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The role of exercise-mediated oxidative stress in diabetic cardiomyopathy
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Abstract: With the increasing prevalence of diabetes, diabetic cardiomyopathy (DCM) has also received more and
more attention. There are many risk factors for DCM including oxidative stress. Chronic hyperglycemia can damage
the antioxidant defense system by producing a large amount of reactive oxygen species (ROS) and increase
oxidative stress, which leads to pathological abnormalities of the myocardium. It has been confirmed that exercise
can reduce the formation of ROS in diabetes and enhance the ability of antioxidant stress, which is conducive to
myocardial protection. In the review, we dicussed the role of exercise in regulating oxidative stress in diabetic
cardiomyopathy, and summarized the current situation of intervention of different exercise modes on oxidative
stress in DCM, so as to provide scientific basis for alleviating the pathogenesis of diabetic cardiomyopathy through
exercise.
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Z I TR, BRI 2 BB IRE R I
FAERIA BT BiEHE B ARSCHLHIIE T H R, 123
A DA B LA L 2450 20 D P9 K 4 Ty e
BN B R BURAE . S O SR A, BTAT
UESKIE Bl AT LA REARNE PRIVT 26 1A P93 1 S A = A
5 MR H TR RIRRE ) P Atz sh i A
PR REEOK S S0 DCM I S BDIR EAT 538, K45
AFEZ )77 A gt DCM 8325 0 WLRS BT 70K,
NI Bl 52 g W R T O UL 80 00 3 R B it Rt 2
WA

1 SWNHAERERFE OB RER

DCM IR LIRS 2 0%, W A0 LR S &R
P FALRNT BRI AL RIERM.. i
WX NI o JULAH I T e ER R AR S M Dh e AR 5 %
FHLE A AR T, —eiE R R, SN
B R T 7| RS PR o0 I 92 110 e b ke 35 G BEE
&S E IR KR AL O B 2 i KR
Ty, AR KEHEALIE, ROS LLAE A
##% (reactive nitrogen species, RNS) &5 i & 4= i, 8
o T HBUEN R R RERREE S, FEE A A
I B 2 18] 1167 9% 4T 1%, 4R A K & ROS & R,
BN 4AL N3 (oxidative stress, OS)!, & JiF ) S8 A B
BT LA g 1 B s VR, (HIS 2 (s TR AR T
W H A B T (0,). EHEMAE H0,). FH h
(OH") ik S W A % £ (ONOO") 25 mT it ik 5 lig i
5 1 DNA 2 18] (48 B A 51 e 2 e ds 1Y,
PLEIESE, DCM & DA RN S S 2, W
PRI AANEYE TR RPN, A AL B O
le:I [12-13] .

8 P v MBE & ROS K AR B E EF A, 1]
OS2 n BRI AE (I8 BB L TR B O )
HHBEW C &% (PKC). M IS AL 24 (advanced
glycation end products, AGEs) i& 1% Fil & b 1% &k 12 &5
ZFgAt, R R0 L ROS &R S L
M ThREPERG . 40 PN A & R B Ty, S 20T
M OE B, MG TR IO T BRI UE 1, % B R H
NADPH 1 g4 By X 74 6 &0 b8 S A o L A4, 5l
LA N NADPH FRVH ARG I, T4 35 L T
AALAES M. Ferraro 25 WA R, KNG EIZ
BN YINZRIK G TR 30 55 Bl 00 1) 751 ) 184 S B P K B
JEDIRE, &= O LH SIS NS ATP B 2 (SERCA2)
AR B A ALY B TS (MnSOD) %15, 4T 4k
WREE . 55— 7, & s fE 3 H vl = %R (G3P)

4 DAG, 30 B R 0L PKC I8 RS, &1k
(1) PKC-B A1 -8 WF B! 2= 4 i) P f B — A A B & il
(eNOS) I NO [ A=A F FE U, Wi PKC 3@ #% n]
i 1 0F NADPH 4 Ak i 110 38 n ROS 1177 4 17,
i PKC [ ERE AT 8 O E D RE, 98D Bl PR s 0
WLEF4Efl U, Beah, fECHERGRET, B S
O- EH: 10 N- £ &= 5= 78 %) B (O-GLeNAc) 3 i,
AR E B - 11 (CaMK- 11 ), /- S0iUES
FACUHE 5 245, O S Fa s A2k oh g U,
& WA s 3 2k JE T gk 8 PR /D RO LR B
O-GlcNAc Fifb 7% 2%,

