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Research progress of exercise intervention on obese

cardiomyopathy and its mechanism

XU Zu-Jie, LYU Bin-Bin, QIN Ying, ZHANG Bing*
(Research Center of Physical Education and Health Science, Tsinghua University, Beijing 100084, China)

Abstract: Cardiac structure and function abnormalities in mild to moderate obese individuals can induce obese
cardiomyopathy. Studies have found that exercise intervention is an effective means to improve obese
cardiomyopathy. Appropriate exercise can reduce myocardial fat content in obese patients, reduce left ventricular
myocardial hypertrophy, improve left ventricular diastolic and systolic function, and improve pathological
remodeling of myocardial. Studies have shown that appropriate exercise can improve obese cardiomyopathy by
reducing inflammation and oxidative stress, improving mitochondrial dysfunction, inhibiting lipid deposition and
apoptosis, and regulating RAS activity and miRNA expression. By combing the latest domestic and foreign

literature, this article analyzes the efficacy and mechanism of exercise intervention for obese cardiomyopathy, and

aims to provide a valuable reference for exercise intervention and treatment targets for obese cardiomyopathy.
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system, RAS) 74 A1/ RNA (microRNA, miRNA)
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1933 4F, Smith £1 Willius™ X} 135 {5 Ji ik 56 &
AT, RIUA 3 BIBET 0 i, IR HIE
FER] A6 S0 ThAE AL AW . Kasper 25 P 7F 43
5] HH B0 78 LA o ) 3 s UK L PP R v R B
MR 1 A0 N SR 5, R HORE IE BE A DA
RO I — A BB fER K. 2007 4, Wong
1 Marwick'® $72 H %5 B 28 F B R A A 00 T 465 #4 A
ThRe S, MoK AR U & SO = IR MEE 3
PR AN BE IR PRI = e e IR 2 ke o 5
LAy PR AR RO L A, 2R I Wi 1 B sk A
O I

AT, EF0 AR IR T F R EH Y
YR RS, T EEREETS, 24
Wiyt 2 R B & - B RIK R - B R A b
Fy B- SZAARBEWE A XIS T, AR, 2
S FHFS U A B A R 25 M) o A2 — e RE B A O UL
R, HALGYHANEGIEREE. KR53
SEERTR UK, 18 BT T B BRI O L A K
HAERSERIESE 5% 5467, 283)
THEATREER . MRS AL BRI IR
OV R B k18T T B
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2.1 EahxEREE O RESEHESI

JERESFECO IS MA RYEES, FERIUNIR
JF A Z DB R o JEJHE O L 2R st It
H 1 5 i 107 DR AT S B0 SRR 7 2 23 )5 i
m, i SRRSO IR &4 Y. Bairapareddy 45
X} 65 44 R RN AR RO R A R AT 12 JH K SR
(40%~60% VO,,,,) MAEZz T, 4iRER, &
BT Lo A G 7 2H 23 5 B 2 3 B i« Christensen
S U3 50 44 JE R R 3 30 AT 12 A (i o s B I
ZrPi, WEIEAR (MRI) 45 R %oR, W IZRA$irH
I ZR AL O AP BT 7 2H 24 5 & 23 0l 9 2D T 32% A
24%.,

RERE S B DEOHUER, FERI A OE

O L BRI &7 KR P AR R /e O = B IR
Hinderliter % "% 5t 82 4 JEfif £ & 14T 6 N H A
Aigah T, HAEOShEEREY, ST e
PR/ o S BEJERE, e 7o O 2 DL K

(R, 18 B dE 3 RE PR AR A R S O LR T 25 &2
PRI O Z DU, o5 O UL B 4 25 F F 98
2.2 EXXAEEERE BRI EERIF N

JE P 28 25 Co UL J0 O RRUR 2 0 ZE R AT 45 5
WIThRE AL, RINEE O E K IRERAR, UK4iTh
EAZ4. Franssen 25 ) SR A 0o Bl R VRAS AR B 75
DER O EIWN AR DR, SREIER H/DFEHML,
RERE T 4 MG ET sk M M e S U B . AR RT
sk FL S L 3T T E S AR Y 5k LR A B FE Y L
R, T RIEE sk FUHIN S 3l FE 2 35 %
fiko Ozkan %5 " %2 B AR ik JL #8720 55 55F L 43 K AN
TN e F R B PR, OWEEMThaE R . LR
N, R LE AN D EAEE G IR 0 AT K D g
FEAR A 45 T RE 3245

