW R A i R AR B S I . PGC-1a 3235 LR
PERWUET 4 1] 12 WUET 4E 5% AL, %0 #¢ LR i E5 0 34 E
Ay s e g IS A 1, B2 o B LAY B S i E A
2 LA s A R LR A G B - TR B A LX
ARIWE R FER A, et LIRS B o i o
A B L PGC-1a Z R4 53 K ¥~ (transcription factor
A, Tfam) FIZE R A Bl-G 25 11 (mitofusin-2, Mfn2) ¥
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B, LR T B8 [) B Bt 465 UL L 9 i o 0
ity 9 BRUAE AR rh & B, p R s 1 /N BRHE I WL PGC -1
R BE T 40%, L2545 85 11 1 (optic atrophy
type 1, Opal) T [ 45% ; 2 ki {44324 % 11 1 (mitochon-
drial fission 1, Fisl) £ 1 & ik 7E 6798 4 & J5 - J+
80% , AR SN S VML FT i o 7R RS T
HELZR IR B WA & B 11 Bnip3 635 1A, deki iR A4
WY& PGC-1ar FIZRLA R G 8 1 Mfn2 T ], &R A
AT S kA D BRI R R
9 SO TR B8 B B LA B 1 R R AR B0 285
LRLR B W R A ZE L SOk AR T 4 ) R i
W, 76 T L 25 4 & A T EE S LR R R D) RE T RE 2
Tl e A WA AL 22—

FEI BUIR ST, BB LZRL AR ATP 2B BLd /D,
Ae LRI AR A A . AR R I, 78 g BB TR o
B L ATP & B R T [, b it 1 Ha Ak 2406 B
I BT IOR T AT AL . R IR R B 0T ok A i
JULJBE 1) Ca™ ek, 9] 428 805 B TSt B A7 7 28 Ak 30 Dt S i
JUUJSE 19X R 8 A P R 1) A2 3 Ay Ca™ TR IO R P-4 B
ATP 17 A AR DA S a8 LA A= & i d it 1T
SRA TP o FERE L R, B RR S S AL T
PR WUBT I RECOK 5 Ca™", ATP JHFEAR Y o 7E9R
iE o5 FHUIR 28T TR Gt AR T e 32 0, A A0 R Ak gk
i, ATP £E sl /b | LSE ) Ca™ - ATP R AN J2 , ATLBT
ML Ca™ B 1 T K, BRI Ca™ 2 ; [W A, ML
JOT PR T B L3R P AR R Ca [ SRR iz, A (T 2k
LA B 35 PE #% 32 L (mitochondrial permeability tran-
sition pore, MPTP )& B FF il , H th Fifi =2 i A 2 b {5t
J5T, R ATP & SR A o LR A s 28, 51 e LA
SR Ut B0 WLEF AR L, gk R AR LS SR T
WL, 98 2% ILJBT ) Ca™ B, Jht f 26 b 1A Ca™ il 2K, J2: Tl
Bl 9 BOIR AT B % UL BE 2 FE S RN 57 & A 1) HE 8
BT
1.2 RIERM

HPRAE SIS 988 A 5 N RE A R 0 32
RIS R A 5 R B S RE 43R AT 43 M 4 i sl 2k
— i P RAE , DA S AR AT M R AE a2 ME R IE . N B
o 2 T PR B o | Ak B 1 — 2o A AR AR A 11
R A FE IR IR DG 43— B 2 K] - (pathogen-associated
molecular patterns , PAMP ) 315 T FAE RS2 44, £
5 Toll #5Z14& (toll-like receptors, TLR) .NOD ¥ 57 {4
(NOD-like receptor, NLR) Fll RIG- | &2 {4 (RIG-1-like
receptor, RLR) 5, il LS R A2 35 | K el T 20l