1o MR 75 5 I S A N i 2 A 28 0 S B 46
(Rl 25 9 m] 5] 2O WL P 5 R e B R 82 1) T e 2R
fil, BIPYJSE B3 (endoplasmic reticulum stress, ERS),
B AT B B A (UPR)PY, 0 L4 i A f
Ca® 7K P 3 EEA T 0 A % P9 R X)L F 45 1 7 3
TEERE, WRIMAS 5 & (SERCA2a) 7£ DCM LAl
HhRIR PR, AT REE IS IR S S AGEs FRAEIE £ |
SEA SEORMIE 2 TR TS 4 N A R A 2 1l 2
JO PO I35 T L B RE S A AN B S it 2 ok ok 4 PR R
FETAE S, 5 CHOP. caspase-12 25 {2 1=
FIRIEFEL, SURAMRE T, s P e e R
B N AT LR DCM G LR 45 2224, e L4 i
T-HG N2 DCM K Je ) F 2 a2, FERE PR &
AN B WA 1O I A 85 ] W8 2o LA P R T
B B N LT B A B RE Y, L
BE SO AEAL R G N, 5 S E T, O
JULH M 1 25 25 B S BUO AR Th g 2245 Y. AL
S, POE B VAT B 3E DCM O LG B B g AR N,
RAEPTIH T8 Bel-2 5 F AT [ Beclind fRES, I
AT, B O LEhRE B

2 BN SEMNMNMERERRBE O R
1ER

2.1 EEEDCMILEIROSHIAE A

B PR 75 O JIF 1 ROS 3T B A il £ Mhig 1%,
A0 F5 28 R A FE AR R BE TR . eNOS 11 i 48 TG
NADPH L) 5 AGEs 5 RAGE [ AH H.AF Ff 2 &)
(E ). LhifkfEA MRS, MorBre
MHEFALIEEE (ETC) BittEs, S5+ O, H,0
MINO #4854, FTEAM 1 MEAMITEN &5~
A2 ROS 5 HLF- [l G A A S b 1) 2 5 4 L i i 5
PR B B ARG, SRS T, s e
M, BFEgaEBRE S, Ao, . ALY
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Bl ZEIFHDCMLALROSHIA AL

B AL B (superoxide dismutase, SOD) ¥ 2k Al ) O, 1
AL J5 R HL0,, 75 2 I H Ik 246 Y1 (glutathione
peroxidase, GPx) Flid S AL & (catalase, CAT) 73/t .
ey AR 2k Rk ROS 2B B, T3 kiR ThREFEng
HFE ETC 3G, sk S it s n ROS, 512 O
IVEAC R B B USRI, dash AT i g AR R L
SR WP AR T B, 38 5 IR T e
F H A 18] A 45 58 3 3 ] /D i R B0 UL ROS
IAERL, P M 2R bR S AL BB AL 250%, @i kR O
WA IE R T Cx43 RKIEKF- DL LI db/db /N,
(PR RLAAR 5 i L 6 AN AT B 2 3% C 3BTRSk 08 G R A
hfe B, W —J5iH, R RO LR N S S
B —SULE A B (INOS) Al ™= A HAHE H AL
RiFINO, #H5 O, KMA AT ONOO™, %#
DA - DU &0 A ) ik v (BHA) 1% &) 8 ONOO™ % Ak 1
BH2, BEMifE#t eNOS HIfEREIE B, 28 PRI 0
JUL4H 2 eNOS fif #5IBE I, B 8 A 0 A= B3 i, NO
AR, ik I RIEA R, H0] eNOS fifRE
R 2 2403% DCM OB g BT AR B8 BE TR 77 91 RmT
755 2 AU R B B0 L eNOS B Ak, 42