WEFE R, 8B IR F OO R R
U BGEE R . Obert 25 1 X} 28 44 BB k5 /b 4R 3t
1T9MNHAA R TR, &3t s 2 O
R IR ET gk LI 0 {3 R R AT 47 B U A I T
BES R, AOEEMER R KE. Schrauwen-
Hinderling 25 " #fF 5 & 8L, 3 N H /18 7191145
3 2 B ARG T 1 B I MR O I R i B, PR
O E G M BOANEF sk RAE, SCEW AT ReREnG. 28
ifii, Millen %5 "7 6 32 44 HEfpk 563 EAT © J 1 A
FEiesh THE Son, REBaReE 1 OENYE,
{EICEA RS R S 0RO = EF 5K Th e T 1%

DL EWFFE Ui B, KBRS 3T Tin] DR 2 52 S AR
Jhk S e O Z AT SR D RE AW 4 T fRe, T e O AL
DIReE B, T I (8] ()32 S g0 BRI O D R
PIGEER AR .

3 EEIERE M OALR R LS

3.1 EFHIEIREMELRIEKT, EEiE e
YE AN A AL IO O VBB R AR R e 1) E 22
T ERALE o IR REAE 9 — Bl LA SORERFAE 1R 12 40
AL G0 A1 IERT R 7 2H 23 23 WA T 22 b (R 46 1R 7
ALFE IR YRS Rl F -0 (tumor necrosis factor-o, TNF-a1).
1 4 g £ 25 -1 (interleukin-1p, IL-1p) A1 [ 40 g /v
% -6 (interleukin-6, 1L-6) 2§, X &b 4% fiF [K 7 i@ o 1.
TRAEIR 51 S 4 B JOiE 1 RER N G
FOH SR (reactive oxygen species, ROS) 1) & 8 FH
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R, SR AR REALA A SIBOK T, FTR G L A
1 - Bria e RGBT . ShsiRiEss, 8
i R B 3 N/ B WL R AR ROS Fr &, [F
{RAERAR A AL P54 B (manganese-containing superoxide
dismutase, MnSOD) 1 4% Bt H ik (glutathione, GSH)
TEPE, T AR [ B SRR 2 S T PR /DS B0
WVEAL R 1, SE i a AL RE S B
EBNPLR AP EA N B AR 245 2020
SZo WKL, 8 FEPTFHIZE B T i 2 FEAR AR /N B
L TNF-a. ROS HIP 1% (malondialdehyde, MDA)
S, MEERIEMEIRIEOK B F s B
i 3k R JRE R B O WILAZ IRl B2 AH 26 R F- 2 (nuclear
factor-erythroid 2 -related factor 2, Nrf2). Ifil £ % Jii
% 1 (heme oxygenase 1, HO1) FIFAE AL B AL i
(superoxide dismutase, SOD) & [1%i%, #EPrElk
K, HE O LA 44k 2, Alexandre-Santos 25 !
ELIL 1 PR AS A3z 31 8 7 200 B JRE R B O UL 28 E A
AR R, R EoR, 12 B{KE3E (150
min/wk) Fll E52 38 (300 min/wk) ) 5 2 B0 AL
TNF-a. IL-6. NADPH % {b/i# 2 (NADPH oxidase 2,
NOX2) #l 3- fiff J& i % /2 (3-nitrotyrosine, 3-NT) &
HERIL, B IL-10 EERE, HAFKIzs &R
DL 0.0 UL NADPH it & 1 (NADPH quinine oxidore-
ductase 1, NQO1) Flid & bk iR 2K A 1 (peroxiredoxins
1, Prdx1) SR AFRIA, WS Nef2 HTEAE S, )
#|#% A7 «B (nuclear factor-kappa B, NF-«xB) %1k .
VA BB FEdRoR, 32l ] LA AR RO UL 28 RE A
FACRBOK, REPtEae 11, EAEZ)E
iz Bl (a1 AL AR AL 2 57
3.2 EIEZNATIEEER, e DAL
AR A B AU K, 2742 ROS
) FEERIT,  AERF LR AR S5 H A D Re AR X O LA
MG R REE, HAREY, ®EREFECLIL
Fifk ROS HERL, Lo WLBEFRLER /ATP FEAR, Zokifk
JEERAZ ANFE AR T I, biiA S EimD, HAFH
Oy LR RE AR T g B A B0, ek, KT ROS
7 F A 2 C (cytochrome C, Cyt C) B 4H g
IGIR SFR WY 12 v i = S T i W ) 411 O
T, TAFOMEIIRE. RS RI, AEFER RO
UL S5 R 25 L ZRRLAA B A 25t 4k, AR HERR B,
Bt e, btk ROS AT g8 18 i 52 28 ki ik &
A 1R L (B0 08 A i 0 35 I JRE /) B0 JUL B A
WP Dy fg, T35 bR 4Rk ROS Af #d) O LA K 3
BeEEF IR IhAE B EARAF T RDL, JEREARE

