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MicroRNAs 5 /0 BILZABEIAN IR M $5 5 PA T BE VE#2

EEXR FHE NS B 8 FEH ek FRIET
(AT RHHR 27 [ B 27 A R 27 B A % R, ST,
2R AT ST 2R WL 49 T R0, TR 430030)

HE JILZE M (sarcoplasmic reticulum, SR)45HRNUT) G2 SILLmILZ A . K F BRIt &%
R L —, RS PUGE RH SRR A6y 2 R, 30 R % & A KR 5 SRS RIS 69 T8l
A%, AR A, microRNAs(miRNAs)A % A A4E A 1€ 12 5 b o IL2n ISR A5 3R N7 48 49 9 5 oA B
JIE & 0 ) KA R A SRR R AR AP . Z X T & B LamiRNAs 428 MLgm IO SRAS F A HL A4
R ILRAE — 4238, T miRNAS S IR & @ 69 6 R4 B Aev6 77 oF 6938 A AT R AT R 2.

XK1 microRNAs; LM ULAN i, WL M A58

MicroRNAs and Its Functional Regulation on Calcium Handling of

Cardiac Sarcoplasmic Reticulum

Cui Yurong, Yin Mengmeng, Sun Xiaoxi, Hong Xian, Luo Xueying, Zhong Binlong, Xi Jiaoya*
(Department of Physiology and Institute for Brain Research, School of Basic Medicine, Tongji Medical College,

Huazhong University of Science and Technology, the Key Laboratory for Drug Target Researches and
Pharmacodynamic Evaluation of Hubei Province, Wuhan 430030, China)

Abstract The properties of sarcoplasmic reticulum (SR) calcium handling are crucial for differentiation,
development and maturation of cardiomyocytes, and are also the basic for cardiac contraction and heart pumping.
Lots of heart diseases are related to the dysfunction of SR calcium handling. Accumulated data were amassed show-
ing that microRNAs (miRNAs) participated and played important role in regulating cardiac SR calcium handling,
and contributed to some heart diseases or protection of heart function. Here we aimed to review the recent progress
on miRNAs regulating calcium handling of cardiac SR and their underling mechanism, and provide a future per-
spective for the application of miRNAs studies on the clinical diagnosis and treatment of cardiac diseases.

Keywords  microRNAs; cardiomyocyte; sarcoplasmic reticulum; calcium handling
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AR e . B S, BT K R IR Ca® i SRAT 22
(sarco/endo-plasmic reticulum Ca**-ATPase, SERCA)|H]
W 22 SRN VA7, A2 1% 2% I'] (phospholamban, PLB)it i
WAL 5 LB ARSI AR % SERCA T fig, /b
10 Ca® 10 ok 4 M I ¥ 80 8% A2 3 4 (sodium-calcium
exchanger, NCX)# t 40 itd 4b, 40 i A5 25 -k Ji Tl
MR B, Ca 5 TnCor T, M. Lz B 5 AT, O
FPokE, X FE BRI A SRIFE H I B, FoR AR R
S5RyR. SERCA. PLB. NCX. #1425 (calsequestrin,
CSQ). = & K H(triadin, Trd). 3% $% K [ (junctin,
Jn). #5124 F (calmodulin, CaM) Az £5/85 1 £ FH 4 i
1] 25 11 3% W§11(Ca*/CaM-dependent protein kinase I,
CaMKII) 55 SRS G\ H [ 11 38 A D R IR AT IS A1,
5O BT & B M RyR-5 LIS 18 36 1) 4L
P ZRIKBE VI OG, 72O LA H R A 2% i Wi i R 106 2
T 58 B0 JUE 2R L PR DG B BA 90, Lo L4 B SRE 45 40
DIREF A2 R VR R L OUIEE, OIhfE R R
USRI R EE 30007 /0 L 2 O IR A A S O I 3
P ) FE LR RO, BRI, 2 ROy I BB O L
I 0 25 4 ) ) R (L HE SRS # I T HE) AL, T~ A gk
HCN LA fls7, IR IS . Tk, 2 Do
LW, ZFimicroRNAs(miRNAs)Z 5 /Lo L1 g SRE5 1
DN LINRERI R &~ 1834, JF B 7 miRNAsi# i
WO L I SRAT 5 A T fie, A8 55 L8O I (1) K
AR B O D RE R B A 22 OC FE A L,
I, IR AT miRNAs % SRAG £ 90 Dy e (1) #5245 A B
T RO R SRR I RO I AR R
JRERIALTR, R IO 05 38 R VR 7 I R i A%,
A Wy T HEST OB 1 4 AR T IS5 56 )
77 8

