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Mechanism of MicroRNA-autophagy in Exercise Induced Cardiac Hypertrophy

ZHANG Jun
(Shanghai Normal University, Shanghai 200234, China)

Abstract: Cardiac hypertrophy is the result of a series of cellular and molecular changes caused by
physiological or pathological stimulation to the heart. Exercise-induced cardiac hypertrophy (ECH) is
an adaptive change of the heart to the long-term exercise. However, with the development of molecu-
lar biology technology, the mechanisms of ECH is no longer considered as the change of cardiomy-
ocytes volume, structure and function merely caused by hemodynamic load. Recent studies have
found that miRNA and autophagy are important in regulating the formation of ECH. Therefore, this
paper reviews the studies on the mechanism of autophagy and miRNA in exercise-induced cardiac hy-
pertrophy in recent years, so as to provide reference for further clarifying the mechanism of exer-

cise-induced cardiac hypertrophy.
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SVHAEEEN, 25T @ 30 MUKW 8 i
A, /N RNA(MIRNA) PR g — I g £ 1) 54
RNA 7> 7, i 50 mRNA FEE 7 ok 8 45 5L
(1) 235 , miRNA 512 gl P .0 WLUIE K 2 (8] 17 75 & Bk
%, HHT miRNA 7E 8 #12 3 0 IS KA 0 L4
JLJE PR SR S5 I AR T —LE R E B L AR SO
JiL WA miRNA AT, B3R 40 L 3 16 A miRNA 7E
i B MO LIS R 1 09 VR FH B m R 43— B

1 #REES5REEOAEX

20 1L F Wi (autophagy ) , J2& HIL A5 ik A7 7 1 — Fh
B AR AR, W] R O LA M A S R
) 5 1 TR A2 40 A 400 i T AR 0 L B b A i
WA 2 MR N R R AR, gl i 3w n]
Sy 3 AL, (1) E H W (macroautophagy ) , Bl 48
L 3% e g R S P AR T RN AR P R B T A B R
A 1 il K f TR 1) WL S ( 2 B N T Ry 2 P o Y 6 )
M T AL EE ) RIJE B A WA B A PR L A B
TR A R AT R O T (2) % E W (microau-
tophagy ), R4t Jif 375 il A JEE B 42 f 25 K 5 w2
JBE 3 75 5 W AR N B 5 (3) 4r T AEAR A S W
( Chaperone- Mediated Autophagy, CMA), It & E
B A WA TE T FL i W A b, 4 i i 3R rh
050 FAEAR  in ik 52 2 11 70 (Heat Shock Cognate
Protein of 70kd , HSC70) 7E 5 iE ¥ & 1 Jii 73 1Y
FrE B MR 74 (I KFERQ FEARK) 5 5 2 454,
MG 5 FAHAR-IE Y 26 W) 5 0% R IR L2 1k
(Lysosome Associated Membrane Protein  Type2,
LAMP2) 25 & | I W) 591 & , ¥ Wi 4% s v 1) 53 b —
T oy F HEAR A R W 7 v WA 5% 6L, F A TS T
AR %) DV 00 B K ik it 4 e A HC 2 BB 4 = 4 40
R, BT a0 A, HIRY) =T
M EE BT 1, R X A ALY 3 A T BR 2
SR HrENEA I AL, WLy
UL R Wy 2 E A, DU A v
AR — AT Ay S ANRIE S H W ARTE R A
W RARIE B N A DR AR 4 B Be (| 1) 51, R4
L JBT T ) S R AR A5 A4 L ST R R A B S T Y
PP AL B, I e B OB RS AL B A
{4 (autophagosome ) ; FI 7 Wik 142 5 g P 4% il & JF 1 o
6] H & 7 W ¥ (Intermediate Autophagic Vacuoles
AVild) ; Fe 26 [ T 5 1Y) A1 B 55 8 il AR il 5 08 B
F% f# 1 1K 5 Wk 0 (Degrading Autophagic Vacuoles,
AVd) , H I T A P Y il I A B A e rh Y T
PIFn R
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Figurel Schematic Diagram of Autophagy at Different
Stagesl®!
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o, B vEAR L8R 1 LC3B | Beclinl ik K- Fl { Wi
G 3 (Autophagy-Related Gene, Atg) Atg4B |
Atg5  Atg7 \Atgl2 ULKL 78 3 K L (1 5 I i 3% 54
JKAF- 359 S 2 BE T F WESZ 45 88 1 SQSTML 1Y K5k
IR AN L%\ SR U e BN = W 4 o N T T A R
Jei, O LA Bt f058 A O 3 B2 BE 3B (Microtubule-As-
sociated Protein Light Chain 3,LC3B) #1 Beclinl # i
e R LY N R 0 . e K B U = R R ]
WomEE Sz BE LR R R E D HE
(Adenosine Monophosphate Activated Protein Kinase,
AMPK) (9 3R 35 KA 56 iz 2l 5 | 200 LA M Py B
MR R AT 1 R M4 4% 4F = 5 % (Adenosine Monophos-
phate/5'-Adenylate Triphosphate , AMP/ATP) I3 , M\
M2 = AMPK {5 P8, #1598 & B, AMPK AT 38 i B #%
S0 TR A LA & 1 (Mammalian Target Of Ra-
pamyoin, mTOR) Y 1 {1 7K -0 51 5.0 UL A 1K P
4 13 s AMPK i A 3 428 5 p27 28 11 s vk T A
L 20 M 4E fft [ - -2 (Eukaryotic Elongation Factor 2,
eEF2) fig #F F W sl LA A IR 45 SR .0 WLAH
L A WK B 25 T s s O DU R TR A,
AF G 5L A 2 3 5 o] o 4 AL ) 52 3% 5 3 0 LAE
KGR A R E o S50 9 — 20 R G AT RE