= NOS [ARIERRRE,  MTRIERE NO (A 59, 3%

AR 258 45 SRR, BE PR K B eNOS F1 NO
AN Sizgh s B E R TG, PR B )
B T 0 PR K BRI NO 7K 142 5 Fl eNOS
(iAo 1,

TE e URRE 4t 6 P &/ P 2 1 Jol R Do 22
T VA FE ()7 e B ABE IR R PR, Sl AR
WAL N, B AGEs™, AGEs i it 5 41 g 4h
L FE MR A 7> T I AC R, G S IR AR 2%
PRS2 AR (receptor of advanced glycation endproducts,
RAGE), i 5%K T NF-«B J H RN, M
EIE MG, (2 ROS AR 2¢ PR 40 ia IR 7 1 7= A=,
BRAE NO AEMRIFHEE ¥, WFREBL, FoRfEaEis
SRS M HIHE JRp K B B LALC LH AGE-RAGE
B LA K NF-xB I %, F#{IK T2DM H) AL S0 ¢
RESE, JREA AR P EAERNE, AR
RAGE (sRAGE) [ UL 5 RAGE 3% 4145 & AGEs, {1
il RAGE 5 5% %, ¥ A 1A 72& AGEs 13 B 7,
E N8 R O XL/ 5 5 A o A ke AR 4 1 R s
Choi %5 " [ RFF 50 45 B8R, PAESR A iz sl
PE v 2 BURE R B G sSRAGE /K, BEAKOIE
RfER R =, A, EE 1 AGEs-RAGE & &
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V) ¥ & NADPH % {1t B, 15 5 ROS B9 4 i, 1
NADPH 5 1k Wi 17 4 9 ROS ¥ ] # fi AGEs 52 {4
RAGE [3RIA, TERRIE Wt H %, T ECHENGIR,
B0 E AR Y. NADPH 4 {6 i (NOXs)
¥ B M NADPH it Ji 24 73§44 72 2E ROS, NOX2
I NOX4 20 LA L NADPH 48 A4 1 5 1% (1) 32 %2
SRR . Hoh NOX2 A fE I | 9, P24 O,
ifii NOX4 52 {7 F P Jii 09 A 28 s 4k 25 4% J& [X 338 ™,
FEAE H 0,0 A SGHI TR B BE PR 51 S AR 35 8L ]
RS NOXs v Va8 I, H A B PRI K R0 L4 i
HROS B~ At S 36 I, 3 PRI O UL AL
R G EGE P, RN BT, BERRAE
F (STZ) 75 3 WbE PR Iw R BRAE VK I 25 f5 O LA
P NOX4 Fik /b, SOD i M3, 4 2 i
T IVEAL R A B BE— B SRR, TR
i 77 I Z5 m] B ARG R i K B 0o I NADPH 4846 T
S R 1 IV pa7 (Phox) Al p67 (Phox) 435, M
ek O hE ™. SR, Novoa 2 BV B 7 R,
o o P 38 70 Je R PR 9 K R UL NADPH 48 AL JifE NOX2
FINOX4 1] mRNA Fl & [ 3R I8 KFAEE A K,
St s, I H eNOS KTt B 2481k,
PER 15 R S Bl AN Be B JR A O L SR A8 i
s, bk (&R 1), KWIrhSRiEshnr Bl b
ROS AR, BEg DIZRA D RE, 88 AR
fs, s IS 32 T A AT ROS AR 77 i
Rk — P IHIE .
22 Eanigsa Ol RIE I SRR

OO LU B Y | T P R 1 S5 %
PUAMNRS, 2 CUERR IEEAGHE s F2 =2 1)
TGP DCM B35 i TR I T =i ss, O
MR hrsa L RFEZFIWIR, W SOD, CAT. GPx
A TRl P 95 7 AR ) 2 0K R R M PRI B,
SOD & —M&EEEA, Fiti O, B E RE
1) H,0, 1 0,, MIfiFEEAHEA O,” 7K F. SOD Kkt
B 3 PP T - 4/ SR B LEE (CuZnSOD).
25 00 A B SR AL 3L T (MnSOD) T4 g 41 B 4
W EALEE (EcSOD). HR4fE Shen %5 7 i, H4f
Xof 1 M sk e A PR 0 LZR bz 8 MinSOD RE# 5l 2
Pk ROS 7K-F, EZRLAA T RE IEH 40, M
B JR 9 M O L A . HLO, Je oo il 724 OH X AL
W E A MR, 2 I PrAE A GPx il CAT #
—3B0r il H,O F1 O, 5 5 SOD 284ul, Bl IR 3
Co LA CAT i GPx 3 R BE BV ek, bR ok
Oy VAR 9 38 5 30 T BB 45 e H UK R 4840 28 4 ok A

(GSH/GSSG) FLfH B2 YA <

Z I FCIE, 123 RERE G I O WL P TR LA
WG RIEEAEE, FRAREA RO, S PR 0
LZh&E (1 2). Bo %5 P WL RIL, KAl /1ig
315 K B0 L MnSOD [ 1A FIyE PRI I, o LZk
Fr R E AL B BR 1 AR Tt . Ghiasi 25 1 i fe K
B BE AT A ] FR 2 1 (] R L PR IZ 3y (4 JEL A0 16 JH ),
R I A LA R K 138 B U1 25350 e B AR OR B I A IR
Ji i EAL P T B (MDA) K, 3 B s O B
W GPx G, H 4 A YIZR A K RUMIE H CK R LDH
WE RIS T+, 1 16 ISRk LBl %, 3
BRI Sl g n 17 O UL B . Kanter 25 )
fkig, BERP KR TREEAAEs 4 s, O
JLHF SOD. CAT Fl GPx it &2 T, Ll MDA
AKPBEAR, Uk T W PRI 51 2 1 S8 Ak ORI 41 i
oo 52200, BRI K BT 9 KSR IE A Hig
g, LN P L EE (SOD. CAT Al GPx) K ik
BN, O WUEAGIR G RE R DA Y 48 E TR (R 1),
KSR BEAZ B 9 1 W8 R 1O L P AL B S
P, e TR IR L UL B A AR
2.3 BEINEENr2/Keapl/AREITE W5 S1BE

