CN 43-1262/R " [E Sl ki 244 ik 2023 4F55 31 455 4 277

AICGIH: P 3Cfis, HARA. sl O s AP E SR R W R DE R R [T ] B Sk {2, 2023, 31(4): 277-
286.  DOI: 10.20039/]. cnki. 1007-3949. 2023. 04. 001.

[XEHE] 1007-3949(2023)31-04-0277-10 S
18 gl 58 Hgovk o Un A5 R P 958 95 5 Mnl i W 52 308 Jé

BxE’, HEAR'
(1. LB XEWEHEAER A THSARER ;ﬂk%%—?E#’W%Fﬁé@%ﬁ%%ﬁﬁl%ﬁi%iﬁﬁi,
LA B EE T 22601152, EiEKRF LERE *"ilfn}i*%ﬁm‘?w EEHERFOCRERTITCEBTLEL
R FEHE, EiET 200444)

[EREN] HEA TR FEARAFT, LEXFAGHFFRAKREK, LIRS
EFRalRK, EERESLIBFEARMT PO EME LERFSCEFTAN G A, K
/%\‘Ti‘/ﬁiiﬁf: Circ Nat Commun . Cell Metab % 22 &, F24% ] Cardiovasc Transl Res % SCI
e T mAERE BFECBRARESTES AR R TRAHHEFLEFHHF S
LElaRk TEARFABAAR LT LERAERF, THBEXELAMLARAR BE
ARMERALABFSFALTR BRARMFALTLEAGSHRABF, TEMRTH
BB FHBIEG 6 A FIB 5T,
[ ZE] ChFFRAREARESKRNERED S LIRGAELREF izl
HimE RAXERGALL AR, £HR, RFTIEHELN, ESWEHRAERBS AT
Foil 97 8 e B Fo R PP IR IR, A ST IR SRR R B S LA B 8 LR B 5 L | o8
7 3 35 F B B AL 5 o B IR 9 VARSI K AR s B S AR 9% o o R 3 89 5 AL AR g 7 Ak
2R DA B —F A T B SR TR 88 A fo R R % 09 A R R AR EIE 5 B
[X$IA] BhE;, ShEkRm;, KRR, Wb, B7
[FESES] RS [CEkARIEAE] A

Research progress on the effects of exercise training on cardiovascular and metabolic

diseases

FANG Wengian'?, XTAO Junjie'”

(1. Nantong Hospital Affiliated to Shanghai University & Sixth People’s Hospital of Nantong & Exercise Training and Cardio-
vascular Health Laboratory, Shanghai University Institute of Geriairics, Nantong, Jiangsu 226011, China; 2. Shanghai Uni-
versity & Shanghai Engineering Research Center of Organ Repair & Cardiac Regeneration and Ageing Laboratory, Institute of
Cardiovascular Sciences, Shanghai University, Shanghai 200444 | China)

[ABSTRACT ] The prevalence of cardiovascular and metabolic diseases is increasing all over the world, and the social
and economic burden caused by it is increasing. It has become a major public health problem for mankind.  In recent
years, a large amount of evidence shows that proper exercise training can prevent and treat cardiovascular and metabolic
diseases.  This paper reviews the molecular mechanism and therapeutic value of exercise training in cardiovascular
diseases such as pathological myocardial hypertrophy, myocardial infarction, cardiomyopathy, heart failure and atheroscle-
rosis, and metabolic diseases such as obesity, diabetes and fatty liver, in order to provide evidence and ideas for further re-
search on prevention and treatment of cardiovascular and metabolic diseases based on exercise training.
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O LA AR PR 5 o o 4 BR NS SE T R 2
JEL A A T A NSRRI aff o AR R
AbTHREE B TEBY B, 5 b L L B A
T 2020) , FRIELCME B B EH ABE IR 3.3 /A,
O ML AR 1 2 s il 5 S A k2 R B #H H
Wl © R R A 28 2 TR R, B G O i A
AR ZI AN K G2, BR T 29167 Z 81, 3 Y
()32 Bl B et T LA 2 b 391 B G 7 O it 55 AR
WM . AR SCESE T 32 g ) 10 1l 48 A v
PRI ] 14 AF 5, o AL 45 0 WLIE JE |0 LR B
(myocardial infarction, MI) /0L . /0> 1 £ 45 ( heart
failure , HF ) | 3l ik 5% ££ 1 1k, ( atherosclerosis, As) JIE
JE B DR A 105 I, DA IS X 3z 2 SR R IR T B T B
PR IR AT 45, Oy ik — 25 IT iz sh R B if
PR IIT ISR S

