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I EFHFE R IESR RS RNA X2k i {d
heERVAI=ER"

E M RRE"
CRHEPR B BER IS S AP0 GiS s B A%, KM 301617)

B/E LDERALR—HBVCERERIT L, Hrtad i T H RIZTEME A G, s Win S i siARiayT ik it
Koyl LRRIGERG 50T A AL REDIMIC, DIZR R IR AR AL AL . B . AR R 4N i AT
TR R SR i EEAE A, (LR AR IR 1 BRPLELE AR 0154 . AESmiS RNA SRS AE R OLIAE | st e 64 |
BRI S 2 R RSP . TR EY], A3 miRNA. IncRNA . circRNA 76 4 (9 K i AR 400 RNA 76O HE & B FLL
ESEIG K i B A 22 S 3Rk, I EZbi AR s . EURBEmR ML . SR, PAT S AW RS T R T AR,
HETTSEMA O RE SO NEBR I &AL B, (A HEAINLE] i AR 58 A MR . AR SO AR O 3 R AR FUR SRS R Pl i RNA IR 2k
BRI RERLH AOA R IR AT L8R, BB T I 4E SR A 9w A% RNA 7ETH 5 4o b 45 ¥ 5 Th fE 1 T 5200 52 & R 7 T BT 9 3k

J&, VAN T 5 iR T ER A ) R B R A

KA ARHIIRNA, R, 0aE
REHES Q5. Q7

O FEE— RV E 22D EEE, v h Z AN Y
O WEBREIR, QO | o B B ST RO LR
K BRI . B IMESE ., ONEE R FERE RS
B, HTT ATP K4 95% KR T LRk E L1t
W R, IEE ORI T AR X T 4R RO WLAE
Ji B e A R A E AR s S A R L, miH,
LRAMARNE Ry —FIRRR 1Y) 55 A B2 B SE 1e) 1) A L 25
AACE 3 EAA T A2 ATP, i85 544 K 5iE
N BSES TGS . SORERN . AT S AR
FiAEfridsh o BeAh, FEf R AMET S, 2ok
IR T A FEAS R AL R R e
RET, LORARESE 2 FE M4 (reactive oxygen
species, ROS) 4112 5 AL A BRI 175 1 5 e fL
FERL, 1R LR AR B R e, T 2 ATP 7=
AEZBH . AR o SR A BRI, JHE e
PR30 W & BB T 2 ERRR T BERE A S
MIANREAET B R O T B B ML, V0 2k
AR SAAL IR 55 B B AR fE . SRS R A
£ AN 3 E AW TR NS 7 A T = R A A VAT NS % TR N |
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RNA (long non-coding RNA, IncRNA) ., Ff ik
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LR TG EXEE, I eah5%
FRAps sh . ZeRiRm B IhREZ — i i A Ak
FRfb = ATP, B4, Zekifkifn] =/ ROS, &k
W JE 5 F DL K S T A W o A 9T Y R AL )
it 1, ROS & E LB MR LI IE 5 =4, nIER{E
ST 5LMAERERE, HROS &A%
RAACRIEL, XAV AN R, o5 ROS £
TR RGBS Ak . DNA S5 . 40Tl RE
BERG, RN AR RAET S, X Y
PEME TR EL MO AP 0 & AR KR, R4 Ak
7 PR IO B8R 0 T 5 A P JULER 8 A AR Ak
YIFHIE 7,

FEOFRESRRS, DIdaE R & Rk
BEA, IEEABRET, O e E
FUOR AR R AR, 205 95%, FELILR
TRRRIR . BAFERZLIR AR, AF5 ok A b
fife, 2905 5%; MAECEE R, ORI & A E
IR, MR s, WEREARACIG s, fEEEKT
T, R ELER 2 o IR ALRE T T
Rof 2 B2 Fh 0O UL AR ) R B A il R e b A
i T A P A S T %) ik B LT vk e Sk
1O WLRE S HE R AT T R 2 S BRI fb A+
B, HESARLRA ROSHEI, 2k AL 2
HTRE A S 17 35 253 AL H AR 88, (i Na'/H™
RSN, FEMTE S Na/Ca> SB35
Ca” R G2k 1 HAHEREMZE, ROSH
22 FIVES 8 3802 T SR SR AR R 375 T e LT B
BN, BOEE AL T i — 7 i S fE 2ok
RN R, A E o, HEm AR U 40 i O
T, Bt s REE A 2k, i ATP &
B, RS AR RS . DAk, O L
SRR MRS kAR, MEAR OB
AOFBR RGN, AFE IR A AR SR IR N 1K
ERRRE A STEOEIR R 4BE, T ERER A
SOl . BB R AL . R IRE AN G 1
WAMFFE R, B0 R 2 1 N- £ LA b I 1
M, WA g

ST G R R AR O o R S ) — F B bR AR
5 B TR WA SR A A T 5 A W A R 1Y)
B AR e, o] DAY 2 R Gk R AR 1
WP R O SR . SRR R A U L o R
ABGEE, IFTERT A LBERR 1L . ROS ¥ bR S 4 b

AR 53 375 1 2 48 AL T TBORE DG 2 1 v 49 R AR
FH e JIUBT DE [ e 52 45 5 28 p R B o 2 A
R kS S S P o s W AR D, 3 O LR
AEDyRekEnG . Lokl )y A A R
o B B4R R S0 TEAN ) AU A i AN ] 1y 38
KT, SAARIARRIIEAS . KA i
FACEPIRAS, XTERr AR S 2OCHESE, 7RISR
T, LRiRRG 5080, B ery s
Al G LR R A R A, e . Ebid
B, ESPAERR, RAE RIRE T

TR R SRR, 50 SOV IS s 2
AR M E LR R, Fskd=otriis, O8N
P WEFNEEC R A A EL A g2 O AH G
R FRRERAREES " RIS EE
FEC I AR LG RT3 B, (H AT S
SRR EYRERER MR TN, HS5.0N G5
YIAHSG, dFmehos = A s 2 il 2
R LV SO UIE R . O LEF4EAL . 4 sh
B EIA, RGN AN SR B R
MLrdeft, RGN RAE F 2 AU Z RN T 0
& A o ROV fil %, 40 NOD 3z (R [ 4544
3§ #H 5¢ #5 3 (NOD-like receptor thermal protein
domain associated protein 3, NLRP3) . Toll £ 3Z {4
4 (Toll-like receptors, TLR4) 254" S/ [E A )
S