W3 5% R 7 B2 MG IR 7 2 (Nrf2) 1 R e 1 A
I A 1 Kelch £ ECH A58 1 (Keapl) 14
oI RS . B LR, 40 i
Nrf2 j#id Neh2 Z5#438 5 Keapl 456l — RIKTE L,
755 Nrf2 72 2540 B fige i 40 ) L 3E 14, BHAS Nrf2 A
M NPRAZ Y, BRI ORRE Nrf2 iR R Ak 1 2tk
RIEKF, AAHEETRES. 4228
BN, Nrf2 5 Keapl i #556,  UiF 55 19 Nrf2 (1
KN, 8T 5P R BTG (ARE) A FAE FH
5 H R HO-1. SOD Ml GPx 254 S8 AL i 1) ik,
HRIE 2 ROS, 4ERPA MR A AL IE S5 P47, KA
ML ThEE . ERBRIRE T, Nrf2 SRRk
/ANERC LA HR ROS A i 2 3 v T P A2 78 (W)
NER, —TRRFSE B, Nrf2 BRI S 4 T
STZ F5'F =AM fa, HAET I m, M5 e 0
R E PO, HONEREE N, x&
B Nrf2 7EHET R 3 10O LA PR S8 A 352 49 Hh e 5%
SRR Y, EREIRIE EI, ROS AKCF R T
Nrf2 3@ S GE, B ot EiEe 1, Bk
1 IR A5 DL R RFS211) ROS 7= 42 U £ FEAIK Nrf2
TETE, A Nrf2 AR FHAS & DAHEIE B R 5
ERA ) B, 0% Nif2/Keapl/ ARE 44k
AN T G W PR T R RS L S B
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=1 BN SEWRERTERF MO T ERCE
eIy B % FHifEA 2 R
523 AR 10~11 m/min, 5/, 5)E PR db/db/N BO WLIR RLAR S I AL AT [34]
MRERCETE, SCHERIAT)RE
5155 HEEERE . 50% VO, 60 min/d, 5d/JE, 9)F FARGKOR BOIINADPHAR B O, 5 1, [38]
7 FeNOS AL, fRHENOR)=E
HWfeias) KRS FIYRUPIER(3.91 +1.27) kivd, 6/ PR EGKK R O WLeNOS/HOBE WG, 25 [39]
LR SE
1 5i23) fIGHESE : 10 m/min (30% VO,,,,); H G PR ESTZiF 30 bR K B MLIENOZK P, [40]
15 m/min (50% VO,.): iR : RO LN eNOS IRk HR{RE%aR
20 m/min (70% VO,,,..), 60 min/d, 5 d/J&, 6J& JEIE B SUR T
Hl5ig3) fG5EE: 12 m/min; HEEHEE: 20 m/min, FHAKSTZIE AR KRV OLAGEs. RAGE  [43]
60 min/d, 6d/J&, 8J& FINF-kBFRIE KT, AR AR
AT FPEEBRRE . 3.6~6.0N ARSI SRR, 60 min/d,  HEE2BUHE PR B I SRAGE K, [46]
SARE, 124 CRE O AR F 55 R 2R
Hl5323) HEETREE: 10 m/min, 5~15 min/d, 5d; 3Nz FEARSTZiF% S hE Rpi R B IENADPH  [53]
25 m/min, 60 min/d, FL3JH S B DB 1 5 T 5 p47 (Phox) Al
p67 (Phox)[f 335, 8 LI RE ,
Gz T ORLE s HENA P B IS R g (G FE AN [ 2 A R K B L IINOX 2 HINOX4 1) [54]
1180%, S d/Ji, 4/ mRNAFIE 1 R IE AT (1 T =
il 5 185) K58 : 10 m/min, 30 min/d, 6 d/fH, 4} B INSTZ 5 S0 bR K BUC WL A AL i [61]
(SOD. CATHIGPx)ift:, FEAKA [
(MDA)7K -
#1523 K3 11 m/min, 18 min/d, 5 d/J4, 9/ BINSTZ S HE PR K BUD BT AR [62]
(SOD. CATHIGPx)FiA
HEIEH FAEBREE . 15.2 m/min, 60 min/d, 5 d/Jf, 8JH PR HESTZ 550 PR K B JINT 2 4% [68]
AL, BEKeapl/Nrf2/AREIB 1,
N R ¥#HO-1. SODFIGSH-PX%%
PUA BRI R 2R (1 Rk
M SIEH HPAERREE . 10 m/min, 60 min/d, 16J% WOESTZAE T W IR /1N Bl Lo [JLAMPK/ [75]
PGC-loi# %, {23t 0ok fe & AU
JIR DT R S A 2 A R e B AL
HE G EIEsh) PSR 10 mindk 5 1(50%~60% VO, WOESTZ 5 208 IR K AMPK-FOXO1  [76]
A TA I 2RI (7 min 85%~95% VO, 5 B, JREOHUIREEE, Z#DCM
3min 50%~60% VO, /A BIZ #))F110 min R
BHM, S5d/F, 8F
&85 HPASHRRE. 15 m/min, 30 min/d, 5d/J&, 84 3 AR PR % db/db s B O UL TNF-a [83]
H8E H R IAFIIL-6, IL-1PHmRNA
Fik, HINeNOS/K T, it g
i S R ARPUAN PN T e s
e Gizz) R LR /)2 ) CET: 5 min#k & #1(30%~ Ot A5 R KRR iR - 1 8% R Vi) [92]
40% VO, 30 minff 25 1H1(60%~65% VO, 5%, 5 SIGF-1F1IGF-1R mRNA
A3 mini4 HH(30%~40% VO,,...) M5, HHUTREA g in 7 LVEF
HIFS
E R GIesh R R EUE S HIT: S min#k & #1(30%~40% HITLCET & 35 Hi i /b miR-195 1) K18, [93]
VO,,)> 30 minffy 4 128 min 85%~90% VO, IR R K R0 LR Sirt 1 /T Bel-2
F12 min 30%~40% VO, /A1 BXIE E) A3 mini4 %1 I
HI(30%~40% VO,,...)
WEKIZH) HAESRAE: 60 min/d, 5 d/JH, 5F 75 S HE PR /N B0 LA AmiR-222 5% [94]