AR = [ émiRNAs i #45 C LSRG #: 9\ Dy fig
S HAE R BLEIAE FUIARAE — £538, JF X miRNAs{E:
G I RIZ W AR o ()3 H i Se AT R B

1 MiRNAs7EL B4R Y FIEFF =
MiRNAs 220t 20 A & L) — KK £920~254
Tk 2 147 /1> 43 7 AF 4 15 5. BERNA . MiRNAsH LA
I — B 4 BRNAYS 3 U B &2 & 1, 5 LA
mRNA % 1) 3"% A 4 15 [X 45(3'-untranslatedregion,
3'UTR)4: & M i $0] #EmRNA S 1 B 300, M-
RNAs?E 5 HAEmRNAL, A5 1, /D Bkt 2 18] (¥ AR
B AN T2 A%, IR, —FimiRNAT LS £

MmRNAZE & [A] I, miRNASTE FHpri-miRNAs# 4%
Jipre-miRNAs T [1] B Z4 [ miRNAsH 42 (1) 1 # v X
% 3| — LEmRNA S H AR miRNAs 1) 52 Wi Fl — L6 /)N
SRR, R, miRNAs S mRNA . i) 41 7%,
T AR M, R 4IRS 4 P R R R
IR, MIRNAsTE 40 M & & 1A R B Brah 4 i 5
A R, AT A 40 P B L AN [ ) 4544 R T
RERAN,

1.1 HEAFFRE

2H ZURE 7 1/ miRNASFR I [ — A 3 ZLEF p,
H A7 50 LGB R N I 500 I 28 R % 1) FImiRNAs
f4%: miR-208. miR-1. miR-133FImiR-499. 3L,
miR-208 7 ME A Lo JIE R 57 1 &8 I miRNA . HiAb
E 0 M 75 3K I miRNAsIE £ 5 miR-24 miR-22701
miR-10%51,

XL LR 5 PEmIRNAS 2638 ] 520 JIE 41 g
W ANIREEI 520, AN 3Cn] 2 5 o LA i ik 4

FHAMRL . Mishra® AL, OIS0 N 14
J& £ I -9(matrix metalloproteinase-9, MMP-9). 41
2 [ U0 11461 1) -4(tissue inhibitor of metalloprotei-
nase-4, TIMP-4)F1%g [ 13§52 /4-1(proteinase-activated
receptor-1, PAR-1)R] LA 15 /Lo L 40 M Y 2 FimiRNAs
MIZRIE, Horh 50 L4H B SRES #: 40 D) g AH K AT
W TTSERCAFmiR-1 1 LAY v i [7] 24795 3 3 119
miR-26a A1 ifi 17 L- R4 B -3 36 4 B 1 2L CACNBIK)
miR-30bFImiR-181c. X LERF 5 M i ik 10 JIL 4
JH B miRNAsE 30 LA i 1 5 7 s LA A D g I
YRR BT ER
1.2 B jE)H5 4

MiRNAs7E L LR B ok B o 52 00 1) 45 S
) 2eik. AR K E B Boo UL i N 23k A [\ 1)
miRNAsa 710 UL & & 1) A 8] B B[R] — Fif
miRNAZIE K5 AT W] sl (R 1).

