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Abstract: Tumor treatment-related cardiotoxicity (TTRC) is an important factor leading to poor prognosis of
cancer patients, and there are no effective prevention and treatment measures. Non-coding RNA (ncRNA)
widely presents in the nucleus and cytoplasm of eukaryotes, has the function of regulating gene expression and
play an important role in the occurrence and development of TTRC. In this paper, the recent research
achievements of ncRNA in TTRC are reviewed, and the relevant mechanism is described in detail. It is pointed
out that ncRNA has a broad application prospect in the treatment and monitoring of TTRC. The limitations of
current research are analyzed and relevant suggestions are put forward. This paper aims to provide new
guidance and insights for further research in this field and to accelerate clinical transformation.
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R, A5 ARSI RNALE MR G TT A < oM R F A4 BB i 77 -

KW FHRIE R G, M RLI33%1 IR A7
HIRAET O I REY . AR NTER RS
oS5, R IR T R R S AR AR T
—, WG KA MR R T Ok 0 I F M (tumor
treatment-related cardiotoxicity, TTRC)., TTRCH]
55O LA B R A R T L SR AR R BEORT W 5 e B
KA ORI EE R, WL OERE . OUR. O
IR AR Bm AR EES,, TTRCE
FCNHESN WA IR B R 3R, ™ B 5 e
BEMBEAEERE. B, B a3
YETTRCHISENE , FEEY O 1E 7 A= BE D e i LAl
., R EST R AR .

JEZRIZRNA (non-coding RNA, ncRNA)&—3
NEAEARBMIERFIRNAS T, R4EEEMK
5 N/NRNA(microRNA, miRNA). K& dES
iZRNA(long non-coding RNA, IncRNA)FIFRIR
RNA(circular RNA, circRNA)ZY, 4], ncRNA
WAy “EEEBIUISNIIRT ¢ JEok, BEERMEAL
AU )M, neRNATRE] T2k, MK
ARG 5% 3 S 5 7K I HE 36 9 OK 1Y) ik TR 1) 4%
ThRES. IEAER, 1% % ¥ #H MIEncRNA S TTRCHY
RAREEIMI, A EBNTTRCHIG YT HE HA
VbR ER . ARILER T neRNATETTRCH (1E
FIRLF AT, ABIVATTRCAA HEE L.

1 MiRNA

MiRNAf B KT BiA RN, ZH18~224
TR I F B ncRNA . AR it =4y 2 —1
B R ZmiRNAE, Hidd 515 T RNA(message
RNA, mRNA)3-JERIEX (3-UTR)E &, fefi
B DR B A A OB 198 L& 1 R % Th e
1.1 {57

T 2 i LR R v T 7 2K, I8 I 0 )
DNASH], FHAHEANM 2. B R WAE Sy xt
ONEEEE IR K AT 259, BAT 70 4 M A
BiAST RS . RS, 4B R 1 R E
E#150 mg/m*. 350 mg/m’F1550 mg/m’f, OrE
HIF R AR HINT% 18%M65% 7, 45 &k
F700 mg/m’IN, 0 I FEE K R T $1)48%,
55 H 4 4 A B T A PR LA [, BT R
FIT B0 T B 1 ) RO AL S AR, T A

Wik S5 %

WA AR R R B AL T 3h 2 PR A, P&
RIBIT I 0 T AVR S RN . AR 32 3 0 A AL
YRS, B E2AH G A - 2(nuclear factor
erythroid-2 related factor 2, Nrf2)MKelchtECH>
B 2K 11 1(Kelch-like ECH-associated protein 1,
Keap ) BEUG 45 & U N T tE, (R A Nrf2 4K
MEPUENIE R P, IRFIHLIR S BB s R
AWEFEY], miRNAR] B A 38 5 Nrf2 J 5
SRR TR, pIEE R T N miR-152[%
IR, RRIAFImiR-1520%55 1 X Keap 1 i B fiF
Ae7), R ZKeapl Z G Nel2 M FHMT HIIRE, 4
TmiR-15280 )5, KE T Nef2/E [ 55 R 0 IE 5
P P AL T REN Y . FE B BT AR ER /N BR 0 AT
LHYURIR R0 WL miR-24-3p & & N R, i
FRI1EmiR-24-3p A] FEIENr2 2% fiFt O IR AL B 30T A
SO 90E SN, UNTfR24 DTERIT . miR-24-3p A5
FIRARSE g R . BRKeapl4h, A BB
(protein kinase B, AKT)tLE5Nr2J7EHA K. ¥
TERAKTR] $HINc2 R S H 5 PR A, SRR 5 R
P MO IEEAL . MiR-495-3p7E 5 75 Bl
B RO B3 RS, it B 105 Jetafh
bR R (R B R Bl 55 K ) B L [RD R4 (phosphate  and
tension homology deleted on chromosome ten, PTEN)
RIS, MAKTHEGE IR, (ERENcf2BfME, Mifiin
JT oA A N B B