i5, BE PIBK/AKt {5 5@ i
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12 B 0E Nrf2/Keapl/ARE it %8 A 18 B% 4 A
JEIZF) T HDCM 1) EZYLH] (B 2). LI L R BN,
SIS B G B A2 /N R Nrf2/ARE (55 1848, 1Y
o U AL B B IR A, T Nrf2 2 R R R /S B
SEIZ BN JE AL SO R, X UEEH Nrf2 [l AR 3
T UK R R S i, Sk iE B g
Nrf2 {5 5l g O WU EE 77 7 B Rt R,
8 JE v A% o P A 4R I8 sl i s STZ 155 S FR I K
B L Keap l/Nrf2 {5 5@ 2%, (2t FlEhiE iR
ik, s OIBTERAGRE DT, HRBURE R 5 = 0L
AR . SR, AT R B T
3R B A AR08 B 0 W PR A AR L L2 23 Nrf2 (1) 3%
kg B ER D (R 1), M — B IEsEAH
1a 7y B A7 FORBE JR 993 1 O L Nref2 {5 538 2% 1)
HaifEH.

24 ESHRERRSEMMAMLEERRS
DCM

e LA 51 20 JUL A L PR 6 60 R 32 5 ) GLUT4
TEPEREAR, S S0 M P 2 P IS PR AIG,
TR IR FE T, 1 R S B B AL 2 72 ) (AGEs) 1~
AR N AT HE AR, BT AGE 32 K (RAGEs), 5%
ROS 74 AL AN N B 7 R T R

R E

FOZARR ) -1/ WG UL -3- SR / AR R B
(IRS-1/PI3K/Akt) Ik f5 5 il i, ] GLUT4 [ i
JEL G54, 7 260 B £ R 7 52 4 0 A5 0 JULAH ™ B4
B IR WTIR (FFA) A N HeRe Bk IR, AT B
O AL FFA IR RE T, 51 BRI A 3L
BERWEWRE, SECONIMEREEE, RER
RRESES, (RS EEH " 7 FFA &
I AR, 2R A HL AR s b ) AR L g 1
b, TS eNOS 23, 51 ke S A0 R P K2 Dy R
BEfg U, kS, PR A AR i FFA
A FEA 000 BRIE B 00 5% 1 58 5 = P sh M
Rk ROS ff1774E 7, Wang 25 U1 {1 HF 97 45 SRAiF 52,
5IE® /N AL, T2DM £ 8 /) § 282 K4k §1 ROS
KPR TR, R E . AT 16 Ji T 5E
S AT SRS BN SR, W PRI O VLR A 5 Fi 57 386 0,
O LI B R AR S A B 70 1 5, 38 i B0E AMPKY
PGC-1o J& ¥ {12 2F 0o T i 52 A 5 MR 7 1R S 0 e A2
NHIEIREEAL, dERPOIEARBITEES, AR
8 Ji A % R] & iz 3 ] i R f. AMPK 1 FOXO1
[lak, 87> DCM O L4 Mg o Jig o v I AR 2R
e T LR B R SRR Ry B e U, a4l I
O UL FEA S IR M X 5L R 2% DCM G LTS