Wilson%5 Uk B, 7 K 43 A6 10 N Jif 1+ 4 i
(human embryonic stem cells, hESCs) |- 45 ] 4~ %
miR-4991) 3%, A 73 (b iERE, HThESCsZr LT ok
i1 20> WL 41 i (hESCs derived cardiomyocytes, hESC-
CMs)H'miR-4994 1A I IH 3% 2, 1fiy 78 37 A= O L4
A, miR-499 AT —Pir B X AT P i, 2Tt
Il B T8/ o miR-227E OV UL 2R rh = 3Rk, I
HAEWRAGHA BB U B /8 RO L e b
IRFFEIE N, 255N A B H R IA migl el
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O JUL A0 W A e B S 1 N T 5 B R R 1)
miRNAsiAfimiR-1. miR-26b. miR-143. miR-let-
7a. miR-133amiR-126. H 1, miR-let-7afIMiR-
26b7E N AT A 4l i A R0, O RO LR S
miRNAs!¥, 33X $emiRNAs (1 I ) 5 1 3k 5 5
ATREXT O LA M AE o f . 395 RN G MY
FFEEA R Bk A H B ER .

2 MiRNAsE#= O AL RESREGHR LN Th &E
B 5> F 1 %I
2.1 MiR-15 /0 BESREGHEM
MiR-12& 0ifi L 30 9 0 B v 7 & e F & Fmi-
RNAs, JLF- b7 e/ B0 I miRNAs40%, 750
WA E R TR AR EEERT R d
S A0 I R (K miR-1 8545 W] 38 hni2, IR
AN, miR- TR PO IUIE R B 4 1
REPPE A6 RY, %F T miR- 148 O 5 BB M sh ) B Ay
R SR IR ST AN A 1 IR, Thum &5 B, 70
TR miR-1FR XK FH 51 TkedaZ$). Sucharova
RI, O FEN miR-1738 T B . X b2 577 AL 1) i B
AIHEAE T AR SES 20 o R sh kb g ARl & m
Ji ERTAN [R] B 5 I3 B B AN (], B BRI TR K V1 A7 28
A W] R S0 1% FH 20 2 DR /INAN [R] i S 4%
AR B i e A B PR A5 . B I sE B0 FEAR . B
Gt — RS AT AT B BR R P P 4 SR i . H
A VIR SE, miR-1-5.0 L4 B AH DG R E R AT 5
O I T T < I Hand2 R Notch 1o, 5545 5 30
HE 2 Wk OC [Rlconnexin-43. Irx2y A B 1 1 i W
K2 1(KCNJ2), 54855835 0 UIE JE AH ¢ 11
B560. HDAC4. CaM. IGF-1. Mef2aZ520%, iX#R,

BE S5O TR R A, H i o b 28 Il
A LR JUF

2.1.1  MiR-14~5CaMKINR #i b RyR it A% 85 4% 2 &
BRFERAG>TIHZ— MiR-1iEELiEw] (L3t
DA IHS 1) A AR AR 1 R IR 2 A (protein phos-
phatases 2A, PP2A)Jii 15 2L B56ajt miR-111) H
B IHE 2 — 29, B56al RyR2AL 52 7 T Lo LA
M, dE i 5 g5 A fERyR2_ (4 & 1 -BA EAEH A5
PP2AXIRyR2[\ TN RE A TERY, TerentyevA5LRUR I, F)
FH R 2 A B AR RO LA M miR- 15 Rk i, 3
Y SUBS6af 22 I8 WY 2 4], AT 3 Ry R2 1 S2814
7 13 4% CaMKILRE @ R A, 1 57 5K ISR HiCa 1 %2,
/D SRV I A, (e B O R IR (HA3 R
[, 76K 8 IIZNIR I 1, miR-111) 21k X} 1 SRS
BN re v e S A A P, FutS L% ), 1
ot 18955 # ThESC-CMsit & JAmiR-11, Jn. Trd Al
RyR %5 5 455 B JHORVE RSO O (1) 3 1 e s K I,
P A0 16 5 JUL 40 L6 R A O B R4 O b Tk