R 25 2% e 75 5O UL 20 B 1B W A0 O T S B 2R
W, A BE R RE AR, S e O I S 4 A& 5K DD
€. DNAMI)E, 4HAR A E A G(CyclinG) IR IL
A RS E PR L 0, R R AR K A B B A
e, B8 %A L CyclinGl, ML AmiR-
488-3pfEfliCyclinG1 LN, FECCHLLHHLE 7)
R B LS R T N R R R AL EE
30 UL e o YT BRmiR-488-3pJE , CyclinG 1% ik
BB, O IRE Rt 2 &
[ B, 7 F 8 R AL JEmiR-147-y KR & 58 O L
P, 4k YemiR-147-y3MEIF G, KDL
FTAEEE I ™E, RWmiR-147-y 5 &H RN T
AR B s BT D U Ok R
e B A SEIG AN 7 TOR VA% AH ¢ & M (regulatory
associated protein of TOR, RAPTOR)AmiR-147-y[}]
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FEJER o miR-147-y 400438 i ¥ (1] RAPTOR A
g E T, IR EM . #EikiE, miR-133
Z i HmiR-133a-1. miR-133a-2HImiR-133b41 )ik,
BATTAE O U O F s EE AR B O fE b Bf7 OB AE
FAUTI, R 2 O WL miR-133b F I, IS T
miR- 133X HEEAR R IE 45 8 H 1 (polyrimidine
tract binding protein 1, PTBPI1)F1%% & 2 H2
(transgelin 2, TAGLN2)fJ il /ER, dhimiy
S DE R & WS, (2RO L AH PR U T AN R 2T
gyt AL, TR RE R OEREER S A
JoT W RLIAT O PN B IR 2SO, A SR R T B e Y
X-fh 4568 H 1(spliced X-box binding protein 1,
XBP1)45 & AH N JA 37 XIS e, p2 1A
fiF2(p21 activates kinase 2, PAK2) W] i i XBPIs{k #fi
AR Y I AR A Y P 5 RS
Syl MU T RE R, JF H 23 EimiRNA K
PR AR T 0 A8 B B 2K 5 (T HO c 2 40 L A J k4
NS R H . miR-194-5p & 4E B, FRHl T
PAK2/XBP1sHl E0Co VLA I 7217

AEHEMARIN, EERER TS
FOVMEEE, SBAAEEMRIWER
(senescence-associated secretory phenotype, SASP)
(O LA A il 2127 SASPAE FHANM I 7.
TR 7 R i A 3 5T R T AR R AR, 3RS
SASP I il 2> e 32t JA] FE) {2 e A 3 2. GATA
254 85 H4(GATA binding protein 4, GATA4)EN
LT 4 R IBE SASPHY E BT ¢, AT P[]
FAL G RIA I miR-199a-3p B, ik 1T 3 5
SASP 3k, fre koI5 22 LA R S 2E R 1 )
M. BRGATA4SL, & FIBERRAE 1% H by 5
(protein phosphates 1 nuclear targeting subunit,
PNUTS) 82 5.0 U403 E A2, HonT b iy
Figifa . Bii-DNABG AN T MiR-34afk
FLFPNUTS, $ 5P 2 2 15 3 I HOC2 A il 122
N MESNRED T miR-34a.  FIEPNUTS, 41
il VLW EE R, T ARG T RN £ miR-34afb
WAEH G2 TR
1.2 Bt

JH SRR TBCPT 4 R ) JFE R R DL T M L LR
R R e ST TR/ AN S N 3 SN
WKW S5 K, 216104 5 HBLIE AR Y.