2 IOEHIZAncRNAEIE &R T E

2.1 miRNAX O FHEFR PR Th BE A= (E

miRNA J&—Ff N TR M) L655 RNA, K/hg
R 22N IR . FELME) miIRNA & G R T, 5
7 miRNA 28 RNA R A W55 5% 77 EJ5, i Drosha
A RAEFRIE B AT R miRNA, I8 2R s 2
FNAIM T, TESLiE—20 2 i Dicer £ AU HEIE AL
AL miRNA 21, miRNA 3238 i1 45 4 15 i RNA
(messenger RNA, mRNA) 1 3' 9E 4% 3 X
(3' untranslated region, 3'UTR) ## 75 # 3& [K £
ik 2GRk, RZHFIEIESE miIRNA XZR RS,
M5 Dy Re R A 4E T HEA/EH . KiE miRNA 7ER
Jol L AR S ORI RIS A s, BRI
[F] A2 TR 7K, 3X 8 miRNA fY) 2% 3k 7K A8 Al i
KHOMAM e R . OIEREEEL. IR
B 4 S AR A Y R AR BRI 4 YL BEAR R
OB MG H, 2 Fh miRNA K54, 0
miR-122, miR-210, miR-423-5p. miR-499 I
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miR-622 4%, X8 miRNA 4 2 5k 0 5212 Wi fl il
Je W E AR RS 2. miRNA ] 3 1 22 i o 45
LRATIRENGE DR (1),

S RN e AP I R & S e N g i S S
B, ENISAE R, IEE R T LU i il A i
LRLRGERRAL, LRy BN R LR R 7 A Fl
ARLR BB T AT 1, HAT B TIE4n 32 35
SURNEN , S LA o AR BRI kLA, At
WM T . miR-122 20 BB hEERA
(4 —Fh miRNA, AT 4 ) i) il 5% 5% 45 Hand2, i
PR RARAR 24 3 M CE 1 (dynamin-
related protein 1, Drpl) MRk, 5 FLp{A 2L
AT, FRHE LR AE 2 ) —Fh L R
S R F IR Y miR-423-5p, AT 3 o HE e i Y
Myb A& 1 B (Myb-related protein B, MYBL2)
(R IRE AR RLAR R L 3k . ATP /D . ROS A=
BUFN Drpl ZR¥G N, BRZARHFAMa T il
miR-423-5p 1] ##1% Wnt/B-catenin {5518 [, 3Rk
RORDIRERERT, WA T, DA e SR
WO MEE ST ERNE ERR
(isoprenaline, ISO) 5 5 (1 0> UL AE K455 AU o |
miR-153-3p &1k LI, IfF4r PR IR LR IR fl &
H 1 (mitofusin 1, Mfnl) MYk, SR
Ua ) 11 MY I oy N 553 S 5 7 A % N S R Y
£F4Efk s AR miR-153-3p AT LA 3 O WLZR R A R
AACFLGHUIER 2, [, 364k T 40 A+ 5
¥ A ¢3 (nuclear factor of activated T cells,
NFATe3) fF i miR-153-3p b iiF G ), ol &5
miR-153-3p J3 3 745 &, fRib A stakik, Ty
LA SR LA AL K o miR-29 7E 2 Fh 41 4k
fEB g 2638 TR, miR-29 Bl 2 T 280/ BUH B
A FEIBFRGENER MU, T2 U 5380k B8 1.0
W, JFRIULCHETL . ONE il . i DiReRE
R AL s Bk miR-29 2 fifi HI L R 5 4801k
Yy Tl 1A B 5 W O 2 K B B O T e
(peroxisome proliferator-activated receptor-gamma
coactivator 1 alpha, PGC-la) FikIEHN, & aZepL
TRA WG WO SRLARBE IS . ROFAR/N, O
WURE R, AR s, WE I A K P B8 i T i B
miR-29 1Y [F] i X PGC-1a AT GEAE , Ak 4ohi
IEAABCFLYIEE >

AALRHCR PR D R SRR N R, HonlE
A . (R ARAEAE T R4l . SRAESE
Z Pl B AL AR HE O WU A2 FI D RE R RS o AF5E

WK, miR-24 n]3E G R A 46 o- W R it A
(glucose-6-phosphate dehydrogenase, G6PD)
ik, BGEERO UL L Z R AR T BE, FEAR AL R
WP TR ERRERE T 0S4 AR
miR-24 7] B #£405E G6PD (19 3'UTR, il HiZ ik,
177 40 ] miR-24 AIPR & GOPD ik, 5% AL A0 L
MR RAR DI REREG , B8 SRR EE S A5
TP I ATP MR BE . 7 PR B8 S0 il 23 507400 s K U
R, R BRI A ZR G AR, OB ROS
s, A AN, 2E T miR-193b Kk, &
Ul Zh ik i A DI BEFRAS, 17 miR-193b FRIAHE in X
SHERETFTY ol (nuclear factor Y o subunit,
NFYA) ik N, dEmife i nl it 21 iR I L i
B1 (soluble guanylate cyclase, SGCP1) & R/,
B R &  (cyclic guanosine monophosphate,
cGMP) FEAL, HmAFENEMELER BB HEZ 5
S0 il 3N ik ) BE R AR YL FE MR R K R 1T
(angiotensin I, Ang 1) 51/ BLC UL K ASE AL
H1, miR-106a F K4, F-HE i 400 1 2ok A4 i 5
HH2 (mitofusin 2, Mfn2) ik, & LR
AL A A, kiR E, ROSHEZ, OIUE
K5 MM miR-106a 5 ik Mfn2 7] #5035 1R
%, RO NUER ', miR-181c fi A% L 41 45
Ja e N BN SRR AR, LR I m 48 i)
0 £ R AR 0 I % 2 4 4R T (mitochondrial
respiratory chain complex I, mt-COX 1) A% ik,
FH mt-COX 1V 45 i FH I T RE T, 1k pLZpr
R ROS FIFL T Ca MR BEMG N, ZRRI{RTIREZ 0, £k
BRI RS B T R miR-18 1 AT i/ ki {4
ROS 74, WA AN, BRACHERE KT, 2k
BARARTIRE, DI O e il O 3 /N BRUC LD
fig. ik miR-181c i Al3E i T I8 mt-COX 1HY 3
B LORLR ROS 77 A=, HETT AR SRR 1 1
(specificity protein 1, Spl) Rk, £k A%
% B £ 1 1 (mitochondrial calcium uptake 1,
MICUL) [H3RIKE TR, SCE0XTZobE A 35 T 45 7K °F
PP W R BR miR-181c 7] 38 i A i H 4 iF
MICU1 ik, BEIRGORARESHE, W/ BB I
FRE T >, 7RO KB, miR-665 ik T+
1R, A e A0 R s I R AR 1 324K (glucagon-
like peptide 1 receptor, GLPIR) % ik, [ 1k
mt-COX I, mt-COX III, mt-COX IV JlB % b4
{LBf (superoxide dismutase, SOD) %4, &%
AR BN SRAR r, E Taek A8 Ak 7 ) T8 A
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Z, JERIOWUILIEEM, WUBEZH, Z2oRiil
i, HAR/INA— wsitife . IhikaEas 224,
Tl miR-665 7] _F 8 GLPIR ik, Lk
WP S S A AR M, RPN I8, RT3 mT it
RAESNE, F cAMP {5 id@ %, sl b0 LA
ToIR A, Bl O LT 2 AN ZRL A 4l 1 R
WCARDRE ¢ TEME PR B AR PR A Y /N BRIl
WEH, miR-340-5p k¥ B, 3%k miR-340-5p
AFEEIR/ D RO UL 4ELL . OUIER, TR A
I BELT A 1 1M 2L 1 (myeloid cell leukemia-1,
MCL-1) HJ£ik, {EEROSHEN, SODHME T4,
A AL B, AR, mt-COX Il mt-COX IV I
PERRAR, EZRLIRIT I RE T F ATP 5 K TR
I FEERRIEHTAL . 25fk . R, M
M 2R AT e, fE kLA T, T ] miR-
340-5p ] i@ i 12 #E MCL-1 3 3k o 3% [ & % 3
I A