JZ, ZJJ%'L\HJIQHEIH@E@SR’ETEB%?}J\IJJ%%HE& i, L
HARK R AT @A AR R O AN 2, it — 2D i
jLo

2.1.2 SERCA20/CaMKK/AKT FoxO3ai4 miR-1
SENCX 1 9 39 HIAF F A28 R B S L4 JR 45 3 A2 fE
AT 82—  SERCA20LAESR Y Jt Ot
RAM B =LY LyonZ PRI, O3 50 L4l
Jl P SERCA2a ] 3 1k & S 3% 1 F B, AN fE S A7
Z5CHIHE T P R Ca> 42 [R] 2SR, 41 il N Ca® /K
B4, WS T CaMKKAE 13 AKT FoxO3afi iR 14 /K T
B, AE R BEIR IR T % WFoxO3ak ik & T .
miR-11#] J3 3l T FlFoxO3alt) % 3¢ N 1 - 3L ¢

miR- 133t AR TR A O WLANESREF B T) 51U, miR-1 34 B % A FoxO3adeis F T F 162,
1 MIiRNAsTE/LAVA B2t 2R EFFRIERIE
Table 1 Time specificity of miRNAs expression during cardiac development
KTTBTE ~
MiRNAs Developmental stages fivl S
Species  References
ESCs ESC-CMs NCMs ACMs
miR-1/133a, miR-499 Undetectable High expression Expression 1 Remain high level Human 17-18]

miR-22

miR-30b, miR-126

miR-let-7a, miR-let-7b, miR-26b,
miR-125a

Undetectable Expression
Low expression

Low expression

Expression 1

Expression 1

Expression 1 6 weeks to peak

Expression 1 Remain high level Human 17]

[
Mouse [16]

[
Expression 1 Remain high level Human  [17]

ESC: iR T-41id; ESC-CMs: iRHA TN I CoILAT I, NCMs: B A1 ILATIE; ACMs: A3 e LAn i .

ESC: embryonic stem cells; ESC-CMs: embryonic stem cell derived cardiomyocytes; NCMs: neonatal cardiomyocytes; ACMs: adult cardiomyocytes.
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SERCA expression —_— [Ca™], T
and activation

‘_ |

AKT FoxO3a <4—— CaMKK

HF —w9p

o 5 phosphorylation activation
L=~
o 1
gl
g 0o
£
S 5 .
O g FoxO3a in nucleus \l,
-~

l

NCX1 p———— MiR-1
T ) ‘l'

CaMKK: £5/85 1 e AR R 8 11 I808E; HF: /0058 NCX: A5 A0 4% SERCA: UK M5 4L
CaMKK: Ca?'/CaM-dependent protein kinase; HF: heart failure; NCX: sodium-calcium exchanger; SERCA: sarco/endo-plasmic reticulum Ca*"-ATPase.
Bl L RESSREGIRMINRE LY AT BEAL G &

Fig.1 Schematic representation of the possible mechanism of SR calcium manipulation change in heart failure

Kumarswamy %5 VR I, 1544 5 ASERCA 2055 K W]
DLBSAR O 2R IO R A S 0 B FR A 1RO Th e,
A JEUAAE O R B W2 I ImiR- 15804
W AR R I, NCXT 3'UTR 5 miR- 1415 2 M
P4 4 A A a5, miR-13ek 208 n] LU 41 f PINCX 136
K R BE60% LA L, FM7ImiR-1 1K) 7K AT LLAT 240 g Py 45
PR R A, HETNCX D 2 miR-1 ) — M E
A