2 miRNA 91 21E3h 1% 0 AILAE K 745X

MIiRNA J& — 2 K/NZy o 22 nt (1 54 /N 5+
RNA, J& i B A & Je 45449 1 29 70~90 /Bl 3k K/ iy
HEE RNA i1 25 Dicer B T A= i, & A1158 i
5B L 3 v UTR B 2k 58 42 30O 58 42 B 4h 1 7
2, M mRNA (1) 77 78 s 18] o B 28 o B2, DA % 5
Xt FE PRk i I AR (&1 2) 1, miRNASs 760 L4
JRAE A O & 7O JUL ] J5 R 8 R0 L) 8 AR £k 55
J5 T B A H B I A e O K iR S 2
5T 0 MUEER & 4, I MAPK PI3K-AKT JAK %5
{5538 1% . miRNAs — B LR #i/E A & 5187 & 4%
B B MO WUIE R ) 22 N 2R Az 3 2 5T, ¢
F miRNAs 7£12 50175 5 19 A2 FE O WURE K rp 40 8 11
68 KA, FH 56 SCHRARGE 1 AS 22 D0 o 35 45 5k (19 BF 5%
K, miRNAs .2 51z o UIE K, 2568
B LA miRNAs 19363k, % hia shteo il
JIE KA AL A AF 5% 4 4L T8 1 ALY

mMIRNAs 51z 8 (1) ¢ & 288 4 52 sh B 2% 4
ARG R ST AT L MR , 224 Bl i 7R RS
B UE SO B R LA B AE R () miRNAs 28 {6 2
5738 i T I HLARE B P U193 438 [ P A6 i F
¥ 2B, MiRNAs 7£12 gl O WUIE R il b i 8 T
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N RNA G T %508 5'- s i+ F0 3- i poly (A)
RAFINT., B FR R miRNA Fi{A (pre-miRNA) (25312544 5
()M EE G, 2 BAG ZEAEEH 1Y pre-miRNA Az i
miIRNA/MIRNA", mi-RNA/MIRNA" 5 #% % i1} 2 11 5 (Expo-
rtins) £5 45, A% S SIS (3) 4R )5 Dicer fiff ik — 4]
F = A B MIRNA; (4) XA mIRNA 5 H Al A
i —H AL RNA ST E &1 (RISC) , 1ii J§ miRNAs 5
I mRNA 1 B AMNT SN S5-GR35 3 R