1 EEhikGEEEECIER

O LR JEE S — FofrC WL A0 3 17 22 b b B )
PR 2R LA B 1) O R T 5 A Y G248 E A Ak
A AR B I B, 4 Sk A B O JULIES IS
PR LIS

Az O WUAE J5 2 A K 300 34 =Y 938 Bl R A
Mg T R AR R AR A AR
ORI LT AL LA S U LA I A 3 T, O JOE PR AR R
AR AR BRES A, S0 I Y — T R 3 7 1 0 A B
THEEOIRE, PFFE LB 14 JHR B FEHAEE sha]
DA L0 LA A ) (A B i 209 ) 38 Bh R
E 0 AR RO LT JEE A B 0 UL 20 J K E e 1
I, W8 SRR AE — B2 BE T AT LAY 50 UL B
ARG AR 1 B SRR S R 00 A MO L
NEJE R LR E ARSI ILrm (1) .

(1) R 5 RAEA K 7 1 (insulin-like growth
factor-1,IGF-1) /WA BENLEE 3 41 ( phosphoinositide
3-kinase ,PBK)/%EI‘{}%(E B( protein kinase B, PKB/
Akt) 15 538 % (IGF-1/PI3K/ Akt {553 % ) . IGF-1
TS 5O A AR Y e R LA A AR
K 5 el R T W I AUR R AR, 13 3 B
LT IGE-1 ek O JULEH 4 S5 A e e £
EREAERK AT 1 324K (insulin-like growth factor-1 re-
ceptor, IGFIR) 3 E i Uk iz 3 55 19 /) B UL 5
R 5 T PIBK (pl10) o7 5 58 48 AT DL B
IGFIR 355 3 1.0 WUIBJES! . 55 4h i BiF 52 )
KB, PI3K T (O HE 2R 1 Akel YH5SE R 2635 0 &
e RN B I 8385 A R, A B, Akl ik AT i R A 7

Wiz sh i /N B O WILIE JRE B Ry s 550 . kA,
AR RS I Ak T T ELSh Y A R
AR (mammalian target of rapamycin, mTOR) REL Wt
Fh 45 BEBAE (focal adhesion kinase , FAK) 1 iK1 S
O LR JE

(2) CCAAT 3438 T-45 58 11 B( CCAAT enhancer
binding protein 3, C/EBPB)/Cbp/p300 7k O AL I
Wi A 7 4 ( Cbp/p300 interacting transactivator with
Glu/Asp rich carboxy-terminal domain 4, CITED4 ) .
C/EBPB J&— 17 ) 42 20 B 48 5 (0 e s R - AF
FLR B C/EBPB i1 iK1z 35 5 (14 /) B A B L
JUURE JEEARE AR e 5 25 71 9], 4k A AR 1 S 30— B R B
C/EBPB (BRI LAiE £ 34 70 CITED4 /%) #1842 i
LA A3 L B O WUIE JEAR G E A Gatad  ThxS
Fl Nkx2. 5 (3517 Mo, iR & itk — 2L AEsh )
H kB C/EBPR ] LUE S ] p65 NF-kB M
HLHUE ) AT S0 HE

(3)BEEE 1 130 ( GP130) /Janus 37 ( Janus ki-
nases, ]AK)/T%%%EF&% SEIOE AT ( signal trans-
ducer and activator of transcription, STAT) 15530 &
(GP130/JAK/STAT {5 53 [ ) « O WLZH A 45 S5 Pk ik
Fik STAT3 AJ AR E Az RO WUIE IR, I 5% il 25 R
PO U BT 3 O 1 Y e LI R
SR AU/ 6 (interleukin-6, 11-6) K& 140
PRl F a0 I35 #7 K 1 (cardiotrophin-1, CT-1) 7] LA
il GP130 51 JAK BERR AL, #E T STAT3Y
BEA, AT 55 A B0 L AT I g ek GP130/JAK/
STAT {553 s 67 A 45 DX 400 i 1A 1 A 1% L 410
¥ 1 (suppressor of cytokine signaling 1,SOCS1 ) 7] fi¢
HEE g B 51 R A AR AR MO LA JE 5] HEF B
FeA