ONERTFT e E 2ok A 2O AL AR, 7E0
kAR, O WU AR R S A A 5 I v
N, WY EERREIRRY), TEiX Rt
MR AR S R, RRRZ B R R IR
miRNA P84 I EE 0 % s, milR
miR-181a/b AT LF b5 i BT R i 7k ) 2 1 W] R
I (phosphatase and tensin homolog, PTEN), #/Jiil
PI3K-Akt 15 5 i #% , 3 /) B JIE i 46 Y se
R o FEOE/NRBIAR T, O E miR-146a FRIAHY
AN, miR-146a A [a] 0 i 37 T 2o fACHE B v Y —
B R 3R HIME % % 1 (dihydrolipoyl succinyl
transferase, DLST), sZMaZ kit AL, & ak
o IUAE AL JE Dy R i 5 1717 6 5% miR-146a 5¥ it
F1Kk DLST A B TR b AL A, R4
OBETIRE . 2 TEALREE 3 (sirtuin 3, SIRT3) W]
3o 2T AR R A ST SR A A T % ) 22 b OGS
TitE, Qi R 1D R R 1% B T Rl T A O L
(long-chain acyl coenzyme A dehydrogenase,
LCAD) . 97 = & R 18 ¥F 09 3% ¥ 2 I = il
(succinate dehydrogenase, SDH) . SEFisTR I U 2
(isocitrate dehydrogenase 2, IDH2) 4§, #EifiA4#
Zo g AR FE AL T RO R B YR
i, miR-195 FEH I, AT 455 ZORiR SIRT3 /Y
3UTR, M HARE . SRR, 235K miR-
195 A REAR SIRT3 7K F-, - [ A {uff PR TR PR . 0 1t 52
KFN ATP &l SR ACTIG N, SR A 2
RENRE, ATP &R, T2/ BLC IR it

B miR-195 Wos MRS, H/AN BRI O
WURE KA ZE R . X ZR B miR-195 W] 38 28
9 SIRT3 By IR 52 M 2 1 LA KT 1T 52 Lo JJL
Uike. SIRT3 @b 2 #F Ang 1155 T 1.0 WUIE K
MERE, IFmZIL IR At 03, 1318 miR-214
AL SIRT3 (193835, Jf Al i@ i SIRT3/FoxO3a {5
Sl PSR M2 (KA, IRl Drpl KK TRE, &
TR ARIT W D BE A2 01, SOk AR H B K L 0
2 WAL I miR-214 W AT B4
RARNE D RE, st O UIE K . miR-142-3p 1
FE 77 8747 15 5 10 R B0 LA RS 76 o 238 %
I src [7] P54 2B #2314 1 (src homology 2
(SH2) B adaptor protein 1, SH2B1) k¥,
T RGBT . 2R B AL AN DR T, 2k
AR B [AAG ; 3 23K miR-142-3p Al 1] SH2B1
Feak, PEELRARBEHLAL R ) R R 2R AR
FE, BCEELRATIRE, WA ONIANIERT, SO
HWUIE R IERE, THBH.O ),

LR R RS T R AR Eb LR I 7 DI RR )
KHERZR . PR, 18P0 B miR-574 K3k
Bhn L I AT g ) T TR A Y AR AR
J¥ 50 AL R 210 B B A (family with
sequence similarity 210 member A, FAM210A) Y
Fik, HMLAIAGRAG R I BTRL, RGO
IR 5 AR R Feak, MR ER AR FFRas
MARAATRE, SO NS RFLL D6 7 S8
WESE: i 3K miR-574 Af $2 5 FAM210A ik,
ML AAR G A 2 k3 n, (EAN S e A% 2 [
IR s 1 REBR miR-574 AT R FAM210A 323k,
T AR GRS I R I BT R IN R, bR
Lzt . ATP & />, mt-COX I, mt-COX III.
mt-COX IV V& PEREAR,  HAEREA /™ 5 0 2ok ik i
Bk WAL, SRRSO UUE R . T ALG ALE
¥, miR-1a-3p 1 F3K vl i e PR K DNA gty
#) NADH /it & fi# 1 (NADH dehydrogenase 1,
ND1) F4ufE £ AL 1 (cytochrome ¢ oxidase
I, COXD) ik, 5 ISO ML/ NI
WLZEHE 5 Dy RERRAT S, BE A O LR 540 2 A1l
ARSI A 2 . AFETEE, OHUEKR.,
O WLAF ik SR, P RATTRE R R 05
miR-762 J&—Ff FH A% 5E PR i ich 1) e o7 S 2 b A4 44
PR B9 miRNA,  HAE S SRS 23k 1M,
P14 NADH Jii &l W %L 2 (NADH dehydrogenase
subunit 2, ND2) WERik, sZMZEhi{RTinE, BFAK
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mt-COX LG PE R A ALBERR LK, f2iF ROS ™42,
e Ve LA A TS, SECOEIR A TR
miR-762 B i 7 ik ND2 1] $& 15 2647 4 ATP 5 2= 1
mdﬂl@ , UM T, e D LT