FH LA, /0 IS SR #5  Thy i 5032 (1) AT BEAL
il 2 — & DrFERF SERCA2a2 1K %, 41 i oA 45 25 1
AKF38 g, WOE T CaMKKAE f$AKT FoxO3afif B2 44
K38 5, % WFoxO3aiA T %, miR-1K AR 2 F
B o miR- DX NCX1FIHIVE 55, NCX1IRIAH 2,
5 Wy A0 P PR S - 4 B, M X SERCA2a
B D AT A M (B ).
2.1.3 MiR-1¥215) 4% Sorcin(Sri) & &8 77 & Lém i,
MA5FEA SrifE21.6 kDafCa¥ il 45 &5 A, 5
RyR2JL g 7 TSR T 1 e Ak, 52405 25 19 A1 it
PEL AT M 45 A fERyR2 BB, R AT RE S T i 1
BINCX 135 P 58 40 i RyR2 B L2 475 3 32 11 Th BE >
O 151 B 200 0 R R g Ak 1) FRLE B, T AT 2K
b T 4 A P 1R B S CICR ) Rg, PRIE4H B AT
20 IR D A L R IBECY . AL BEL, SrifEmiR-111)
H R S 22—, miR-15Sriff)3'UTRA {4 () 45
G, 5285 e B HImRNAR I, A
il ISt Rk . 75/ B PRE A vh ] = 2R 4 i
i RO WURE S P Dicer s, ATHIImiR- 1180, i bk
X Srif 3 E H, SESHRIEH B2, KO

JULSH 23 B0 B W Wi 4 . &7 SRR IO i 25
SRRSO D e AR A T AR R B Dicer 10 S B A
A 5\ Sri [ siRN A Sri (1) 22328 1] LA e 2L 53
DEWC AR D Re R BRI R IR, fita] W, miR-17] 3
Sk H S e 1) 2 8 Sk 1 71 0o JUL 40 PR A 45 0 T g 2k 1T
YT LA B 4 Th e ALIZECYIR B IR, FE 03
/N BURIT B Lo JU L P miR- 1 605 1Y R [, %o HLa
DAL AR 400 1 4 FH 98059, 35 57 30 JTL e ot 3 9 A 73
/N B DA B O U995 5 3 S KV 1S AR, T fE A
miR-1Z 5 G i O U K A2 1R — AN R AE i, JE
PRHLH A B

2.1.4 MiR-17T fgid 1T 5 M4 4= LA 45 & 38 18 B2
TR SPICF LA WuERYERT RN
B P B UL JE S BB A N R IR, VL4 i
F G K, miR-138 1A B 2 T [, LAY 4 2y v~ 1
beta2 . #. {37 (L-type calcium channel beta 2 subunit,
Cavbeta 2)& 1% 7K T3 &5 10 % emiR- 1B ) F il
miR-1/J5 Cavbeta 25818 T [, /o JULAH A 28 1R B 42 0
/No $27RmiR-1 1] ELAAPE U Cavbeta 2, BRI A
B EE, Bk O LI JE

2.1.5 B Fdm b s LR B miR- 135 Indp 4 A4F A Je o)
SFHmMPANEERTE Infl ARYR2I94L T,
S22 5500 VLA B L X 205 478 B R0 AL 4 ) o 2 PR
.o YildirimZ5EPEGUR I, JnemiR- 1L 7
B PR3 P Lo L K B LA A S BOIRES R, miR-136
5B, FLHREE U IA T s, T BRyR245 #) K )
BEST 5, o UL L Py 5 BR 35 L, (oA B4 )
B, Lo DIRESZ L, FIN- WY PR R AT B iR T



FE R SRAE: MicroRNAs 50 JULAH LR W0 51548 A D) g 4 42

875

AL 3 miR- 138 1A Pk &2 21 11 /K1, $27-miR-17] fiE
ST VAT R DRI PR O LIS (08 05
2.2 MiR-245 LA RESRES RN BIE

MiR-24 R 3k 60 4500 L4 i 76 3 1 2 Fhal
HLpy, ARFEAEW15 B R G i, miR-245 Z Rl (111
mRNALETE LR ST [ FANT 1, w $0AH Y 8 (1 )&
i, o S0 UL M LR P9 A 45 A D) REAR G B A
- 32 JE Junctophin-2(JP2)P . T i _F ALY 4% 1 1
DHPRAISR FRyR 1) 4L 5E 7 % 1A 42 0 UL 4H I SRS
F Y\ T i BB 1) 45 F LAk, R TP2 /2 K5 SR_ERyRAH
SE T TH i 5 RyR 5 DHPR 52 I 3L 58 {7 6 32k 1) 45 7
T AP, EIP2MA3'UTRA M A miR-24 1) 45 447 4,
miR-245 T — {7 55 45 5 # v LA P21 K IA B,
Do E N mIR-245K L1 2, 6] TIP3k, S8l
FULAH M T/ 55 SR AS B, DHPR 5 RyRAS fig 52
UL Ak, Ao ULEN B A SRS M I REAIR T, ECC
gh K L I fe 2 e