OMEE B &obifk, B T B4 T B R
WL, S INE RS B, O A RIS B
{22 [=9 il U S 10 3 NG ) [ IO =
WA e UL AR T, BFEONThEERY. A
Uk, SECA 7 HORT S R T O U A R 1 )
RAIAHLH o

FEE SBT3 S0 1 ZEE A, miR-21242
Wk T XK HER K H 7 O3(forkhead box
transcription factor O3, FOXO3)RAE 7 B4 A2 .0
BRI K TP Sarkozy S SR EL, 1E
PA50 Gy 775 Jay il Je S i R B O IR AR o &7 5K 1)
AE B B 18] T PR AG , miR-212% EAWTF e, 1
FOXO3MRIARNAEL 19/ N, RIFmiR-2128
HHEENSRMAELEIRES K, EL T
FOXO3 K IE/EM - MiR-29MImiR-223-3p L 7E L I
RN R R EEAEA . MiR-29bH] B[R] 1E T
B E H-3(pentraxin-3, PTX-3)F1 — Jik % ik i -4
(dipeptidyl peptidase-4, DDP-4)J 20T f5 ) ML
RAE R P, miR-223-3p RE ISR —BEEE4D
(phosphodiesterase 4D, PDE4D)] 3R ik I #i%
AMPKH 2% 22 fiff 4= 0o WU S /N BRUCo UL R 0 T2 0
LA F e A FE RS, R L ThBe . 72807 il
JG, B EmiRNAR RGBS RKAEZN, H
RIFRNOEFE AL . Flan, KR0S G
miR-1MImiR-15b F 1, miR-21_EiA5, 763 e
T B M & BimiR-222. miR-1557> ) j& %
T B e ARG I miRN AP
1.3 ¥[@)igyr

SAEGA T REE, 237 8 )T vk e B e
4 Jf 2 TH 52 AT T PUAH AT 5 1 R R AR U AR
o WEZR 252w (1445 5 8 2% 1 AT B 5 LA I
R X, XK FFHLARBEHIFRE. O
MM REE FANREAEKHE F2Z4E2(human
epidermal growth factor receptor 2, HER2), % &
BpUG| & O FE N S L HER2E B A %, AT
Bom R B A R T R R RS DL e &
AZBH, TS Se0 UL st

XF 72 HER2 FH A 1) L e J 8 R R AT R R L
BB TR IZ I A 2 VE AR 2 i 2 2Rk B HT(EC-D+T)
FE, 16.7%MEH ML T OIEFECT . ot
— BRI, BFEMBEFHmiR-130afF L &5 L O
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EH MR AL, SIEEA T 2IEHX,
I+ HmiR-130afE 45 7o 0o M 25 P 55 2 1) ML 3 v 2 484
I, AR M A R ) T SR ] R
DUARER BBt 0 ) 0L P R A KR T 2,
SO RN . B2 TR ER BPTIR T I
/N2 P s FE B R B, miR-30c ) L7 & i
o LA RIS RE I AA TR, SRy IR T
OFFEE R IEAH XY, ZhaoP VR I, miR-1254
HMImiR-5797E VAR ER B0 T 300 J0E 75 58 255 1) IR
LT H A R, miR- 125478 O JIF 7 1 10 I R
W T RN B SR AR M . R, 4 JSmiR-
30a. miR-130c. miR-1254. miR-579%> T A EX}
il k. DUARER B0 10 A B 1 DA 2 A
W fieh e S8 TS L — e I B R
1.4 &k

FREIT IR AT« HUT BB IRIT VR LAk B
WAL R IR T, AT B TR R R T 2 k-1
(programmed cell death ligand-1, PD-1)%%, $455ET
1 e %o A L PR VR 5 R T R D o T4 B T 18 ik
Jei, AT R 40 A L A S (R B R R A (0 JULAH e
XN, FEOOIRAE . HEIRE, R G
FIE RO B B R A R BAR, i WAL
JUL 28 75 3R [ 1 4 A2 2 1.06%, (H A 1 A B 4
., AXPD-1BPUH ML Rk 36% ™,