YL ERE SRR O )l miR-152
FIRBm, W iR, O AU T F8 miR-152
AT 38 oL e PP R Z R AR S SR B 1T 5 (glutaredoxin
5, Glrx5) ik, ML ARSRGEARENE, &
R, PR KA ST TR RGO
Wrsd . SMELHZNEEAL . bR RS AR /N RHIE R TE
BRE . WL, R SR I S L%
KRR, SETRE RO R E TR TR, SR YEfL R
B, A A T R R R T O
B0 JUL 2T 2 £k 0 i 45 ) R B A, AR 9 R IR
gk

Zi b, miRNATELEER BT R T HENL
RARTEEAER . 1 H miRNA 236 4012, R A1E
NPT R 5 S 2 VA 5 v N o Lo e % 1 e
H R miRNA ARG 2 B, T I RE A4 i) 25 57 4
2, miRNA ZEAN [ 8 i 43 A ARk i oA S
FHIE] o X TR A 5 ) miRNA,  HR 5 HR 5 AN
SEDLAT LAY A 32 O A AR E S A% L IR 4
2 5 1 I R miRNA ., 4% 3 X 20 4 15 A4 £ ki 1A

W 2T R, 48K Ol 26 KL R miRNA
(mitochondrial miRNA, mitomiR) ", {H H #ij%f£k
ﬁ%ﬁl%ﬁﬂ%mmmﬁﬁMﬁh* Ui e
W, RZ IR HE N 2 miRNA T A% 5L D 4 24
i) miRNA & W] gE A LeRifikny, HEjw A4
WA, A DL IJLR T e R ALE Y. — 2T
mRNA/miRNA FH 5. A FH 8 40 07 305 | i #4)
HRTEENE S B GWIS2 I RNA I UL &1k
(RNA-induced silencing complex, RISC) " Zdfi# ,
i 25 1) AGO2 (argonaute 2) 5 H FIk H RISC 1)
miRNA 38 i 2k KR S AL 8 1 SAMS50 5 TOM20
EALRAR NS, TS 7 Zebi A N IR A R
T, WTIMA, #EALRMARIETT, £T AGO2H M
I miRNA ZH 5 FEAL R ITIEAR),  H A
WA REMHRALBEERIT , 10 AGO2 # Fik
iz 1k, miRNA 5 mRNA 5 & g, fe ok 7
AGO2/miRNA & S IE L, WG 5145 P/
REGIF, P/AMATT LIS . P 55 20 i 2 1
FH, ff miRNA #E AZRLRP ;IR AR HGE ,
AGO2/miRNA & 1K W] fig 8 o) 2 4% 1 IR W 1R 1L T
(polynucleotide phosphorylase, PNPase) 175 Bl iE
A LR PR AP AT I . miRNA 3" ¥ (4 B 5 %71
UGUCGGUGAGU 7] 1% 5 T miRNA [i] £k b {A

miRNA | ZERLARIE A il 2RI miRNA, J5 B9F07, WmiR-181a FAlmiR-181c H45 F 51 52/,
Table 1 Regulatory effect of miRNA on mitochondrial function and its mechanism during heart failure
F1 miRNAXTZRA AT e A 42 R 22 M 32 HE A2 ML )
miRNA %Kik SRR AR A HUIE R/ AR oy R NTERL (! CHVREIER &%
Bk SCHiR
miR-122  Eif miR-1225F %3/ B/HOC241 i Hand2 LR, JHT CLgEE T [26]
miR-423-5p i HOC24M it i 4 1 42 A 7Y MYBL2 RAEARI . ATPA R A2 OUEEsE  [27]
miR-153-3p R JERC AN/ /N BRABE Y Mfnl A IRENTIEE IWIINiEWN [28]
miR-29 T miR-29mFR /N R PGC-1o, LML G OEDIRERRG  [29]
miR-24 L HOYHAE R AR G6PD LRI . ATPA AR Lo LR [31]
miR-193b  FIf JERER RO NFYA Eoy RN ER AR TWillkawti] [32]
miR-106a i OB K /N R Mfn2 LA LN R VAR S AT Lo JLIER [33]
miR-181c i miR-181cil FIE KRR mt-COX I BRI EWG L SR A OlElEETige [34]
Rk 4]
E miR-181ci bR B AL . /N B MICUI RS A OBk MR [35]
Tt I P A A A Y Hifh
miR-665 R IR GLPIR LRSS A RS TR, FALRIEL A YE T [36]
(cAMPE S IRER) I K

miR-340-5P i BEIRIFE /N BB Mell E=REANE S F DAL Tl 1% OUERSPET: [37]
miR-18la/b  EIF  /NERBR I PR 5 A Y PTEN X SR AR 5 T RE TG 2 R R, Ol [39]

T RERTRT
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miRNA %Kik SRR ALIE [N/ A B R EE ORI 2%
Ak SCHR
miR-146a i DR/ R DLST A AN CLAER . fiE [40]
ThRERREAT
miR-195 b OBEUNERAERL, OULEAE R SIRT3 RTINS e AR OULAE K. OfF  [44]
A BNt
miR-214 LI OUUER /N B SIRT3 LRI, JEAS. R 502 ONUIER [45]
miR-142-3p N OB/ /OB AE R SH2BI AR, PRI TR T, oL [46]
Y JER
miR-574 WU/ B/ AR A FAM210A LRAE AR R R A AR LUK [47]
5E o LE B
miR-l1a-3p  FIf OIE/NRAI NDI, COXT  ZRAIRIFINHE S Ak AT, AL [48]
MER
miR-762 EA O UL ok S P A A Y ND2 o DAL ER AR L AN ER A AR DWW fE [49]
/N B L PR T A P AR
miR-152 R OFE/NRATE Glrx5 LRI AR M A ORElEEThEe [50]

S

2.2 IncRNAXILFRFHEPERE IR EEIER

IncRNA J& —F K B K F 200 4% 1 12 19 3E Zw
I RNA, Horlmad 1y L5 . B, R
B . FMABM . B Tk RNA e T 45 8 42 41
JLJE 3 . ARAR A . A0 R I8 A £ A B B
T 5, IncRNA A F & miRNA A 43I 48 % $5
PR, tn] Eagh e B E A 2w/ Mk
AT BN, IneRNA B A] B 515 55 T M AR
FH 59, T IncRNA F & B 2 D g 547, A
IncRNA 4 3. 41 i 52 v % F Hoh B & ¥ 00 b &
B9 IncRNA HR EZUE RN, TE40 M5
DRSBTS A 2 bt I AR . ISR
7R, neRNA /7 B ARG SR 15%, Hidr,
IncRNA 75 25 b7 74 5 R 4 o o 2 B 4 T SR s AR
FH 5. IncRNAFE IR LRI RE R MO i A rp
[FIRERIE T 2RI ER (62).