FRE , T B & B e e O™ 52 M, 184
TG | A AR AT 42 P A A B R SAE , B S5 5 Al
R AT I R S5 k Z R0 iR, an 89 e FLIE
LU RRAE IR A 5 4> F 52X (damage-associated
molecular patterns, DAMP) # i 19 56 K G g, 5
LA 25 D ARG o 5 4 AH G I 2 1 A2 AR JZ
PAMP Fl1 DAPM, #{ i Caspase- 1, & il 5 A4 4> 75
BRI R R F 14 K -1 (interleukin-18, IL-1B)
14 % -18 (interleukin18, TL-18 ) BLE & 43 W5 , M T
I FRAEM KA S B BCIRASN B AR I RL
A& ROS 3 4= i, 175 5 NLRP3 (NLR family, pyrin do-
main containing 3) Il IL-1B A= il . Z&K7 1K DNA | 2k ki
RGO BT 3 5 % 3 % (mitochondrial
antiviral - signaling protein, MAVS) ¥4 ] -7 NLRP3 %
Ve SEEE R /IMREE LRI ZORR ™, SZ 2R A L
WAPIEI IS TS RE OB , A2 (5 LA LR 3L
W2 W8 22 K, 1/ K -6 (interleukinG , 1L-6)
TE 1S PR 95 1 AAE A Jre K 5 | e B i WL g 25 L Hh 4
EEM O TR, T IL-6 5T B 281 i
A A R R A AU TA R IL-6 4 R N 430 Rl 7 B
AL rh R 2w EEMER . IL-6 2
SOV R T TR LA AR R AT R0 s TE AR
BRI b R B, TIL-6 A0S B 5 UG 5 5% 3 5 SRS
¥ 3 (signal transducer and activator of transcription
3, STAT3) 1 4 1 41 755 2 1138 (extracellular regu-
lated protein kinases, ERK1/2) , V& 45 & #% WL £ b 1A £
A, UETR T LA R AR Y . RS R B, R S
BRI B UL PGC- 1o, - WL A I A TL-6 i
Jo R L[ T o (tumor necrosis factor, TNFa ) 284 &
s BB, BB PGC-1a AT 4 AE S bz, {H H
PRBL S AN B o 4 PGC-1a £ R 8 458 2R k7 I A
Wy e A B R R A P S TR, 3 2o 9] Y 2R A RN
LARARRS ST A FEKE , 70 ROS-NLRP3
RN/ IMA ST U TL-1B \TL-6 S50 5 [K -, DT 300 1] 4 i
SN o BIFSE R B e A S 301 B i UL TNF - IL-1B
FIIL-6 i AT 3 5 ATP AR 32 22 A3 i il 2 11K
file, I ENZE S . HEAh , I TR 5T T 1Y 2 BB 38
n] 5 5 — A 1k & 4 B (inducible nitric oxide synthase,
iINOS) ik , 2k A K i — % L A (nitric oxide,NO)
Az B AT i — 2D R A A R AL, SR LA U 4
DIRE™ . RI UL, ORI RE S 3 B0 RAE S N AE ST
AR B2 4 v AP E AR
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1.3 AlER%K

Jee I s B AILAAC B 11 B AR R I 5 el 2 2 A
JoT 5 B OLREARDY . 12 R - MK R 4 (ubiquitin-
proteasome system, UPS ) f& & #& AJLEE [ 7K fif (%) HE 2238
B, ORI R AR LI AR E R AR B
W % W, 9 A e 356 D] 24 v A2 7E 24 36 TR R A AR
A SR T S A S A 2 A R AR R R
KA 578 B 11 A TR B I W 0 3R A R 45 2R 1 R
il A5 A5 S W TR BRI A Y B 1 B L A T I
W NRE S IRNIE Bz, 2 ik iz ZAen =
JCREARY . MM ATP (72 K- (AT E3 12 %
I A T A R R I L G A ] 26S 8K A
RN B KRS . WIZESR & F & 1-1(Atrogin-1)
AL PR 45 S 1 PR 46 56 ] 1 (muscle-specific ring finger
1, MURF1) & B3 12 38 & $E W i) 32 220 3, o fe ik
I Rz R AL AR 22 1 i s B8R AR
fife , J A= LR 48, 2 T R W Jo 15 s UL 2% 4 1Y) J 224
W, B A R T mRNA ik 2 X IR
(1) 2~3 A5 , 240 JfL PN R 3t 2 11 B UPS B, DL i 2K, 5
EALR 2L

AHFFFE P F B, Atrogin-1 Al MURF-1 7£ Ji iE
I TR B S SRR s R T A R LA
FIRE MR AR ML R AR 245 . IR IRHIESE ™ R BR, 9
N Bz Z A T mRNA FRik 207 M4 1 2~3 7%, 1R i
LT X IR 8%~13%. RV 7E S AE SR 1, b IR
HE A F- - (tumor necrosis factor, TNF-o) 7] 3 1 I
92 R # AR 111 (UbcH2/E220k ) $2 55 UPS i 4k , 12 1k
BN O o A . R TNF-o 5 3R 1 52
K454, W0E NF-KB i [ , 4 % Atrogin-1 F1 MURF1
JE R 538, R F LR 4, i NF-kB 38 [ X ] 38 i