MiR-34a2 88 32 37 10 T S0 00 JT 25 1 1) o 22

w@TH @LE —mE —» e

&1

Z 53, Kriippel#f K T4(Kriipple-like factor 4,
KLF4) ] 4] 020 A MR AL, SRR O I 28
Bk FERE AL . FHPD- 140 K6 9T )5
miR-34a ¥ = FEN A5, i miR-34afet% [%
FRKLF4, {iefd B0 P iz i O LR A o L2
XiaZE PRI, PD- 14 77 b H2 1) 5 W6 20 i 05 &0 i
TS O miR-34a-5p E i, f#miR-34a-5p
LM PNUTSHI3-UTR, #IHIPNUTSZIE, AN
HOREE, SEUNROER.

AfL, P2 AR R T miRNAYETTRCH IAE
H, BT A A R R R RS D Re (KD .

2 LncRNAL5circRNA

LncRNA & K FE i i 200N % H R fincRNA %y
T, BAERMEAL . FERAHE. BEARB
ii. RNABABIZEhAE™ . CircRNAJE —FiILM
IR H A FIncRNA, HImRNA R RN i 5 1)
BRI, 20 NAME FeircRNAL P& FcircRNA
MM T2 FeircRNA=ZE, A 78 24miRNA
4. EARNAZGEEA. W EARREELNGE
HEE E 5. LncRNAMIcireRNA ¥ 0] ¥ 45 W b
miRNA, #IH|miRNASmRNAI3-UTRE A, M
M 42 ey B8 4k R R ik 7K P (Kl2) . ZETTRCHr,
IncRNA FllcircRNA = 2238 i i 45 W FifmiRNA & 5
Thee

- &

3

) Cig

@opid) — mir2233p

%’
o

ke~ (RREAN
Ceurs 1 [RRSASH]

PD-1
il

I

MiRNAZETTRCH 891E B Bl fR
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WlncRNA Q§ circRNA
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NV\MMMMM——éANV\AMAMMNVVV\

3'-UTR
m'm miRNA
Ld
Peef MAMMAMNMQW\
£an
o j mRNA |
mRNAFEH

MVVWWWWWWAWWVWVN

l mRNA?

MVVWWWWVVWW

[E2 LncRNA. circRNAEZEIMimiRNARI#H1H E 7

PESCHRARIE , IncPVT1. IncSNHGI1. IncNEATI
HlincCMDL-12 5 7 il 8 2 5 1O IE S,
LncPVTI/ERT 8 2= A0 EE 5 1) O WA ot vmr, Jdtk
W ffmiR-187-3plal 4% LIHAGO1E ARIE, i T
O UL T FERSNHG AL T AN 115 Y taik
., HImL ¥ IncSNHG 1 7£ 2 & 1Bl 2 & [ AC1 641
Mo R, MIneSNHG1E F ik )G, A 4#H | miR-
195 fiEBel-2, 3t 1M 2% ff il 25 2% 10 iE 55 @I A
"7, HS1HI2%E FIX-1(HS] associated protein X-
1, HAX-D)2&—MatETEA, HAZmHEEAL
(exportin 1, XPO1)MZHIAZ 1z i 2 40 M Jou K 4% 4=
YIThag. B8 & AEH0H]Co LN IR A XPO1 A A% Sh 4
HHAX-1, MEAEETREE, X5IncNEAT1F
W JRIG R let-7£-2-3PIR FAE /1. IXPO1# & FE
G K, sk, PIER M S HIR LR AT G .
YA RAR AR A F RN, 3 /74 9% 8 H 1(dynamin
related protein 1, Drp1)#% 47 55 21 28 Wi A4 4 s il 2
FRIRARZE R, T B R R RS 4 1T R T T e 11 K
PO, Drp 1 52 AL B0 52 i R AR S 1§
Wi, ZEAR AT 225 IncCMDL- L{E i Drp1 ) S63 71
BRAL SRR T B 35 2% 5 5 IO 2R AR A8 A ™)

fEcireRNAJ T, B & FlcircSKA3. circITCH
MlcircFOXO3 5RTHE K . HL B8 15 S0 0TS
H KPP CireSKA3 78 4miR-1303 1040, i
TollF: 52 #&4(Toll-like receptor 4, TLR4A)IFRIEANF
B2 R S HOIESEE, RKcireSKA3 S #H] 1
T, A LK ERY . Circl TCHZ