(4) 4fE B W AEs P Lz S i 5 T /RO
JULAE LR AU vh | B HSP70 2 5 oK s A A FH 2
(carboxyl terminus of HSP70-interacting protein, CHIP)
Ja T LAOE Ak Bl B A BB 38 (glycogen syn-
thase kinase 33, GSK3) {55 ( Akt/ GSK3 B 155
TR ), TR 25O JULAE IR , I Bl WA 5C 28 L
B e H#24% 3 11 ( microtubule-associated protein
light chain 311 ,LC3 I ) . A WEAH S H 5 (autophagy
related 5, AtgS) . H WEAH & 1 7 (autophagy related
7,Atg7) Fl Bel-2 A1 HAE 8 H 3 (Bel-2 interacting
protein 3, Bnip3 ) Fik A LA RN [ S A
VRO UIEEA —E BIA R

(5) AE4AS RNA ; —J5 T2 {/]N RNA (microRNA,
miRNA ), ASZEG 2 FLFTFSE & B miR-17-3p Fl miR-222
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TEWEKIZ 755 10 A2 F O JUAE JEE /D B0 i v 3
BETHER miR-17-3p ) B L 2 4
JESE H B 59 3 (tissue metalloproteinase inhibitory
factor-3, TIMP-3 ) sl [A] 24 il 10 5 et fh 1 ek 1Y
TR I 1 5K g 2 11 [R] 5 ) JE A ( phosphatase and
tensin homolog deleted on chromosome 10, PTEN) , 4
N Ak (5508 B, 7 T4 kO JULH Y 14 5
AR miR-222 S5 $ e ] p27 AR PSR
HAEHHE H ¥ 1 (homeodomain interacting protein
kinase 1, HIPK1 ) FiAfEHECo LA A (4 38458, H10 ) 110
il % [ JEAE 1 (homeobox containing 1, HMBOX1 ) {2
O AR AT K2 i — 25 BF 5T R IR, miR-17-3p #il
miR-222 (3 A AT A RO 40 JUE fke 1P 3 i
TEUY HF, $Rn iz s T LU miRNA (9
FEIRAFO I A A B WUIE R, AT A R4 He
O W & Az, 55— T Tl K BEE S % RNA
(long non-coding RNA | IncRNA ) , A 3256 2 e i 5%
AI IncRNA CPhar i# & 5 DEAD £ fi# i€ B 17
( DEAD-box helicase 17,DDX17) 454, FH.ik C/EBPB
Xt i S 4% R 1+ 7 (activating transcription factor 7,
ATF7) 2B 0 E AR AT IE ) 308 55 Az BRAVEC )L
IS, FEHL Sk ot PV 7 3 B O L5 o i A,
W5 % B IncRNA Mhrt779 i i3 895 Brgl/Hdac2/
p-Akt/p-GSK3 B 15 i & {2 iz g /i T A il AL
MR o IncExACT!1 i i3 Dachsous 45 %5 25
FHA#H5¢ 2 85 H ( dachsous cadherin-related 2, DCHS2)
P miR-222 54 2 W R A1 Hippo/ Yapl 75
S 5 AT O UL R I 45

TR 2% 3 v o B R o 5 3 5 Bl B A T LA
TR B L WLAE S 5 AT rp i Bz Sl iR 4 P Ak
mTOR/p70™* {5538 ¢ b 2 W00 , 1M1 1wy i J32 12 5
PR Z T T B0 . K] iy iR B2 0 Sl B AT A5 A 0
JUURER , A O IV 05, 7 2R A 0 78 1 R
I, IEAN T A 2R B 12 Bl 8 n] LA A O L
LIRS, 4ERe538 B Iz sh iR ko B G 2