Li%EVR I, 7 3 3 kO A= B0 WUIE JE 1 /N B
AR o 5 S N T miR-24 0 A4 22 16 4 e XS K%
1F MRantagomir>k T fimiR-24 1 & 15 5, JP2%K & -
W, v LLgERE O LA RECC IR TS5 1, -9 RyR S
DHPRZ 0] (45 5 4% 5 D g, A0 LM B 1 4605 g A
AbFIERARAS, e LU s D RE, B 1B AR L
JELJEE 1) AR A AR, $ R miR-24 ] A g0 JLAE S
PR (RIS
2.3 > BILER [0 FF JE JE (ischemia/reperfusion, IR)
B 15 E miR-214 AT I HINCX 189 R IE, & ERIP O
AIL¢HRB A4 R

MiR-214 1] W0 JUL 2 A1 1 At 21 23 40 W, 7
NGRR3R A, B A R & UL R IA
TR, BRI RE — AR FHE KT, 1 7EIRSR
iy OUUIE JE B0 FE I miR-2143 55 i, A4
{5 EVKL R & Hi TargetScants R &K I, NCX1/&miR-214
(1) — AN BE KL K I 52 miR-2 14 PR PR 08, 78 1E 5 0
JULAH W& K HH, NCXUREHE 55 41 M 25 HE H 41 i o%,
CAAEFR OISR 5 15 (P 5k Thi . 1iE 2 B R
SO gy LS AEIRF524 hN, NCX1KIA
38 e 5 H DA S S X A, K 4 B 405 22 [m] 21 4
JRLPA, S 40 e P A R e A i A i 4 B T LA
5 R N MR T S n] DA ik P CaMIKI, 250742 %2 FISR
Y E FI(WPLB. RyR. DHPR)M % ik & 3% ¥,
SECC AN s T RE AL

AuraroZ5E B B, A6 O JULIR A5 45 45 28 o o0 L
B 1145 min)&, miR-2143 & i, EIR#BI7 dJA,
NCX1HIEF FERNEFHACELLT . fmdRmiR-214
Ja, CNURBIAIPNCX1IA B, HAEIRTM7 dfa
NCX1HTEH] R I, NCX LR K541 i 4h 45
B NLan o i, 51K s O LA Th g4 2
FET, A P v 3 T LI 3k S KA A R |
PRI o o BRI A IR, R BRmiR-214/N Lo UL
AL TR R, AN O JUL AN B TR AR T K i Bk
miR-214/ O LA g il R /DN . X SR BRI, 1
miR-2 1455 /N BB ) TR 5 15 A OO ILET Ak %
O WETHRE T G, LA M T ARSI I E . B
WA A, 760 ULIRF 724 hiN, miR-214 1] fE 18
BEPIHINCX R B UL L P 45 97 £, AN T 9K
D LA L B T B Do SR TR R A, B PR
WEDhRE A FHES,
2.4 MiR-22i& T NISRIFIRNEQTIEES 510
AEEEFHAES AR

MiR-227E .0 L 3R 18 . Gurha%E R B, il
FRmiR-22 ) /)8 il O UL o SERCA ik 8 3% v %,
SR i A7 il /b o FAE AL AT fiE A - miR-2238 1
) & A TG ZEAH IR FIPURBZRIA, it} 1l 375 J
J3% [K] ¥~ (serum response factor, SRF) 1) 1A 41, SRF
L SERCAIER ()2 U5 7 51 45 &, XISERCAE I £
KA R E Y, Wi B miR-22 ) 3 i 3 ]
SERCA [ [ 314 K % WSERCA I Ty fig.  7E Y J)
R JUAES SR H 0 2 FAA) 1) /N BRUASE 2R HhmiR-224¢ 14 7K
SR, 5 S R A L SRS B 1 R
LA RS 2 5 QN E, 57— 5 i
Al e LI REE— DB R 3R 2 — 1