KT RN ITCHAM G F7-1467 [ficircRNA S T, A
78 MmiR-330-5p )RR, FIHVIERIA T & H6
(sirtuin 6, SIRT6). F7i & (Survivin) L3 RICa* -
ATPase2a(sarcoplasmic reticulum Ca’’-ATPase2a,
SERCA2a), ZZfifFi %5 2175 5 190 JL4H B 453 4% A1 2
RERRATY . X LLRERR IO TR CARESE, B AnSIRT6
BV 2 A AL BB, Survivin ] JIHE T, A&
SERCA2an[ PR & Lo LA AU 45 1140 S4h,
WL 52 R B 4R A S, i Rk circFOX 0342 |
DNA A% R TR B, i 76 L e 4 e o i 2
EcircFOXO3H {2 JF T 40w yi =07, ix %
circFOXO3 P GEEAN R 40 g b BT A —FERI Th e
EAR PR

BMZ ., IncPTV1. circSKA3%Z /) T Al BE &
TTRCHIHT G YT HE 2U(&13).

3 MRE=

3.1 BT S

—H Uk, AMTTEARZ S SR 1 R,
AT ERIREWRIRTTRC . A7 R i 8 1 35 [ £
it 24 i B B R vk T B IR R R 2 ) i K
MO R, H T4k ARG . BRARET 5 2=
7RSS B TG PR BRI . BT A 4 Rl 3
LRI, AR S (2 p38MAPK /p53if i AH K
HARERE, FECOCNNM L VLR LT 4 20 i
(AL BN R T S N o, FES R T AR B4 ]
A IEFHERIEMNE AR, IPUBOT D, 2
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W @TH @LW —mE —»{E

&3 LncRNA. circRNAZETTRCH R{E R E R

WARE L, B IT 80U 254 0T LURE 5 1%
HPFVATTRC,

ncRNAH I A [l 42 3% 3L R R IE A S TTRC
SR, Al EE R TTRCHIE VR TT L AU(R 1) AL
F A IEAE B FC cire RN ATE BCS 4 O i 452455 H ) AR
F L TR A B 96 T80T A O PR 00 JUE B 1 2 A 4
B EGSCER AT RN (1) H BineRNAR R £ T
FEAR A4 R sl /N B S A R bk AT 1 )2 SER
TE AT 22 A VR0 4 5 T AT R I A AR IR 1) 5
(2)FncRNAH AR RIE AN TR R AR, XMk
5 S PR T R 2 0 A 2 DR 7 A T S A0 T 5 e Ty
RERIE. DUk, HEShIE RIS e DL R 4R m ke
S PEncRNA B # 18 5nc RN AN H A 3 D] ) 48 17 1
A NG AE 4 5 T BT R HE R
3.2 £YitRE

HAr, IR WIMTTRCH TS % i
R A2 12 W P s e R 0 D7 v, i LB
K, UM EEEZ, JEHOMEERKE S, o
BEANE TS TTRC R ER AR (b . 21 it 700
By B RO PR A% 2R A 3 5 S R B2 O 1T
W RCE T B, (B H UM R LA
EERFSW OATRE . O WU SE S 7 AR
W EE AR Y, EEREEZN,
TTRCIHAZ 18 S #idt v, MO WUBEE AR 5 A= Pbr
EWITT RE A SE TTRCH B W I 5 =1

FF % FF TTRCH I PR VEAS 1) P 5 A= W05 &
VAT DAFE AN AT 0 45 T kA 2 mAS I & U8 RR A 1)