[ IGF-1/PI3K/AKHE SiBEE |

| C/EBPB/CITED4 —) fKF 5
I-' | GP130/JAK/STATIESiEE | 12 BN
| mman ) |

B3 : ‘mi E
“\3&5%63RNA.muRNA,IncRNP’«/; A 13 LR E
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Figure 1. Exercise training promotes physiological

myocardial hypertrophy
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S 1 32 sl BB R TT DL IR S O T s k4 AR R
(transverse aortic constriction, TAC) 155 A4 B PR
JULAE RS ] ik AfF 5% 5 38 3k /1y RNA VR BE I e 2 B
B SNERMR T UOETD 32 > miRNA #YERIA,
FE K TR FIE 538 B o B 45 SR 7R X 28 miRNA 7]
FEIE 2L 815 55 5 N 22 2400 AL AR 1 U ( mitogen-
activated protein kinase, MAPK) {5 5 i 2 5 i 77
PR O UIRIE ™ HABBETE R B, 20 Bl 3l
P13 JEGE T 50 E R RS 0 R U O
JULAEJEE 322 3R B A O U 5 44K J5 kLG B B AR, 00 )
Rk I 2 AR AR L RO LT R i
WA BT R IIX — P4 VR 2l i RET 1M 8 =R -3
JRRILIAS A R AR A T 20 AL i, BT
i A5 5 B A0 LIS Bl BB T LA o B 1k A%
F kB (nuclear factor-kB, NF-kB) #ll #i| £ F 19 [ i LA
L BHWT NF-kB {55 il it , AT 25 808 TAC 75 3119
FEERPE O WUAE B . S, L-NAME ( N-fil§ 56-1L-H5
ZIRWTR , — Fh I ek — AL A5 B 61 5 ) AE
g o E RS RGN T RN E EIRRIE SR
R ERE O IR R SR E 2 o & 31, is
BT B AL ZE 1 5 A A i S A S 2 1 80
(coiled-coil domain-containing protein 80, CCDC80 )
RIS ORI 43 3B R i) STAT3 BE1R 1k
ATECE M Bk R TS 0O R K, R
T, A 5T AN 8 Jil i 20 ML B 5 Bl B MR (46. 7 %
107 m/s, 60 min) A 33 K R0 IE 241 8L Ak
mTOR/p70™" {5 5 % 3 B, 11 15 528 & 4 2§ bk
(63.3x107° m/s,60 min) WIARRE 3 FpOAR[R] A5k
FE iz sh sy 2 (8 JA I B3k R 3k S LA ) 1
AR T /NGO MR 4EAL, s T e B O WL
JELR J A Pk e 2 L i A T B 22 A T 9 R
FE HARK i B 132 Sl 8RO 7 58 DA s B O L
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Figure 2. Effect of exercise training on pathological

myocardial hypertrophy
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B R 2 — Ok B2 B UEHEIE 52 12 SRR AE N
BB AT AT MI R R IF AAE , B4 0 MI A8 1
Ffi A TG BT

J T ERGEIB SNHRER T MBS NR AF 58 5 i
TESEN TR RS A%/ BRAE MIARHT 6 Jil 5 AR5 4
JARIAT AT A Fs shiBoR, 45 R o is s Rk AR K
A MI SO IR, (B2 4 217 A A4 ik
BT RIS SRR AT MI /N B 200 38 e J 8
TR AR I o< £ G 1 S Al R 200 M DR - b
JREYRFE A F o (tumor necrosis factor-o, TNF-a ) \IL-6
FIIL-1B MRIEIA FITRRAR . Ah, A IF ST A,
ARG 12 IR ZE A EIE ) (50 min/ K, HH 5 K)
SN EIRRIE S0 ML/ UBEBE A8 S 1%
P4 (reactive oxygen species, ROS) A4z A, I35
5T ML SBURHUA LB AN A LB AL R AN A AL
SREREAR S BR T izshnd T M1 B fE A, Hofth
WS E WIS 138 ST T ML F0US 52, &30
MIJE%55 1 K452z shi IRy, st oA e
T, P, 3T w2 8, A MRS 1
JJE Iz sh ik, Pk 8 A A EiRieiz g
FIRBATHA AN MI 3 J80 R0 28 R {H 2 7 r )
W B /N O NEE RS, Haz SRR /N
O ER SIS A BTk m =7

ARHTHIAR S 1918 SRR PR T M5 1.0
HHEM, VR R RARET 8 JE 1 AR R S B R
(5 K/J) BEAR T R BOME R I I 5 , OF Bl 10
IR . RIS 8 JEIFN 10 J& i v 4558 1 i sh B