IncRNA 7] 3 1 845 48 miRNA 852K [ B2k
BAREAL Y B, Mmoo E, R R,
IncRNA-Plscrd J&—Ff NI /F 4, X miR-214
HAGMIEEER, 1335 Plscrd 1] fE Ik miR-214 £
ik, dEMfEdE M2 3Rik, J ROS A4, MEHZE
PR LA, RIERATIRE, R Ang 115 T
AL AUIER 5, MitoQ J&—FhZe kiR ROS il 71,
AT LR SEAL R B, elss kiR TRE . oY
7%, MitoQ 1] I Plscrd A Mfn2 263k, FIRLEhE
& ROS FI MR A /K-, DA B, M0
w/NRERARE A OCE P B3R5, B0

w/NRERAFLL JLIIEE . IncRNA-DACHI /&
— i B AR SF Y IncRNA, =47 T4 i o,
DACH!1 A 3 i #% [iv) 38 35 SIRT3 5% Wi 28 04 S8k 1
55 RO T T U A8 PR 0 L (diabetic
cardiomyopathy, DCM) /R0 EZ g . 1E
DCM /) FRUFD i B Ak B 640 AL A0 B o, 3 ok
DACH!1 1] i #F SIRT3 7z % fb I il , 3 Bk ki ik
ROS 4% | JEEHL {7 H1 MnSOD 1% 1 R & . ATP &,
WL, SRR R A, A T
T R B 2 Ik DACH T ] 42 85 SIRT3 2 (1K -, %
(SRR AR G/ =E5 % YA E NI NS VA1 = v L
SBLRRZER SOIRe s, W ORI T £
28 R AAR R U ) IncRNA 7, IncRNA 41 Jifd 2 % b
(cytochrome b, cytb) J& Hi Z& 4 {4 DNA 465 1 &2
B VR T W B 5 ST o, A Mo o R Zeobr 14 rh 1 2%
ik BN ARSI L BoR, W cytb SR HE
AACR R AN T, mE O R, s
cytb P #E B LR iR T B8, W O MU, Bl L
o W, IR cytb IR D] miR-103-3p
f2eik, FEIM-SEEmiR-103-3p #1451 PTEN ik
o, SRR, WL RAROS, ML,
M R AE cytb W3 B ROS AN A T34, f2 k0
JMLAE K o IncRNA-RMRP 5 # /K 78 2 14 70 (heat
shock protein 70, HSP70) YAJ7E KA P45 & 45 ¢
HAER, WSRO, BR2HA SRR /N LG L
RMRP KA T, DRI AL, B s vy
i, ROS=A: FA a3 o B m, feuk 7.0l
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YHEPAT, A RMRP Al E i ¥ ] miR-1-5p,
fie #t HSP70 #5 1 4 (heat shock protein 70 protein 4,
HSPA4) MKk, WA ROS =4, oo g
R, AR IR T B

WL ARA GRS B s 2 L DU RS
R OIS A B BRRE, W e i O R e
FLRNE, BN, —FEOIHAZ P EER
IncRNA-IncHrt, AJ GEAE S — e UG 42 7,
TR O U O BE D g Y, AR R AR
J&i IncHrt 35 B T R8O JRI 30188 P A0 1k 3 il S
(cyclin-dependent kinase, CDKS5) il £ H ik 55
SO SIRT2 A E AR IR, AT i 15 -
B1 (liver kinase B1, LKBI1) X} R IGALE FI4
fitf (AMP-activated protein kinase, AMPK) FJ#iz
TRVER, & GRS bR AL AR DT IR A K -
TRE, RAERCOIUE | CONEDIRE TR Mk
ik IncHrt A 245 RS &L, Jf il i il CDKS 5
SIRT2 fE i, & i LBK1 #% f2 fk , # 7% LBKI-
AMPK {553 [, 3 5 2R 1R S AL i 82 Ak K F-
LY IETIRE . IncRNA-Caren J&— 1 3 20 T fifd
JiH ) IncRNA . Caren il 23 it #F & 07 7 7 1753 11
O /N EO IEC 4 D RE T B L O LA KRR 3
J&, USRS, [FI, PRREO R E, HE
iz = RIRALE S M 1 (histidine triad nucleotide-
binding protein 1, Hintl) Fik34 /1, ATM-DDR
(ataxia  telangiectasia ~ mutated-DNA  damage
response) i BTG, A AR A (AR I L A5 AT I
RETRE, PP AE R AR S REREAT s 1
3K Caren 1] 42 5.0 /)N R0 JILZORLAR DNA F1
WEEE SR P RAKT, (RFERAR A Y& S
FALBERR AL, I8 1 410 3 Hintl 23599 6l ATM-
DDRI#E H, RIOHEDIRE, WO UL K FEf 4
K, Gt o

LRRACH AWE ST, S HZ40RA TR
i, ARRZIRTTHGAE | OSSR R UIAOS, TE
R . AR RN S B 0 A () I 48 vt 4
HEAEH 1, FEISOVE ORI, IncRNA-
MALAT1 7EA8 FE 4 2 b KR 38 fin, I w] 9 i H A
miRNA-miR-558, IR, PEME miR-558 ff)
FLEE (A Unc-51 #F A 1 3005 3 1 (unc-51 like
autophagy activating kinase 1, ULK1) ik,
MR TACE TR, SR EAMAR ORI B g s 2
SR S0 363K MALAT1 1] $i 25 2 (A R B A3
/0 ROS 774, BERARAH AR IE T /K ), X 3R,