AW B M B, miR-225 T A= ) U5
KR M caveolin-3 [ 3L K 3'UTRA i FE AR <7 I 45 45
JEH, ATREX T R G — M. ARk
I, B AT LU HImiR-2275 /) FLESC-CMsH 1)
& TR R T )R H, I ESC-CMs 4 14
T RE R B, (S, miR-227F O L i v 2 A 1
S R 2 DL RemiR-2206 T4 & & I AR E H i fr ik
— .
2.5 Hitw

MiR-20872 H § A1 HHE—— A HAE O IE 41 2]
th RIA M mIiRNA, ‘& 0] LA IS 2 5 SERCA . PLBAH
RyRPJZIE B B A K, 7] i) 40 1) B9 12— W g4 D
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JP2

Colocalization

* Downregulated in .
HF, HCM and diabetic ~ MiR1
cardiamyopathy; l

Upregula.ted in cardiac B56a 7
arrhythmia, CAD

miR24 * Upregulated in HF

G
\ -

T-tubule development

Caveolin-3 '\
miR’

miR214
* Increased in
cardiac IR injury

22 *Increased in HCM

CAD: JEIREN KT ; CICR: 5l % 5 %8 %, DHPR: LAYSS 5 13l 1 ; HCM: O LR J5; HF: (0o %E; TR: BRIl 11333 ; TP2: Junctophin-2; NCX: #H4547
Heth; PLB: 32445 [1; PURB: &M S0 20M1 ¢4 111; RyR: 7 7 i 524K, SERCA: JL3E A5G4 ; SRF: I S 15 SR: LM “*”: $E7RmiRNA

FIEAAL; < PUHIA I .

CAD: coronary artery disease; CICR: calcium induced calcium releace; DHPR: L-type calcium channel; HCM: hypertrophic cardiomyopath; HF: heart

failure; IR: ischemia reperfusion; JP2: junctophin-2; NCX: sodium-calcium exchanger; PLB: phospholamban; PURB: rich purine elements related

proteins; RyR: ryanodine receptor; SERCA: sarco/endo-plasmic reticulum Ca®"-ATPase; SRF: serum response factor; SR: sarcoplasmic reticulum; “*”:

indicated the expression changes of miRNA; “?”: mechanism is unknown.

2 miRNAsiEIZSREGIZMNIIRE R 5 FHLH /N a5
Fig.2 Overview of the possible mechanism of miRNAs regulating calcium handling of cardiac SR

RIS VR 1 T2 8 (1) A PR A /KT, SO JUL A IR 1) SRAES
ER I FR T 5 RO SR OV I L DI AE
SN RS ) R A miR-1527] BLATHISERCA2a
(1235, 2 50 U140 MW 4 D Be 3 4 HLHT; miR-
133am] DL AP 4 5 LAY 40530 18 W Sk ol CH R IE, B
20 it P A 3 IR, A LA R TE K P & A 5 miR-
133aik i] LA HSRF ) IE S i Pk, 1 SREF S AT LU
FmiR-1. SERCA LA K 5 o JULHE JEEAH 5% 1 22 A [A]
(R 2L 12400 D) miRNAsKT SRS 15 4 1y it 17 122 1)
3 FHURI AN 28, Tt — Pt o

A KmiRNAs 4% SR, I\ D) BE 141 73 T ML 1)
NEEIE2 TR

3 MiRNAS7E U iR J% 12 A 77 b A

MR E A= RE

3.1 MiRNAs7E O EERF S AN A S eI IR
R NI IR A NN 8 R =i e i

ARSI B miRNAs [ 26 38 R B, 31X $2 7= v DLl i 46

DA AR R HHmiRNAs )R IEIRBL, A5 B O WL il 25
P IR 2 W a0 i T miR-1/133a7K -3 4
DA, miR-208 i) LAY A 2540075 RS 1) Lo JUE o
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