BT O A B X 35 A e i 2 00 e LT O e
AT HRIE 3 A H &k A Eas s S MI K B
ZE0 % TNF-a 8 1 & 2 DL TNF-a/1L-10 HAE
TR T3 T miRNA 2087 R iEkaz s fin
T MI K B M 2% X Tz [X. miR-29a ,miR-29b Fl
miR-29¢ MR IE, X 5L 5k T BUR R & F &
A ERERA S, T B s Bt MT AL
SN, 45 0] e 5 s 3 B O SO OG0 B 1A
FIA L2250 s 8 ML RE ) 32 3l i R %
FVE> MR SR, 7RI VGE 35 IR A
S PR R S

W LRI, 0T DS A S AR R, i
TG 18 SRR Y AT L3 S ot O JUL A e 4 5
1= 94 o1/ A N O e B RTINS ER LS N
mifdifs M1 /NERAZ 25 (B 3)

o [ MEROSER “— f—‘
r | BERIEMETRE | X 7 S
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.\ miR29ckiEFHB U
iE3) X )
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Figure 3. Effect of exercise training on myocardial infarction
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(hypertrophic cardiomyopathy , HCM ) | #" 5k &0 JILJR
(dilated cardiomyopathy , DCM ) FIECC R & YA O
2.0 LK (arrhythmogenic right ventricular cardiomy-
opathy , ARVC) , 2k & 140 UL DU 45 .00 LS 2 4= &
PES Y — AR

HCM FBRRAE N A0 3 BE RS AR TC 9 5k, HLAgT
L5350 O B B i PR 3R 30 L 2 1) B A X e A 44
JREh e E i T AR R, R TR R R A
ORI R, TEAIHEZKSF-, HCM B0 40 i I K | O
LA LA 33 25 L DA B Jmy kM sl IRl B 27 4k 4k, s
W5 & A IR ¥t iz gh B HR il L IR 1T GSK-3p AI3A
TR 2500 JC 14 45 & 2 H ( cAMP-response element
binding protein, CREB) [ i £k 7T LA 1 7 5 335 5 L
BREE I EHBE AR 5| & 1 HCM /N U 0 ik £F 4R 4L
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LML T AIIE AR IC R R A 63501, HOM 2
SRR BRI WY R R 2 —, I, 5& LG
JE 7 2 k4 25/ SR LD JIE DR 25 (ACCF/AHA ) I R
T r HI HCM R AN 22 vy o 3 03 2 R 0 5 AR
1Ml , A e HCM Rz 30 51, HCM 428 31 51 1% 260 % &7 5K
Ry R4, H R ZUz 85 HCM B DR R H
MRATERDS . AP, 16 J8 i b 45 5
B v LA RCTE R HCM B 1 i KB A =
( maximal oxygen consumption, VO, )1 )\ HCM
ST BYIZ B BRI 5T AR A A BAT TR R B S 4
18 BB T PAEIX — AR R 2 A 00 [R] 5 22 ik
— LI 9 R 1 0 S A 1Y B SRR T . A,
HCM J85 75 L 01 9ll JT 4 5 0132 3l BB o ] RE 2 o
LG 1 A= B Y, I R RE B 1k 20 3 1Y PR RN 2T 4k Ak
IR,

DCM 19 B R AIE 2 20 0 28 3G R A 4 P g
K, shmrse R 4 R A R s oo id e
PSR W) 6 = 0/ A 35 23 T DCML /I
WL IIRE O RELF AR s I A BF ST E , i ikiz
il IGF-1/PI3K (p110) {5 5 3 48 i 17 e
HEPE DCM /NI AF TG 3, AR 1 B AE AR iC 4
PRI IE . ANRBIFE R W, 32 3 i T L) ik 3
DCM & 2% 0 JUE v JBE 8 3R R0 3 19 0 JUL 4 %5 0
SR