i 10 A 43 AR A 5 B R B, SR T AL AR ok A
2ot

iz 3 A] DL o O R R R AL R B e
(5’-adenosinemono phosphate ctivated protein kinase,
AMPK) A3 8 A 0 I 1A 386 G P T B2 A y SRR
X7 1o (peroxisome proliferator-activated receptor y co-
activator la, PGC-1a) 31K 4 IO LB R AR i 2 A
R, LR A5 B s AT DL I 0 O L
LRI FE, TE BRI AR, YERFER A b
PEf], SOELRLADIRERRRS, BE B O UL A
WAREE AN . BEFCRIN, 12 FAREsh iz
BB AR B L PGC-1a. Cyt C FIHEH]
1% fii 5% (succinate dehydrogenase, SDH) & H# 1A,
J B FIRE sl 7 Ao Bk R A B R P 8
A SR P LA Bl AT I 25 30 IR R KSR 0 L
AMPK, FIFPTEE BT 2 [FPEEE 1 (silent
mating type information regulation 2 homolog 1,
SIRT1) J H R s K1 PGC-lo [ 33E, #ETMIEL
SEOURE AR QM 3 EL ®e Wen 25 B DL Ry 7Y,
R E MRS R HATIE s T, S5 RERY], BahE
EARE T RO WL PGC-1a [ R RIL BT M %2
R, B OIIRLF g, ZohifkdiE
wom, O LA EE PTG B8 B 2 . Hafstad 5 BV 1
FORI, 8 i e vk S () B IS B 2 2 G AR AE /N B O
WUEAL AR BE 17, 3R R Rifk ATP A2 B H BE IR L,
B X6 28 kAR I 1l 425 ] LU (respiratory control ratio,
RCR) ¢ & 3% 540 . Marques Neto £ "2 jf 5t % 0,
FERE K BRCo ILZR LA Ca™ AR, bR I 3 1 5
#£L (mitochondrial permeability transition pore, MPTP)
MFEPEGIN, 4 J i o B [R) #E B U 2 G O
WLEHLf Ca™ HHER, PEAIK MPTP % . Palee 45
HI R KA 5 3 IR BRCo LA R Ca®™ B AR i 5
PORFRN I, AR AL RS, dRR K.
WAL, MiE sh 45 & g B PR ) 2 g O LA i
Ca’ WFAR S, fRmbikE i, BBk
REPRAT .