FE R B, AL LR ¥ MURF 15 A SN 5 78
X} MURF1 L2 M 22 7 i B 58 v k30, B Y e 1Y
MURF1 £ & e R TR o wl 0l 2 R AL A
M 5 LR AR SZ A B VAR G

IR BRSNS B B LR B A AR s Ah &
JRCA UG ol 2D A A o L2 4 ) D B R I B A
AR ) BB L i 3 B B LR 1 ORI A
1 3R i 5 19 15 R S AT i i JUL X R R ) 4
IBC, P B A R B AR AR K R F--1 (insulin
-like growth factor, IGF-1)J& X — B ZL 8 I 15 A+
WEFE e B, IGF-1 T 7= A 1) Z2 o A 0 2 30 g 32 B 0
1 2 TS W g Ik UL 3 4 (phosphatidylinoskol 3 -

80

kinase, P13K)/Akt {5 5 i i & FEVE L i Akt 30 g
YR SORLAR B A D RE , U R B 1 R s A .
SRR S S S UL TG -1 2635 F R, 25 1 i o [
ARG 5 1 B PR B ek 2635 19 TGE-1 R 3R 2 1172 24k
TRINLZESE S, Y] AR5 TR N R AR AR Ak
FTREA O A TRFE— 2P

WA, T8 e s ot 4 B Rk VAR SR L IL-6
KEFHEERE R-EAMK RS REHIENA
R, [ RT3 in B IC B 1 3Rk, s IS RBREVN #E . T
FIL-6 25 T UPS W&, dE M5 S E3 12 R 1%
FE Atrogin-1 F1 MURF-1 & 3540 B B, 1 76 £k 44
JiEE B AFAE AU 4% Atrogin-1 F1 MURFE-1 78 N 19 Z Fhiz
RN, BFIT ™ & B, FE AN M5 NI R (A
100 5 2R AR TS E (% UCP2 . UCP3 S 340, T 8
IKEE 1 UCP2 \UCP3 41 5 1) it 7t s B 42, i ok {4k
FL A5 380 7 A 11 T L b2 S R A 0 Ul T A, IR
B R 00y LA 27 A 1, 4 T FL b2 A R e by B
R, 51 e 2 T RE A 2L , £ 1R A e BT 1)
TERC s BFFE Y R B, BRI KR J5 K B L 1
UCP2 1 UCP3 mRNA 7K~V B Ft 7, 7245 W Jies LA
R P BRI

DA SR 2R B JeiE o o UL RB SRR A0 L AR
FAVESTINT R S A RN S 1 S il N =3 A
T ERAL A2 R 43 D00 R 1 A ik LA R AR Sy Al
TE R IR TP S5 A LS 0 bR JULZE 0 T 0 LT 4
5, B SRS 48 A . I A8 5 TR S
TFERRLARGERL S ThBE , FIRLRR A R 0 2%, SRR AR
i R SO ) S T 3 SR ] R R A8 AR i e s TR
BT ERIS LR IANEZET B

2 EEHEELEAEREETEZTRAL

LRI BUZ 6 2 B 20 4% , 78 F0AZ 4 i 4
B0, B IR N TR A AL L =R BRE P A A AL B
PR AL T S AR A R R A ) g P . AR
b TR ah A8 A, T HER 20 D RE G 2, AN e
AU A AN A 7245 . ORI Y RS A BN
SR U T SO A 000 255 it R 32 1) o IR . Ak TN
RS I LRRLRTT AR ICIF PR , LIy
IR R AR AL 5 o THRES: W IRk 2 5
Wi £ 49y PSS, fo 40 7 A 3 Y ROS 30 440
JEVRI T3 . AR A R R R ZRE AR R W R A R
KA Bl AL AL (R 55 7028 FZORE I A W ] g PR 2k
BB 7 S AR XA E ™. TEIMIR A b, B0
(1) PGC- 1w 5| 3 £ R (A W N 5iR , 8036 JC AL 36, fie
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i BB 0 VSRR i s AR AR P L PGC- 1o
28 k7 AR 5% R 7 (transcription factor A, Tfam) FllZE i
A B4 8 19 (mitofusin-2, Mfn2) 3 K [%, Il F [0
PEBEE BB L0 B W 3G = B D 7R e R
A v 2 AR I i 4 ) A G IR R A iR 5 - L
Z5RiFRIE . BN MOZ 2R e di i, AN B T
FRIEFTE e RE ) AR A A . B s L E shifE Y
JER: S AR VA Q= i <] 1E2 TR N e e 1 e
B L) RE W] RS2 12 Sl HRAR I 5T UL 22 40 1) 8 2 AL
il o 4B I IR A T R, S B AE T H R
A
21 PGC-1a NS BHAIKLIKFEIEF 5B