Py

2l

@
s e
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33%:

R RN R AR U

FEMR B RARPU S MBRAS TS, B& - MER
iK% - B[ R R 48 (RAAS) W16/ 5 NADPH %4k
PG Ve N, S (R AT 4R A AR K IR 7 TGF-BL/
Smad2/Smad3 {5 5 il i B R O IE LT 41k, 520
O LA AR 2 38 T 5 i K 3 Hp S 5 3 S Bl AT
T2DM K & 0 )L TGF-B1/Smad2/3 i #%, % Ak
R, B LA 4 T B —T5 T, PR
Wle 0 A B RSl AR R MG M IR 7, R R BE A
¥ -a (TNF-0). F4IIEA K -6 (IL-6) 25 ™, i &g
i R A BT AR 4B BB 55 3 1) ROS 0 ] 38 ik Yt 4% A
T -xB (NF-xB) B2 FIUE % 41 i PR 1 7= A Je %6
RE SN, 5 5 AL RO n B, 8
J£ 3 & da 3l W] S 2 PR IGOBE JR R db/db /N BR 0 UL
TNF-o [ 55 [ % 35 M1 IL-6. IL-1B ) mRNA % ik,
10 eNOS /K, Bt DLAAE . B & ZIRPTAI AN
B e g . Bk R 7 40 M2 4h, AGEs (¥ T A
RAAS i ] LLd ik 45 F T Toll #2448/ S48 R
Jo3 Lo JIE H 9 5 ERL 7 1077 £, #0761 Toll #5244 4 (TLR4)
FIBE A R O WL L ROS TR ORN 28 9 X
&AL I PRACHE W T 3 0, e B 1 o [
Y2k (HIIT) Al rp 8556 B2 KRR I 2R (MICT) FRAIK T &
T2DM JS 5 e B JRE N B ) TLR4 3Rk, 2% 10
Jii Th e AR R ), H MICT 7 FAAR 25 B8 1 9% U7 1
FAEMS, BATE, PEERRESEs T LAl AMPK/
PGC-la. p-AMPK Fil FOXO1 i }% £ 3% DCM 0 Il
AR R 5 22 HE BT DA K dd i BRI 28 E R 7 TNF-a
IL-6 &85 /> DCM % 35E f 87, i3E 177 2% filg DCM %4k
M (R 1)
2.5 EEIFIEmIRNARIZE RSN HLEDCM

miRNA JE i # [ F f# mRNA S0 I8 550 77
AT BRI, 208 R Mo UL 1) B R
IEHE R, L4y ROS 7 LAE IS NRF2, SIRTI
FI NF-B i@/ 51 1755 miRNA 11354 *. £ DCM
O WL, F 5 S R Y miR-21. miR-155
AT miR-451 25 5 i 2% 1% miR-146a 7] LB 1k 00 ILET
defr, o OLThAE 5 R AR R IE ) miR-208a,
miR-34a. miR-195. miR-206 1 miR-133 & 7w DL
il caspase-3 {5 5@ HRAFIG(E 5 Bel-2, D
DCM 0B T 7 i@ zh Al DL LR A S
AN[E miRNA 1€k, STZ 55 10 IR Iw K B &Pt
AAFNAIT 4 G Y, o ld miR-1. miR-133 Al
miR-499 ST RIA, LI RERE IS 13 2 .
2020 4, Delfan % " W50 R B, 55k i (] @2 3h

(HUT) 5380 11355 (CET) ] 18 R IR K R
Il miR-1 2 R 12 4%, % 5 IGF-1 1 IGF-
IR mRNA %%, H'5 CET MLk, HIT ¥4 30h
B0 T A2 = 5 I 4 B0 (LVEF) F1ZE U 2 56 B 4
# (FS) ; 2020 4=, %M FtHI A& 3 HIIT L CET &
/> miR-195 BRIE, 3G 58RKE PRI K B L
Sirt] A1 Bel-2 3% o, oot i R Kk B0 WL aE B,
Fiah, HESEF R SRR, 5 R MK IR AT g
% SO miR-222 315, 0% PI3K/Akt
GEIEE, R ERRIRES TR LG ™Y 8
&5 5 A 02 3 o] g @ ik | miR-126/SPRED1/
VEGF 5518, sl Rm it opums . imaEsk,
iZF S miRNA 78 DCM 1 945 FH H 25 52 3 6 5¢
R, (B H AT A D £ miRNA #4776 R
5%, —L& miRNA BA 2300, ) i g Rk —
ANEESE () miRNA 1] B 25 JE 4 7 M 2% B = A oAt
JEFE SN, W BRTIR, EAIIZ S/ F miR-1. -
195.-126 A1 -222 SR HE PRIE MO L (3R 1), S8,
1y F BERHIZ S miRNA 7E DCM 714 F 1 B
HLE, SHREEEIETT.