Zi LpTid, dzzhnl DUl s AMPK Al PGC-
la FIFRIE, RELQRABENIGE, SEFLRAD)
RERRAS, HE M fe ko LA B A o
3.3 SRR, MECAES

NEMEA RIS, 3 2 1 g D 4L 21T S B e UUTE B
DURL, 5O LA B H i =18 (triglyceride, TG) &
B ATHCC U L& S 7 R B &V AL iR
JOr GO AT R B LR B 2 AR, O UL A e A
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FHZBEAR, WS IR AR . LR
320 T BOH T e A 2R I e S i AR T
FEPREHER, IR N R, FE B A T
B, #ELIAE Y,

o A A W B A 3 TE ) B0 52 AR (peroxisome
proliferator-activated receptors, PPARs) »&—2 15 g
iR A AL B B 2K -, 45 PPARa. B/8 Ay =
AR, R ER %AV I (fatty translocase/cluster of
differentiation 36, FAT/CD36) 1% &y PPARs [¥] T Jii7 i
T, A& BRI o A AR ) S R Is R
REJERS, )5 H i CD36 [l 48 ff i 5 s 38 m, - 33K
NEWIRR N O 2 58 A ke . BT RR (1) FE
BT SRR, SECOHESEM. Liu s
XTI JBE /N B ILEH 2R3 47 2 s AR TG Jo 2622 40 #
SRR, mIEREFBUNROILPPARs 5 55
R 0 R A A 18 5, WS O LT 2 ko e 2 B
K H RNA T30 757 T /N0 L CD36 1314
Ja R, /N B O LEE 2R 2 4 A0 2 B A0 L
IR M T E R 2 PR WEAUR I, AN RO L
PPARa fll CD36 & H &N, 8 JiA A& ikl
B W ERE, SRR AL B =R
R MR IR RO L TG KRG, AR HERN, 7
SO MU SR 5 T 2 I 2R 3 BRI TG /K,
PH IR BOUR, o M s O UIR b B0,
Li & WV 70 R B, 8 JA Uik iz Bl W 35 J0 i) AR R )N
0L PPARa B FARIE, FEROIL TG, Fh2 i
RS HKF, e U EE

Kk, i@ sh T j@ it i PPARa A1 CD36 [ i%,
F| PEEN LA QLR BT, g DU EE i, IR
IR
34 BB EMRBEIEFARMEE, HHIORLAE
BEORAT

2 15 AR P J5 DX SR E D9 A o LS A T
AR 5 oT A i A EE AL, TS BRIz
TANpE e, MR A RAER, gEFolignifas B,
2 1 Pk P Jo PR SRR 82 N T K Bl T R B
I, RTEOE N R T S 0 LA R E T
Hsu % " LA T mifle ot 2. 4. 8 Al 16 /R
Co LN BT X 233 2 i R B T R, Bt
FER I AR R 8 JE B AT /)N BROC L 5 X B2 33
R T E 8 2 5 ADP 1% 85 55 A 1 [poly(ADP-
ribose) polymerase, PARP] [ 518t i i kO UL 40 i
FAT, SRR WSS A B . %3
PAE— 2 5 R, mlE KB IFR /N R 24 MG,

O UL RS RS2 A, P BT R S ORI 4 R T
WOE s HOC2 O LA SEEeESE, SRR T 1
Co JULZH 0 T2 5 4 B 1 W R PR 0 DX 7 it B B
5 ¥, Che & W B FTAESL, 42 MK TRk &
A=A W N Sl R = ST B G
BOWEERI, OV HEBRARECREIG N, OULE5 R AT
AL, DL ERFAA IR, SR E B4R )
Al eI O E AR Rz —, KIS R
AT R 0 O UL T R PN 5 R S, i
O T, HFLIIEE.