2 MicroRNA &M & £ R HEERAF KM
Figure2 Biogenesis of MicroRNA and Its Mode of Action!!¥
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Uik N 25 i 75 S i A2 0 Z AR K (Left Ventricular Hy-
pertrophy ,LVH) sh¥ii | K R0 %F miR-27a,
miR-27b ¥ %/ W% FH , miR-143 2 ¥ g & FH0,
12 52 50 38 A L PR R AR H T R Bz s o LA
TR TR IE K L LA IR /) miRNAs J5 & 3, 18
SO WUIE K (.0 LA miRNAs 7775 8 3% 2% 5, #F
FERW iz 2O WUIE KA AL K BLO WL miR-124
Z T4, miR-21 . miR-144 I miR-145 ik /K F & &
LA, RIS, k2 R £k M miR-
NAs (miR-124 .miR-21 .miR-144 F miR-145) 1] fg /3
) 3 3o #E e HG R I B 3L ) PIK3a (miR-21) PTEN
(miR-144 F11 miR-21) il TSC2 (miR-145) i# i PI3K/
AKT/MTOR {55, \ifi /312 sl OB K I B
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Palabiyi k 554 & ¥l iz 2 Il 25 J5 .0 Il miR-21 Al
MiR-133 (1% 1k el A8 f2& 38 1 1% PIBK/AKT/mTOR Tfij
FAEAEFIN Qi A PEIZ gl ifs T3 1 220 B JE K Rl
U v 3 miRNA G R H R ik T B Rk 22
50 miRNAs, 2553 R |, 71z 2 PR 5 0 AR 3
KWL, A 216 4> miRNAs & 2F i 2 ik (Hrp 77
A~ miRNAs 3% 4,139 > miRNAs & F ), i
WS S, BRI MAPK | [ 255 53 BR7F
iz g O WU R AT BUR & b & #5 T R ZER
HAjh A — S22 5@ ot sh Y 528, SRk T miR-
NAs 7£32 sl 0 DU K i g 7 21 gk sk A e
KI, PEERILA B mIRNA kK Sia ghiko WU
KBV, =T ) 300 H 13z sh 52 2 K s )i 25
J& MR AE 2R miR-21 1) 2R3k i 234 in™#1 . Mooren
PN T IT & B, SRR S Bl B AR 2 3l B 2
L, 24 miIRNAs(miR-1 . miR-133 . miR-206 .
miR-208b 1 miR-499) # ik /K F- 44 1 B g 3% oA, iff
— BB A, miR-1 5 220 3 S 1L 432X (EF% ) 2
PRI B O, miR-133a 5 %5 (1] 114 /B2 14 2 B0 48 5 11
IEACKEHR, P EZ5RHE/R , miR-1 #1 miR-133a 7] i
Jeiz g PO IUIE K (B2 3 51008 ) & A R TE A=)
SRR, MR miR-126 X 445 1 4 52 56 % A o 1f
AR NG Co JUE f B A5 T FH 2, Schmiitz 2580
L 30 & J izl il 31 #Lcis sl BRI X 4 i AT
4 JEMIHE I 12 2 A i A2 s I 2 R T 3z 3h Bt I
W miR-126 (R Ik K- A FE R IR, X W F iz 3l 7
X miRNA 2 AETE 25, 2 51808 s sl 2k
FAI A B3 I Y miR-126 A Ik B, 1 v 98k i 32 sl )l
Yok i SRS ) 5L I Y miR-126 ik K-, 1
B miRNA 335X} 12 )5 B B A — 2 i Uk
I, TEF miRNA 7Eiz gl M0 IUIE R B3 800 Ik ) g
S HA RN AR . DA R ES R AR 7E
B UIR K KA KRR R o miIRNAS ) %35
KA A EZA RSN AL, miRNAS i 7]
V&2 S O WU KB B0 2E W2 b s o (H W] i
MiRNASs 7£ 1z 3l P 0 WUIE KB B H i B AR AE FH AL
il , A7 X LT e HEA T A ST B

3 miRNA-BEHMEEHEOCINRXEZE
R EIE A

20 P NS A0 LN RE AR AE | AR SRR
BN BURE W T YRR N BB A Al Bk, B
LW, AvR R AR E RS I miRNAs 752
AN 40 4 B B R A R A O B AR B
miRNA i i 5 HAr mRNA #Y 3- 3 UTR H.£hDC AL,
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%A 5 T B M 9 Y miRNAs, £U #5 miR-130,
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Figure3 Effect of Exercise on Heart Health!"
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H BEF miRNAs (0940 B 151 il , oA e ik
— ST B, LG LA A WE R miRNAS (1 4H
HXFR, MHAEZ S ECNUE K BT B A Wk k51
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R ST B T Y AP I A E E R
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