MALAT1 W] 3 iF 2 AR i MALAT 1-miR-558-
ULK 18 EE S i T [ g, el O A AL I
it VB St AR 59 LA K P9 T8 1 1 LS 1)
Ca”-ATPase 2a (sarcoplasmic
ATPase 2a, SERCA2a) R4, IncRNA-ZFASI
FERBEAN T 338 B U /N B2 A 2 O LA 4
RERRE AT . WFFR W Ik ZFAST AT ek i A 75
S RINES R NI SNy TN o= e A N N VA
NGRS 2 (AT i 1 = S G Rl s A S S i
JHT; Mk ZFAST Al o 40 7fil SERCA2a, i
iV IR NS A N VA (AN S Y A N
PTG SRR N S RO AR T, (240 M
T-. DACHI1 W A] %405 SERCA2a, TE/NROL
2 Bty 4 SR 3 %6 3k DACHI AT {12 #F SERCA2a 72
FAbFES, BRI AROKE, SRR >, O
WEUCAR DI RERERS 5 1% DACHI 7] 425 SERCA2a
FEAKFRAES B, BT, o lUe
K, SO /NFGOIEYIRE ', RS MR
Bl R Bk 40 ) 984 HOC2 0> WL 40 L, IncRNA-
SOX2-OT FikTHE, FLHRUET, SOX2-OT nffEN
miR-215-5p (15> F g 4 Ml L5k, M s e
FHMEAESSGHEHE A2 (zinc finger E-box
binding homeobox 2, ZEB2) M ik . if F ik
SOX2-OT A ¢ 200 A ] T R fie I 2 1 HE R, 17 ot
ik SOX2-OT A 1)1 il miR-215-5p, A7k ZEB2 %5 M
Fik, BEICANMIT, RO AT YESS i ZE LA R
PEANALIRIE , 20, (HRIK SOX2-0T A Rgek
SO WA SR A D) BERE AT 1

IncRNA 5 miRNA 2 [H] -4 H 2 oL fa] 45 ¢
%, XuZ ' ESZ, IncRNA-CASC7 5 miR-30c 4
HiAEE WO E R, 7RO B F MY h CASCT
TS, 1M miR-30c W N . 7EAIMISZE
i # 1k CASCT I | miR-30c &3k, [HAHEUE
4+ Z-11 (interleukin-11, IL-11) ik, fif miR-30c
X} CASCT FIIL-11 SR MMIHIBCR, Hik, —#%
PIA T RE R L2 Wiibr Y. RS A T O
) EAR DL IF R IAG , (HAF9E 7R, miR-30 Fl
miR-133 WPl g A SUVE K AT, —HRIL TR
W HE B O B R LR AL ' F Ak, TL-11
L HL A R JE 0 LGN B £F 4 AL i VB 7, R,
CASC7 Fl miR-30 ] e o 45 0 WLEF 4R Ak 52 e oL
HRIE,

IncRNA HA R AL SURE M, T Iz sk
BT YR PELAT IneRNA AT ZH0E (X, i

reticulum Ca*'-
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AR A AE R AT RNA XS £ i A Th RE R 1E A -1545-

EHINREE I Z AL 5. IncRNA AYAS [R) E 17 F2:
HPHNPE ), R 387 A AE ol AR il S5 e
JEM RNA 256 A B mAE BA/EH, s s
ok o 20 sl AR B ZEAZ N Y. 5 miRNA —F
1mmmm7m&%lﬁﬂ%ﬁW%ﬂﬁ%@,ﬁ
PFP IncRNA 7] UL B AR S 2, FFAE PR py X =

[ SE i RAEE EAEH] 7 {H IncRNA 7RI 5
SRR Z B I ILR I ANTE R, AR,
FEPR A B 1) IncRNA e (5 B ki 14 7] g 5 Lo ik
I ) 5 R T AR O, -t A e d o e A T
R 5 AR 2 i i ) IncRNA 2401
e iz S 240 O AZ A i Rl i 7

Table 2 Regulation effect of IncRNA on mitochondrial function and its mechanism during heart failure

2 IncRNAXT L4 Th a8 B R S50 SR R2 A AL

IncRNA ik SEER A HImiRNA A o R NTEL (! LR 2%

B SCER
Plscrd il OB/ BB miR-214 Mfn2 Y RN SN R E A IV VN [55]
IncHrt T O/ R — SIRT2  ZRRLAREMBERRIL . HRITERACH  OULER. O [56]
DACHI  Fif B BRI LG /) BAER — SIRT3 Eo DAL ER AR MM T [57]
cytb R OERE/NRB miR-103-3p PTEN/AKT GRS, BEA dnfeirs. guiek [s8]
Caren LI DR/ — Hintl — ZRRIAREMBERRIL. BAHRE OUEitheemag. [o1]

CLIER

MALAT1 b R RS miR-558 ULK1 2R, AT, AW oA, Bl [63]

ZFAS1 L O EE/ANEUBLAL. ZFASTAOIL — SERCA2a  ZRRIMHEHAT . ZRAifATH T2 I T [64]
RSP A /N R AR Y

sox2 b stz KRR, HOC2  miR-215-5p ZEB2 — T BRIEEN [66]
1 itk S B AR HEAR

CASC7  Ei LB E. HIC241/ miR-30c IL-11 — — [67]

2.3 circRNAX O R E R &R T AR R IEIE R
circRNA J&& — F L & 35 R RNA, K& 4
circRNA 2 1 i A mRNA 14 B 7 X8 . &1 IX
B AR - P A X R g A B TR 3 R
tRNAE@Wé‘?D&fir‘@@J%ﬁE, YY) J5 1 RNA
() 3" v A S v DA Wl B2 — g B AH E, B R
RNA ", CIrcRNAIJJHbT”{Z: PRI N 5%,
WD) AN B T S AR sl B R R T SR AR A
Fik; ENEARGHRMYEAFRES; BN
miRNA 3 43 85 miRNA; JE i circRNP & 54 14
TAE T E; 1E N E R TR RNA 5 mRNA AH
HAE VA S 456 8 A T mRNA B
Z Rl B B AR . 5 4 RNA AR A
circRNA ¥ A i F 5 4 7-FH 5L S 508 T 454, B
AN FImNZREBEmRE. mMHA, hT+
circRNA [ P & FRARZEF i i, HAH L miRNA il
IncRNA BB F e Ve, Pk, i 7Egni
AR S R ST Sy R B,
circRNA 1] BEVE b —Fl B 44U 1L A5 5 0 A= i bs s
Yy RS AR K T circRNA P8 458 45 o B A4
BB 2, (HETF cireRNA 5 4ohn
IR RERE MR E B IFSTIR R (F3).