WEFER WY, 3azh AT LA 15 4 i B WA A J5e X
WK, HHLOIET:, R OIERY R . 12 J8
W SRR TR B U255 T AR OR RO IR A T R
F Fas (factor associated suicide). =} Bt K & & R &
FIMi 8 (cysteinyl aspartate specific proteinase 8, caspase
8). caspase 9 Fll caspase 3 ) 1L, FEAKI 484
Bax (Bcl2-associated X)/Bel2 (B-cell lymphoma-2) b
fEL A1 TUNEL FH P 4 T 20 B g &, 3F 1 40 ) O JUE
Fas R 2R A 1 A0 IR 23842 Y. Peterson
S WV ERER I, A RIE 3T DL R AR R B L
Pria b re J1 b mFn b 4n e T, AR E LA
TIHRAREEW. Kim % " Hagm, 12864
BNz 3 Az 51 7 2 2 ] I R OK B
Oy ILE H B R FE P 5 S (protein kinase R-like
ER kinase, PERK) /15 [\ 4 i W 87 3815 5 il %, (H
X 48] %) BE I T 82 H 78 (glucose regulated protein 78
kD, GRP78) HIRiEH L& m, HAHFHFHEEZ)
i C/EBP [F)JE 2 (C/EBP homology protein, CHOP)
[f12R3E . Cui % U AR/ RATIZ 8h 25 & R i B
PRAIEC ST 6 i f5 &3, LULLC3 11/ T HfE R
Eem, $Emiz ] DL RN RO L B R

PA R TR, AN iz 3h 77 2Ok IR LA 5
PRSI T LA AE 22 7, da 3l ] DA O LA
O R A, A L PP S R UL R
3.5 ERNATBR-MERKZRS, MHEIOALLS
;344

REJ: 5 RAS i FEWOE, 55O W40 AE R |
T RIA AL, BT L IhRE. fEL ML) RAS e,
I B TK 3 A B R AR AR e I B ML TR R
I (angiotension I , Ang I ), Ang I j@id i &5k
Z AL (angiotensin converting enzyme, ACE) %%t
NEBAAEYEEEMME R E I (Ang 11 ). JEHE
I RAS i B, Ang [11Ey RAS fx 5 2 (1
o3 RE B RIECL LA ML R, ] DL 4 i 3
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TS AR WU AT AE A0 B I 5, A BSORR Jir 45 4 20
21, i O WLAN A IR 5 e SR AR . Jin & M XN R
AT 36 B B =R B JE K L, /) BRIl i ACE.
Ang TTFE 8] 6 (1) 7K P 23 T, RIS AR O UL
36 A= RER AL LA b Az o BiFFE I, ACE #1
il 75 ] DA 25035 AR BE Zucker K B UL AR R DT RR FTCa
ThEE, SIS P AR N RO LR 4 4h B

W], 3hr Ll ~ i ACE 1 Ang 11
(P2 IR T RAS W1, O WL 44k, $2T10
ThfE. Barretti 25 B %) JEPE Zucker K B HEAT 10
WK GRT i, 253K, 1835 & ACE WK FE
WA REZ, T Ang [HIRE R ZE T E, (A0
XK K 221K 2 (angiotensin receptor 2, ATR2) % [
FIE. ACE W FE A B R 3k UL )2 Ang 11 FE 2 3%
B#A%. Alexandre-Santos 2 ™ LL ¢ T AR [EE &
A2 0 REJE R B0 L RAS W& 520, 45531
=W, RARKIZH & DKL ACE Flif &
Kok w2 1 (ATRY) PIER AR, 12 RS E
[ VI 2 4. 3 AR AR e IR AR & /N RO L ACE ATRI
FIATR2 (235, Bt O LR K AR 15 2Pt B
HAWTKIL, 8 JHAAIE B W E BRI B G
WL T TR 5 R IA AL U R R R £, B O
LEF 4tk 22,