3 ARIENREDCMILALE KR AL

3.1 BAEEIHXIDCMLALBYRIF{E R
HREZHAE TGS MR, MomLAN /),
X SR W TR P O UG 1) K A e T AR A 5 AR AR A
Fo 4L 4 KA A 7114k (10 m/min, 30
min/d) AT3E5E STZ 75 5 18 PR K RO WU A AL B
(SOD.GPx 1 CAT) 13 1% , &AL UL MDA 7K 1,
9 JAMK 5 A 55 (11 m/min, 18 min/d) & 3% 14
BT B PR K BUG UL SOD. GPx #il CAT & &,
BTODHVEARIE, R T 720 E 3 kAL LD e
BEAT . R, B ACE B, 4 SR R vk
Y%k (15 min/d) b 38 5% JR 55 K B Bt %60 16 B8 (SOD.
GPx Fll CAT) i1, F#%-CoL MDA 7Kl caspase3
MRIE, WSRPUAIEE R 7 Nef2 (i1, (2t
DCM O RS P S — 5T, 4k 6 Az sh T
AT STZ 75 A PR K BRCo JULIER 5 32 BUBR 4
FR & 2K, Ho KR AL IZ 30 (104 15 m/min,
60 min/d) 525 $ I 21V B R VI 519 1 (PAL-1)
)ik, 198 NO Ml eNOS /KF, $/nicshidid
Wi PAI-1 F1 eNOS 7KVl 42 S8 A0 R, 25038 W JR s
PEOIREAE Y g5 b, A GRS s
YA I DCM FLafbae 1. ok, #ERkiE, 16
J& Hh & 50 FE A 4212 8l (10 m/min, 60 min/d) {2 2 1
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JwE PRI /1N 8L AL 74 i R i 2% E1-o0 (PDHE Lar)
M & PELE R 4 (GLUT4) A RIL, (2106
PRI L LI e 2 A MG 107 18 A 7 20 Dy i 5 4
b, I Bz 3l a5 O WLZR KL R S A0 B R A K P T
JE AL IG N, VE M EUKSE R ARG ¢ S — T,
pGC-la FHR IR 55 138 2555 26 b A4 Ty i 38 58 1) 52
M, 7812 3 0] fe i i g PGC-1a 1 17 O L EE
A IR, SRR IR DI REFREAS, G 9RO IE D)
e Li & PR R I, A 8 A SRR A
iZF) (21 m/min, 60 min/d) B0 T BE R K R A2 O
FEIKAKARE, AOEEFIRAKER O
55, 4% [ 27 (HSP27) % ik, HSP27-S82 Mgtk /K “F-.
pHSP27-titin &5 &, oG T OWLEF4EHRS), AT
OIERIETSKRIIGE. AL, 12 B sRE R Giss) 34
m/min, 60 min/d) A DLFEAK STZ 553 A0 FR A K B
O U J5E R bR & 1 2 GRP78. CHOP #
cleaved caspase-12 ()14, B & RGO NLAH AR IE T
M O I Retabr, S 3] R i ) A Jse

LIS D A0 6 9 1 R e W R K R LS A2
P, ERERNE, 4 FERERGIES (&K
255 P51 80%) T £ DY 4R 5 I 15 5 1D B R 9 KRR O
L NOX2 #1 NOX4 & & —H T m, eNOS fiifi ik
i, LR TN, SR i E B,
gr LRTIAR, AR GRS G iz s 5 DCM Hréa ik
B R SR, KR BE A A0S 3h B A R (2 2k b
2SR 167 R R A = R AR € K s 5 A
PRI RERERS, a0 NEThAEE, &SRS 3 AT BE N
# DCM EAL R (% 2), (HBARNLH] 7B —
IHIE
3.2 HFEIBEEIXDCMILELAYRIPVE R LS
PiBHIZ )RR G i T, SRR D&, Xk
LW AR A RIFEH . AR, 12
JAPUBHIE 3 (LA 2 FE 3G ik E 10% ¥ BH 7 IEES,
20 % /d) AT /> T2DM K RRC LR Filltds, a2k
FARFE AL, S oRPTAES SOD2 v, FEIK ROS
K, [FIFBEAR UCP2 A1 UCP3 /K, 42 gk iA