58 W7n, circRNA-MFACR AJ i i $iE i 3 2
miR-652-3p 52 Wi £k ki K or B o B E A
(mitochondrial fission process 18 kDa protein,
MTP18) ik, 9.0 WG4 5 40 0 1=
HET PR A EEER M U 7 . MFACR RIAE

b miR-652-3p 145 T 4p il ik, FEURH
HUZE A MTP18 FE3A38 N, 75 LR o 24 g A

AIMEIE T F MFACR ] #F miR-652-3p 15,

FEAEMTP18 B FA/K T, FRARER A (AR 432411 241 Jif
27K

CDRlas & —F1Z 5 Z B AE 1A 205800 & 2E
R JEW) circRNA,  FE18 VR0 5 35 1L 3% 1 CDR1as
ML Z M4 B 1 (heme oxygenase 1, HMOXI)
FIR PRI, miR-135a Al miR-135b F& 35 W T %
WFFEIESE, CDRIas J& miR-135a #il miR-135b /) 43
TUELS, WINEIILERS, SR R HMOX 1 3R
B IAIEIET 7. HMOX 1 245 1 41 24T
W A, HMOX1 S pl ik s HA 35k
M4, WATANMIIETE . PUAARII . PUARAE . U
To, WTERAE TSR E R, AR A RE S
EHrh R HEEZEAEH T 5, Mester-
Tonczar %5 77 FE B4 Gl ML PE O 58 AR Y ook ) 2
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CDRlas 7E.O A 2R3k, H CDRlas /K ¥ 5
OB DIRE RS S IE ARG . OB AR A A G
KFR, WELR R 4b 38T £ /5.0 1 20 41 CDR 1as 1 3R
ik, PR miR-671-5p /K, 0350 B US40 T RE -
[Kitt, CDRlas A] GEAE A8 YL =12 W NG T A
WbREY), 30T A T miR-135a/b-HMOX 1 Sl 45
RRRTIEE, MELERE,

% Z WAL B 1 (sirtuin 1, SIRT1) &Y [ P&
circRNA-circ-SIRT1 7] LA i & 5 4 1 W B miR-
3681-3p AlmiR-5195-3p, L& Hq5 3K SIRT1 %
ik, [FIEEAT DU 502 R PR IKEE 22 (ubiquitin
specific peptidase 22, USP22) %% SIRT1 2 &
12 R AT AR BHR 5 7K - 5 SIRT 1 28 AR e M
PEFEA0 A A g, S UK 78, SIRT A 3l i
PGC-1a 7GR AE YA S0, IFEZeobiik
H s A SRR ™, ik, cire-SIRT1 7]
fiE3 1 miR-3681-3p. miR-5195-3p § 1] PGC-10 3
ik, dEmREE SR AR

i H A5 AC e 4% (sodium-calcium exchanger,
NCX) FEH S 2 42 F 19 circRNA-Slc8al R LIE N
miR-133a % 7315 45 8 2 1 07 5 far 175 = 0 UL 4
JiLHE G 0T ) B2t 2 36 Sle8al AT FEAR 2k T 5
miR-133a # 25 1 1ML 35 . & 7 (serum response
factor, SRF) . %% 4% 40 414 K T (connective
tissue growth factor, CTGF) ., B'H R EfERZ K1
(adrenoceptor beta 1, ADRBI1) FlJig g L il 6
(adenylate cyclase 6, ADCY6), Il 2% fift ol A2 i7F
O o T NCX #5777 42 19 53— cireRNA-NCX 1
W AT VRN miR-133a (7> T4, HAEROS HIE T
ZaRHEIN, JFE Y miR-133a fE g0 AL T
S$ % 1 (cell death-inducing protein, CDIP1)
ik, PR WL T, i B0 NCX1 A] i i
miR-133a-CDIP1 4 [k CDIP1 %3k, /0.0 L4
JT, GO WL I - 0 . miR-133a
SRRSO UIE KA S R 7, Hotd Feak nl A R il
OV ™), H miR-133a fEJH#LbAIE A . E
WE . EEWEE. WThhe . AR ik R
A E BRI, Sle8al/NCX1-miR-133a-
SRR ] BE R A 22 RO B (1A 250

circRNA-HIPK3 7E Ko LR s ik, F
FYUESE, of ik HIPK3 A] ¥ [ 4171 ] miR-185-3p F)
Feak, kA L A S U SZ IR (calcium-

sensing receptor, CaSR) ik, {1ty
P 0.0 WU K AL JE D) RERR RS, @R HIPK3 7]
i i miR-185-3p-CaSR fili it s ) T 47 175 5 1O JUL
JER ), CaSR j&—F G 85 B Z 1A, 7E4E+5E40
R TN I R e o R R e R (S
RN, CaSR G A el S s 5 i Sk 2
WEIIResih, Mgk 28Em, KERE, 4
RLARIE 5 G G AT TR, ATP A s 45 B
HIPK3 i 1] 3 15 #1 [1] 8 4% miR-17-3p 5 ] ADCY6
eIk, P HIBT Cax WAL, eIk HIPK3 Al 3 i 4k
RO LA AR Ca* b FRRE T 25 A Co A i 00 /N R
M 4eft, S 0 NEDIRE ™. O EAH C circRNA
(heart-related circRNA, HRCR) +&miR-223 5+
W, R E T miR-223 i LA, s H AR
F1 - 20 B i 42 0% 1 R 5 B2 1 (activity-regulated
cytoskeleton-associated protein, ARC) FJ&ik, I
FLOMUB IR PR 7

JRE cireRNA P FELRARZ RO I DT b 45
A ABZE ERTAL, HIEE R 20 R XS
FLRMAARILIR 2H it () cireRNA TR 5T i b T 25 By
B, HIRNLRATRRAIRIY . FER RN, 4
A DR 4 2 ) ) cire RNA FEZRREAA | 40 i Jo A2
WIANSA Tz oA, I AT LU s SR AR A )
B, AN . AR BT A N P P I L 4
F s . AEPRS AR A 2 M ny & e, et
TR AR cireRNA W& 7F 1) Z FE R IR B8 1
HEAh, circRNA A B AAIIE2EAY . 2GR
A E BB R as R e 1, R HAEAS AR
PRI PR RN B Be i 22 S AR ah X B A AR
nCRNA 450 38 SRR 1 A e S R A L4 o

ZE LR, ncRNA A 3 1o ] 468 2 b7 (AR 38
HHRRA. MG 502, A, M5 AL
GG, TEORIAGH SRk,
M Co LR O ALC RS RE, PR AWE T AR, O
AR 250 U g B AR Ak, HE TR e 0 3 B S R R
(& 1) o Hr IncRNA Fl circRNA ] 3 1 ncRNA-
miRNA-mRNA ¥4 W 26 T8 X 50 2 b (A 2544 55
DiReryIas , s .02 i R R, [al—Fp
ncRNA 7] 3 ik N [F] 38 3% 5 O I B AR AL, AS[F]
ncRNA AT G i 18 775 5] — F A% 8 5 2 ki i 5 0
41 S5 HRE
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Table 3 Regulation effect of circRNA on mitochondrial function and its mechanism during heart failure