TP P Co 45475 KUK . NcRNA B ik . &
A AR AR T SRR, ERMTTRC 7 H A A
— M. FEZHAIE T TTRCHE 5 1K E
ncRNA(FE ). 5 B, %)L
B, HAtPUEZYE S $ncRNAKH, M H
RO 70 3 B R FERT 8 R 5 miRNA T, J54E M
B Dm R AR, JREE X A F MR T %
P8 & WncRNA; Hk, RAINEHIFITTRC
BB T] R SR R 2 R IR T RO IR
PEANE], 4 )5 RO AT B B PR TTRC 58 25 (1 1L
FE B0 WUAR AR BEAT O 98 s B e, BOzbs itk
ncRNAFIREMEBN L, LWL R T EE %
ke e A B TR BEncRNATE N TTRCAE bR &4
A -

4 4iE

B 5 B2 241297 T VERUE 25 0F T AR W 2
i 988 3 A 26 S 3 B AR, T MR R T L FR R i 2
HRIETI AR, THRETTRC, ERAEFEFRAA
i, TTRCHIGEMEH R DI, HAESHFEON
IEH AR Th RS, AR T MR A TS . TTRC
Al S AR AhncRNAR XL K, ncRNAREIE T
BN R IEZMBETTRCA S AR T AH
Wik S5 2 SRR 0 T S5 A AT RE . 2, ncRNA
N JEBE TTRCIRAL T (077 1), 7EVR YT HE AU
AR E DT R T T B AT RE SR A S, H
WAFIEE Z PR, T AN BIRAH AT .
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%1 NcRNAZETTRCHHIFRIAFIIEE
VIRFA NcRNA XKL R FEA MR 2R
- . ) KEJFEA G, MR ER AR O ] RN
Bl 55 2% MiR-152 T Keapl/Nrf2 N ST R [10]
MiR-24-3p T Keapl/Nrf2 HOc24H . /)R C LA FACNE. ARET: [11]
MiR-495-3p N4 PTEN/AKT HOc241 . /) R LALZA ilﬁﬁ& AR [12]
5] Wi &
MiR-488-3p T CyclinG1 ARG ) ANIETS. [15]
Ty; | KA AN
MiR-147-y T  RAPTOR R RAR O L4 i AIRPE T W [16]
MiR-133b i PTBP1. TAGLN2 HL-140, /RO HTZHZA MIPHTS . 4k [19]
MiR-194-5p 1 PAK2/XBPls HOc24H L. /)R ALZR MR AR [22]
. . AR 2 R8T 20 U o
MiR-199a-3p T GATA4 LA =Y [23]
MiR-34a W PNUTS HOc24 i wE [27]
LncPVT1 W MiR-187-3p/AGO1 HO9c241 Ay YT [46]
LncSNHGI T MiR-195/Bcl-2 AC16411 T [47]
LncNEATI T Let-7f-2-3p/XPO1/HAX-1  H9c24llHfl. K R-LALLHL 4T [48]
LncCMDL-1 ¥ Drpl HOc24H L. KR UZHE U T, EE [49]
CircSKA3 FiH  MiR-1303/TLR4 AC1640M 2 [51]
. . MiR-330-5p/SIRT6 N1 2 Re 120 M U5 P .
CireITCH P S urvivin, SERCA2a LA /B ILZ 2 FACPLE. DNABYE  [52]
&g MiR-212 e KO Feb E LR [31]
. - NS kv LA PO,
MiR-29b N PTX-3. DDP-4 N R RAE SN [32]
MiR-223-3p T4 PDE4D /MRS ilﬂéﬁjfi R [33]
MiR-1. MiR-15b  Fif§ KECAAR [34]
MiR-21 i KAWL [34]
MiR-222 i FLIER B3 R [35]
MiR-155 T FLIER B3 R [35]
CircFOX03 i AC1641AE YA T [53]
EC-D+T/7 % MiR-130a i FLIRE B3 R [37]
DURER BT MiR-30c s /N e AR L [38]
oAt MR DI B L [39]
PD- 115 MiR-34a W KLF4 HL-1480. /MR RAE L [42]
MiR-34a-5p L PNUTS HL-1400. /MR Z wE [43]
% % j( Fﬁk S4282-S4295
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