2 FEIEEHEEDCMOAE L RMAERL 2

beey Byt B E T 1A H SR
Kz 3) rRAEERRE . 15 min/d, 5d/JE, 45 R PR K R BT A AL EE(SOD. GPxAICAT)  [96]
TEME, BRI O JIIMDAZK S Flcaspase3 [ 32
1k, WSRPTEAE SRR PN, (e
DCML LR
&85 HRASEREE. 21 m/min, 60 min/d, 5d/J&, 84 HEANRE R S RO ILHSP2 7461k . HSP27-S82  [97]
A K. pHSP27-titingh &, 23z Ol
LFYUEHE, KO AEET SR ThAE
H&IEH fRHEE: 20 m/min; = 3EE: 34 m/min, FARSTZiF SHE R K RO JLGRP78. CHOP  [98]
60 min/d, 5d/JE, 12 Fcleaved caspase-12[]3i%, B FRAKC
AR T2, SO I Rebr
e N DAEED F 18 044 5 10% (1) BEL A€ 8RR, 20 YKk/d, I/ T2DMEK B IWUB Tt FRe 2R [99]
12)8 RAL, IESESOD2iG M, FEIKROS/K, [H
I PEAIRUCP2ATUCP3 /K, 2 2 b ik R
L ULTh RS
PR IEss ARELL 4 AL ICHRIZEE), FIRFAET 0K FEARSTZ i S0 IR K RO MDA R 7K [100]
LA, H2REL 10 INAFE20%~50% S, A R S A R
(IBE 7, 553K 5 4~6 W N FE ) % 5t
KATT, H4REZ10K IR K MHTT0%~T5%
HIBE 1
& iB5). HREERRE I GIE sl MDA R O 1 A RS A IR IR ST BR K RO IGPx L, [101]
PR et 40%~60%, 60 min/d; HLFHLIEES: DR I HAEEEHES TGPk EFEN, £
B4 40%~60% IR 1 eRE, 15 ¥k/d; 5.d/ FESODIIAAME N
JH, 8
HABAE L60 min/d i K FE1140%~60% M Gizsh il {2 HERE IR K RO TNF-o/IL- 10/ LUAE B, [102]
PLrE5) H A 1S UK AT 1140%~60% [ TERE 22 %% 4 IMGSH/GSSGHIL-107KF, 3 1Ll

iz3))

i RNET K Ih BE
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M, oEELNLIAE P AAN iR, St
PibHEE) (&S 4 d HE 10 RIEEE LR ) FEAIK
T STZ 55 B PR 993 R B O WL 23 i L S8 A bk
EY) MDA [IRIEKT, OULHL 2 H kS =
WS B0, R SR BB IE Bh AT A BR AR O UL AL B
B, BT b e B s R %R
WA AR, Hak 8 S5 1A FE s
RELIZ 3y 30 14 00w PR s & 91 51 SL47) B3 R BRC L GPx (1)
Fik, HHERBEHES GPx KT IE b FER, 4
S8 SOD fEAME I " s WA s, s
R OIE N BRI B SRR, 8 EfA
A LA PUBHE B A2 2F T BE R % K B0 L TNF-of
IL-10 ) LU AR BAAR, 38 0 7 GSH/GSSG 1 IL-10 7K,
B 7O WLISRAE AN ET T D RE, T R I kR 4 E AN
SE K B R D B O I Th BE AT U BT 2, BT
FHIZ 5 A] e DCM CIJLEEAL MU B (3R 2), (HA2
T AR B 22 1) S B0 e ) e i U B BRIZ Ak 7

4 NEERZE

G5 LRTIR, 183 TR R PR O LA AL
LA 2 TR, ] ROS =42, 3654t
FALBI I R Ge IAEIR S WAL SORE . WL
miRNA 38 55 2 O NUAE B . H AT B 9t 55
BHIESE, ARS8 A S 3 bt bz 3h fetd B3
W58 DCM HA A RE 7y, S O LD RE 5 T e 55 o
FE A 4832 B T B N DCM O LR AL B2 I80K . 4R
1M, X235 e s R N B R A B — 2
e, BRI SR IS ) AN [ 12 30 7 SR I PR
(1 R A AMEAIZ B b 7« 54t s 3 E AL
L g DCM 1 2 Fi 40 il 4 1%, 40 AGE/RAGE
A1 Nrf2/Keap1/ARE i B 55 G UE 52, AR SKRA 5T AT
% KiF miRNA 40z 3l [F 1 S E A g g 2R R
Mizgh i XA SR ER . Bk, RKRAT
T E L MR A FIE 3 DCM AE H 5 HL
i, DUME R e 508 2 T000E FR 99 M O LI I IR
S, MESEEMIESIETT
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