zi b, ARDJERPE 857 LU RAS i1,
A NE R 75 3 O L ET ZE A o
3.6 ZaPETIOAIMIRNARRIE

miRNA & — K &l 18~22 nt (¥ P J5 7 4F 4
i BB RNA, 0@ ik 4% B (1 00 4 B 26 AT 3R 75 0
JULAH L JE R AN 41 4 Ak 55 0 B2 . W 90 K B, miRNA
S Rk SRR O WUR DI . Yang 2 B
FEJRE K B0 ILBE AT e S5 2 40 A1 LA 0 3R 08 7 5 1Y)
miRNA, Jf % il qRT-PCR 1T 8 ilF, &5 % % B
miR-141 A1 miR-144 [ 514 22 B 00 a8l 44 4k 5
ot —0 kI, #0H) miR-141 Bt %A miR-144 [
& T AFAR R Ab B3 B O LA M A T 28 e Je AR T2 i
JR A2k DL M ik AR, T 234 miR-141 5L
it miR-144 M7 T 10k 8 A BIERE DL A 41 B i
AR 3 — 2 B, Zou & PR KRB, O L
miR-410 #f =R & 2 LI e RBERIIE L,
Smad7 (SMAD family member 7) /& miR-410 ] B %
BRJEEA s AR D] miR-410 ()R IE5 5 K I, Smad7
Bl B ki A ) 4 AL A= A PR - (transforming growth
factor-B, TGF-B) 15 518, o405 0k K GO I 41 4
1t Kuwabara %5 "9 L8, ®IRREHE SRR

Ol miR-451 Rk W21, O URr 3 PEREER miR-
451 23 s NS S 0 I B AN D R 25 L -

L3150 I ) T I N w5 A A i 1R T 1N
miRNA K AR EE R )ik, 2 5750 U140 i At
K AT P AR SRR, 3 T o5 I PR A
WL . miR-29 S AE R 15 Lo JTLIR] ot 77 T8I 4% 22 A
M, ATEEZAERH THIER T BRI REEE,
R A poid FE . Silveira 25 PP 35T 10 5 bk
Ik %} HE BE Zucker K B 0y L miR-29 %% 1) 5% 1),
iR, E3h )50 miR-29a Al miR-29b % H &
AR, T miR-29¢ Ak W N, kA ] UL
2R A AL s U VKON R0k vT R 0 )RR RE R B0 L
miR-1 ik, iR R A AZ # R 1 (sodium-
calcium exchanger 1, NCX1) %%, #8001 Ca™ 15
GG ZRIBN G S FiE— B K, Wik 2R
S R AR B R B L miR-16 (R IE, b LR
FEDR LA P B AR K R F (vascular endothelial growth
factor, VEGF) ({115, SO NUME 4K B ik
YRR ] LR 25 T I AR R B0 L miR-208a Kk,
HEM {2 3E H AL K] MED13 (Mediator13) 21k,
EOIUEX BT,

SR, HETRE T S T s T L AL
A0 L miRNA J FC B 3 (R 5208 1 A2 4 i 34 )2 1
R R R I 58 I8 R FH A P ek 26 3 i 3 IR g o 2 U7 %
it — 2 B A ¢ miRNA 7312 3l 25038 JE B2 0 UL
eh R FH A AL o

4 REERE

& H IS B REFEARNE I B D LRI & &, iR
T B AIUIE R, S e 0 5 55 5K D RE US4 Th e »
SO L LA HI AN T RE AR B PE 2. dE B AT Aeil
DA g A5 o JIE JRE ko UL (T 1) = (1) ] 8
AL REHOKCT, R Pt BE ST 5 (2) Bk &k
TRDIRERRRG, B O ILAR LA (3) Hhdd AR B IIAR,
S ILIR TG 5 (4) U879 4 I B R P 5 IR 2 35
LRI T (5) 3 H K - MR R RS,
s L L 5 (6) T L AL miRNA H)3RIE .

WEFUR I, RMIBALHLH] (DNA 4L, RNA
LML L BT ANAE S Y RNA) 508 L L UL
TR AR ERZ Y B, IR SR, Eahn]
DL I 4% R A AL A (i 2t o R R, PRI U
S ) R A, S T R HEIE B B O BE R RO 7
Rk, 3B AE PR UL B2 UL 8 A% R 24 P AE
R DIRAWI . BAh, W SClRIRE, O ME R
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E— 25 WY B S Bl TG R R NS A2 o L A6 1 2
A E X EK,

B TIER AR AL O AR IBTT - FiE
WHEEOCH R T B AR, BRI O L PR
BN ATIARSE, AR T L BA Hff BT % 0 WL
BB RS RA, SRE BUR MR E], DL
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