ARVC J&—2H FE O TR PRI AL A 0 2 3 iy
5 RS RO E H A R DU, EE AR E
BREAEERAETEE, ARVC J2iz 35| L ik
PERRFERY S R 22— WF 9T R Wiz S i mT LA
HEARVC P & i HL, BV A #E Gk A
RS e BE AT 0028 Bl BB 1T BE- B ARVC 1Y
R I, X ARVC B N iZRE R s
SRR R RS N BR RO G B

kA L T B DL 0 2 DR A DL
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P sl AR BB BNA , J2& h 22 R (55 3 A 5 — R 5
RGBT RO NET RE A Z5 ) K AR 2R BLI — 28
PR , R 3R B A W DRG F 1 In w  m ew)
R O JILET A | D RE 2R 181 1 A4 R 5C 1 &7 7K
THREREAT , Bl 5 72 W4 Dh RERR %, fJe & HF, H Rl
AT ST R, 33 Sl R R 7T LA 3o s s e LR
W ZORAR R T RE O LA BT AL BE AN Ca® 1Y
T, Tl S A A A O WU B B
YRR, X DCM A4 w35 i PR AT, 2 DCM 1

FHIARZSYNRIT R (F 4)
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Figure 4. Effect of exercise training on cardiomyopathy
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FETCR T BN 22— RIS 700 25 3 1L 70 BUZ
KA HE 3 9 35 1M 70 %008 B HEF (HF with pre-
served ejection fraction, HFpEF) I 143 B AR HEF
(HF with reduced ejection fraction, HFrEF) . W55 5%
B iz st e — R R I HF RO

IR EIRR T B iR TR/ T 65 21
HFYEF 74 ML 3h ) 5 R, & iz 31 5 1)
VO, .. HOIE AT ) 0 JIE S8 107, Ah o] il 8 2% (3
Jok S48 N B T RE AR 4 B 0 RS 1t 4 BE T REAIR )
FVE-BS LIS N (A0 7Y LET 2 Lo A3 40 Ak i 0
PETF AL PR 22 45 98 /0 ), TS BOYL P L 3 e 1
TR 48 SRR 3 0 AR KT 65
A1 HF B3 5 K 4 PR 4202 sl R B 35 ok
e TFEAERY O (72+5) % (9 HFEF B 700 %
s AnET IR IIRE "

1B SRR HE RUSGEAE I RTRE 5 1z 3l o o
FER K, ik B ] iz 2 SR AR IR 75 S
HFrEF 55 1P 5838 I Sl bk oA B T RE B A JILZ b 4
HAREAN VO, HIRACEAE FH X 00 T i A 5 8 Y 155 2
BEE R SR, Ellingsen ST IR 5 K B R
JEE I iz Sh R M P S50 7 212 Zh B R HFYER
B VO, FIAC O 5 H R Y PR BOR 2 AR
H LA K, YRR T HE BB A AU SRt A ) i B
A MEFE Lo X T 24ROk UG, A B ik 3|
WIZ BB H PR TEAEARME, XF T2 4F HF &% 0
BOXE, PRI, 5 2B 2 A S0 R W i B i 3)
PR B, IR 9018 SRR S HF AW 7E LA LA B
R SRR AR R T I (8] 5) .



ISSN 1007-3949 Chin J Arterioscler, Vol. 31 ,No. 4,2023

282
e é’ VOZ maxﬁl‘-‘]iﬁé'aj:":I i Ei ;KFV
_J | mmmommeEme. & (O

| BSMUAERETRE )

b B d ]

NIk 4]

5. EFHBGEIOHRIBHER

Figure 5. Effect of exercise training on heart failure
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Figure 6. Effect of exercise training on atherosclerosis
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liver disease, NAFLD) .U Ifil 3 %< iR A1 98 RE Y51 25 VI AH
Ko KW R, 12 2 MR i o v I i i | ek
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5 I 2 34 BE A 200 A AE TS JiE 5 /0 4 19 42 B i 1D
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3R 1 B R I% (type 1 diabetes mellitus, TIDM) |
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TR R B 2R RT3 5 4 M PR s 2 el T 4 R A
JIke 5% 2R 5 SRORH N 3 45 R i 3, 2020 4F S5
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BEALIREE & L, 150 min/ JE (118 Sh R 45 A IR 45
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NAFLD % Ji& B Bt A0 435 Bp. 4l M A 105 25 1 | Mg s 4 A
R M 4EA AL AT, T 5 ZES1E
QAL JHEFNBRE B R AT OC R B ], NAFLD & al ol 42 5K
B H DL MR e P B A8 P T 2 — T i A
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