iz sl @t i PGC-1a EHY Ca” iz , {2 {fi 15
L PGC-1 o BEARLES 85 11 22 38 0 11 375 LT ) 9 2>
Ca™ BT, P PR LER 2 1) 12 LT 4 5% Ak, B o B i L
Lk A H A ALRE /177 . Padrao ZE VST KB, 35
SRR B B IR, L A HE L PGC-1a KA
A A AR TR 1S 9 B R UL ATP & B 3 .
TE IR A ot A S R AR v, W I A 3 o LR A
Z BB SRR G5 40 5 DI RE B IR . ZENE e h
PRI i e W Joi g P & e LI B B, 34 ke BB UL
FLERAE A 2, e AR 58 Serge 55 MR K
B, LW ZE 1 R R, PGC- 1o R 0 TR 2 72, sk 21>
LR A= B, 4] B A% B00 (Warburg effect) o 7E12 81
NS, A5 P B PGC- 1o BV 2 41 A2 4
i3 5 NRF1FINRF2 3 [ 5% s Zobn (R 20 e 1 e 4k
LA 55 I F A (mitochondrial transcription factor A,
Tfam) , Ifif Tfam /&2 5 2R 1& DNA & il % 5% DL KAL)
BIE M E LR . 740 s s T, PGC-1a %
i BLRARIT Y Tlam 455 T8 EZ AW, e ik 2k
WK DNA B 5% s F a2 il . i ml UL, 58 20 a3 i
PGC-1o 38 N2 A A R0 0T £, 18458 15 B L AT 4804
FEBE T, LR A A, B Rk ) LA M A A
A B L2245

15 2 i A IR T R AR g S B LS RE . it
T8 A BB AZ B AIR LC3B-V/IT He 9], 38 23 37 17 4k
TR B W SRR R T RE , BB aE UL 55—
L B A YT v A5 5 B Ia Sl 7R BT e e T L 2
ARG A IR, A SRS T2 Bl T AT 3 i DR T |
TS 1 - LR A4 1 W3 o, Pk 52 R AR T R, 14 T
HHAULE R A — R e iR & B, &5
588 85 3 2y T 7 S o LR O R 5 s Bl g Lk i K P
HH LA A i %k (Reactive Oxygen Species, ROS) &

HEMGORLR B WA OC . Pin S8R 5E & B, X
5 M 738 3l 5 A 988 2H /)N B % UL PGC-1a mRNA
ME A RB R E -, AWEAHCHE I KIL LC3B
Bnip3 % T B, 2R R T B, Lok R4 #
DIRek & WU /b .l WL, iz 8l @ 2 PGC-1a
PEAT LR [ W BRI 2R A8 TR IR S T
B EE WLz BRI , SRR S LA D fg

22 IL-6.ZRUNSLNIEREEF 5B

TL-6 J2& I8 15 005 BR8N B % LGk A4 i i
RN E LN WF5 R B, A AT IE Bl Btk
STHEBIL, BME IL-6 14 Rk W A S R AN ER
FCIHZEEL o 8T AR AR T R i RIA Y IL
-6 fi fli-H-#% WL PGC-1a AR AR5 & 1 Minl \Mfn2
FIR T ERAREH R R A AR e AR A R, 2k
BRI A FIST Rk L bR N AL, 18
TL-6 175 5 W5 SRS A rp 2 B, B8R I IR B rp DR
TR TL-6 , 7 555 B 2 B AT 3 5 D9 TL-6 5 5 5 |2 /Y
SRR IR A0 s T Jr e BV 2 S R
AF L IL-6 L A] B 42 00 & #% UL DRP-1 F1 FIS1 3%
K LA 32 S I AR E L FEAIR IL-6 K-
il RAE , {H AT 33555 N TL-6 5 R (R AR T RE S+ %, E
L FOIR ST BB HE L. 13 S P AT el i LG
I SO A PR B b B LA A L e g T B B
S, TR 52 LA A% AR A R AR 1) 1E R i
B, IX AT BB IL-6 J2 2300 52 K A ¢, IL-6 [A] B
FARRTA PR "N o I R A R S IL
-6 PR UE S AE S ;32 )T TG L IL-6 6748 ff o, 4 il R
JES N o 38 s anfafik 1L-6“fh s Ry A", HARBL T AT 75
ik — Y .