&3  circRNAXTZ&RIK TN BEROIRIE

MmO R B2 RIHLE

circRNA ik SEG Y I miRNA R S A UNTE AL (Y] LR 1 ik
B304
MFACR B /N Bk L F #EE B AE miR-652-3p MTPI18 KRR ST T, O [73]
Y
CDRlas il i$%ikCDRlas L4 miR-135a/135b HMOX1 — LN ESET [74]
cire-SIRT1 T O LI K /N B/ L4 miR-3681-3p. SIRT1 ATRRIA LR F N AN E . OUUIER [78]
A miR-5195-3p Eriwii)
Slc8al il o/ miR-133a Srf. Ctgf. Adey6. L RIAROS g T, D ALAE 80,
(NCX1) CDIP1 Ky DEEL OALBLM 82]
B
HIPK3 i OoHUAE KN BRBEA miR-185-3p CaSR — CUIER [86]
U ORI miR-17-3p ADCY6 M T Ca> i O LAk, Ok [88]
HRCR T CJUUIER/ O3 /N BRAB Y miR-223 ARC — OUER. gufE T [89]
miR-122 miR-423-5p
miR-214 miR-153 IncRNA: circRNA:
miR-29 ’ BaNm Plscr4 MFACR
miR-423-5p  miR-24 IncRNA:
miR-181c miR-146a Hrt
- : Ry e
miR-195 miR-214 > Caren
miR-574 miR-665 EARRA
miR-1a-3p miR-762 )
miR-142-3p  miR-152 IncRNA: circRNA:
Plscr4 Slc8al
MALAT1
. . SR — DACHI
miR-423-5p  miR-193b / cyth
miR-181c miR-665
miR-106a miR-762
miR-340-5p
IncRNA:
MALAT1
‘u = _
miR-122 miR-423-5p / WS A ZFAS1
miR-214 miR-153 Sox2
AR IS 2L BESH i bl

Fig. 1 The schematic graph of ncRNA regulating mitochondrial function during heart failure
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O RPN & Bt FEH, ncRNA [ 51 ik o
IR MR A5 W M %, R 5% 25 A E 5
ncRNA 7605 & e b HAA S E M D) se = 1EH
ncRNA-miRNA-mRNA V45 P 2 iF oA O3 1R
PRAE T T 2 AR TR SRR 0 BORARAE
e i, WA, F9T . sS4 R
T FE AR h B RN, ZORA T RERE AR A
SR T RO R RN EERNER Y AR
e, LRI R 41K R 1Y neRNA 1 & BBt — 4
WEH, Zbi A neRNA 78 45 Flg i 1 48 b A8 v & 72
TR B o B 2R AR 3 [ 4 A 11
miRNA . IncRNA . circRNA b, £ A 38 P 45 2
5 1 22 B BE /N T 200 4~ 4% 7 R 1) neRNA, 40
piRNA FIHAZ A RNA . %32 RNA | IncRNA %54if
A HE/N A BEneRNA, 3 EA B S A0 20 2145 1k
FERUE S A Z R IR i R T EEAEH
ML, MWAEYIRA . R, RS TEE
45 T %o AR R 5 R 2L 23 ) 71 ne RN O TR 58 B
VFREFF IR — 8T B S 0 R R AR A7 1)
ncRNA, 1857 ncRNA-mRNA W 2% %t 42 ki (A T g iy
PR S AR DRSS T VR, RTLUA O YR
WL W FIIATT S B 22 BRI AR HE AT A6 Y7 HIL 5
REPIE R AR VR AR . AT LU R R AR K I
PRIGIT T, GBS RO B S R R T B, Mgk
Hr A neRNA 8 ] {3 5 81 S5 O, SE LT
WURYY, MESE ARG H EIRALOIERAS . Ak, T
ncRNA W H A 5L R B 88 25 1 i) el 45 VR AT A 1o
A LI S R ¥ RN S )
ncRNA 7EA [R5 2 [0 i 7 . % as AL B
XA () 240 B 2555 2 240 A ) 52 3 e MRV R oA it
I, X R R RS R, A BT
15 Hb A TH ncRNA 75 845 2R A4 S T 5 i i 2
TR, IR SI6 7 S UL = ki
FEBL.
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The Regulatory Effect of Non—coding RNA on Mitochondrial
Function During Heart Failure”

WANG Shuo, ZHAO Yun-Gang™

(Tianjin Key Laboratory of Exercise Physiology and Sports Medicine, Tianjin University of Sport, Tianjin 301617, China)

Abstract Heart failure is a complex cardiac disease without effect therapeutic methods, which causes a huge
economic and social burden. It is urgent to identify new diagnostic biomarker and develop new therapeutic
method. Mitochondria dysfunction is closely associated with the development of heart failure. About 95% ATP
consumed by heart are derived from mitochondrial oxidative phosphorylation. The deficiency of myocardial
energy supply caused by mitochondrial injury is the key factor linking the mitochondrial dysfunction to heart
failure, which involves mitochondrial mediated metabolism disorder, calcium imbalance, oxidative stress,
apoptosis and mitophagy. It has been demonstrated that non-coding RNA (ncRNA) playing a critical role in
modulating epigenetic modification, post-transcription, translation modification and so on. Many researches
showed that ncRNA express abnormally during the heart development and cardiac disease, and exhibit important
regulating roles in the regulation of mitochondrial structure and function. Among them, miRNA has been
demonstrated widely. Most miRNA, originated from either nuclear or mitochondrial genome, showed important
roles in regulating heart pathophysiology change through mitochondrial dysfunction and structure disruption via
targeting mRNA or protein. While IncRNA and circRNA play diverse roles in the regulation of mitochondrial
structure and function by ncRNA-miRNA-mRNA triple networks, which provide us more perspective to
understand the explicit role of ncRNA in mitochondria and heart pathophysiology. However, only a little ncRNA
encoded by mitochondrial genome have been confirmed in the process of heart failure. Besides, it is still unclear
that how does the ncRNA encoded by nuclear genome transport to mitochondria and vice versa. Moreover, recent
studies discovered many other mitochondria encoded ncRNA, such as piRNA and small ncRNA shorter than 200
nucleotides derived from tRNA, rRNA or IncRNA, play important roles in many diseases. It has a broad prospect
in investigating the various roles of mitochondria encoded ncRNA. Therefore, this work aims to provide some
new ideas and targets for the clinical research and therapy for heart failure via reviewing the newly recent
researches about the regulation mechanism of new ncRNAs on mitochondria function in the process of heart

failure.
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