BEAN W5 BN LA B ] i 2 BRI AL A
UPS 714 , #17] MuRF1 F1 MAFbx 14235 K B 45 L&
PR A e B L2 40 . A IRl E s L E A
ZEA, W R S R ILZESE . PibHE Bl
R AT B 86 WLz % 4k AH OC 5 [ atrogin- 1 il MuRF-1
mRNA i35, i L2240 w7 IR 3 iz gl i 4
il UPS 3 % , ¥4 K 48375 = [ 7 (hypoxia-inducible
factor-1alpha, HIF-1o) FIBERR Tk Bif 1 R 1 1k 25 11 6
(AMP activated protein kinase, AMPK) , FH 1l [ 9 4
RS LR R ™ . AMPK J& — Fp AR 55 19 41
i R AR BB i RS A, RE W R b 22 SR/ ) 2 R R
I -2 8 51 FE -1 (uncoordinated 51 like kinase
-1,ULK-1) , 1fii & & 2 )5 sh 4 M 3 W F Aok B ms
KT o R -EITEHAR R G0 ] @ 1 7 5 4R
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B AR T (turnover ) F1/a 85 16 48 il ZRoRE A
)RR 1 O 3 A S R AR I 4 i 1) — o B 2 AL
il o UPS SZ 5 FNZ A AR T i 2k 8 1) 15 9 i J 54 O
R UPS X F A fp e bR fE 2= X E 2, HATX
TR 12 F AL BN L ZE S h i s
BT R A B AE AR R LR A il R b i A A Bz
ST A Lz 2 Ak, DT BH L US40 ) it 5% 5L A
BT A 72 sh A F R 2 R ARTEAE S BOIRAS
R T RE I AE IS iE— 20 B IS B Y B
BL

S, BOE SRS WETRYT AR 1 ELAE SN v R
A, 9 EEE D T s SO RE s AR YT 1A 5 JE 261 7
150 min " AF 3R 58 75 min 550 IS Bl . SRR T T
BF AT AT A As 2 B ML) R AR RE , B LA BT T R
ASCEEE R ARA Y Tz 2 UL P AE T 5 L ZE 40 1
YEHPLT WA 1,

)
A
e

Ca** PGC-la [L-6

ATP @ ZEl wrikias
EA RN
TIRER

- e

Al ZFHpREBRRRETEAART RIS
Figure 1 Increased muscle use improves skeletal
muscle mitochondrial homeostasis

in cachectic conditions

3 HrE5RE

UTAER , B i LERL AT E s L2240 v A9 4
G A A BT AT TSRS L A S IR S T LR
KR D RE S 7 51 RE R 52 5 S AE SO, AL i
o TR FUMIREE b, iz 8l m] i i SRR
HAR UG RS A R L2 40 , (BA5 A LA MDA 15
figp ke - iz gy v A2 A A FL IR 5 JMRg 4 i 14 £ Qs P 7L
TR, o B LA IR m) ARG OIS A TR] s @8 iz
S AL WL 4 A A SR R A G B T , E 4k
FREORR DI RE P L AR AR iz Sh i 2o A1z
FALBE T FH 1L FOIRAS T WL 40 K A, i — 2P 45
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Reserach Development of Mitochondrial-Mediated Skeletal Muscle Remodeling in
Exercise Against Cancer Cachexia

ZHANG Xue', QI Zhengtang’, DING Shuzhe’

Abstract: Cachexia is a complex multifactorial syndrome accompanied by progressive weight loss and muscle
loss, and mainly characterized by energy loss, inflammation and muscle mass loss. A review of the research on
the mechanism of mitochondrial-mediated skeletal muscle remodeling in exercise against cancer cachexia finds
that exercise can rejuvenate mitochondria by PGC-la, IL-6 and ubiquitin-proteasome system, and remodel
skeletal muscle by up-regulation of mitochondrial biosynthesis and mitochondrial fusion, as well as suppression
of mitochondrial fission and mitophagy, and then resist cancer cachexia progression through inhibiting energy
loss, inflammation and muscle wasting.
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