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[ ABSTRACT]

residents, and the fatality rate stands first in the disease spectrum in China for a long term.

Cardiovascular disease is one of the major diseases that seriously threaten the health of Chinese

With the rapid development of

population aging, the prevalence and mortality of cardiovascular diseases remain on the rise, and the current treatment

effect on and prognosis of heart failure are not satisfactory.

mechanisms of heart failure and identify new therapeutic targets.

It is particularly important to explore the potential pathogenic

This article reviews the research advances in targeted

therapy for heart failure in recent years, which may provide new ideas for delaying the progress of heart failure.
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FUIREN . BRI GR-1 375 1l 25k
2 2RO WEFE K B2 O 3 IR B 2 0 =5 S 1l
3% (left ventricular ejection fraction, LVEF) , — i
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synthase kinase 3B, GSK3B) . B-catenin ., i fl & H
(disheveled,Dsh) T 2 i Xl 5/ Itk LU AR 3 5 X5~ ( T-
cell factor/lymphoid enhancer factor, TCF/LEF) 4 ifd
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Parkin /IR 1A [ WD, T LA &0 ILIE K
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P05 IESE O R R S, PINKL/ Parkin /5 i 28 kL
A LIS R T DAV iR o7 O s VS AR A, B
FER B, FE R BR PINKI 3 [ 5, Parkin 425 19 2 k0
R Z A BP0 N T B RO A 3
YEFH , 26 I 8% & T ek PINK1/Parkin 15518 #%47
SRYLRAR [ TO AR L Xiong S
W5 R B, FE 14 5Kk R 11 (angiotensin 11, Ang 1T )
g0/ B AR 5 Gk PINKL 7] DR i
Parkin $4 13 22 3Z 35 20 (RSP -0l R Ak, 2 500 L
MRS AR OB, Wang %520 7 TAC 5 5
/N B TR rp St FE A 9 TR AR SR FE T
TEC L0 R i 63k AMPKo2 , AEBS % PINKI |
Ser284 F Serd95 Wi~ vy, 1) i FR Ak, M\ 1 484
PINK1/Parkin {55 i [ 75 2 R0 4 [ W05 J5 18 14 /E H
[IES -

5 dE4RED RNA 505 E477

5.1 microRNA

AE4w % RNA (non-coding RNA , ncRNA) 245 A~
AR (1 F A RNA, microRNA (miRNA ) & —25 K
25 22 MR Y BA%%E neRNA |, 24 miRNA 25 4
54588 mRNA 19 3 4E 2 A 1X (3" untranslated region,
3'UTR) , S FI I mRNA % 5% 5 BH Rl B
fEE 4 mRNA , SCBRTER 2L R 1 2k Y

1 RIS TA R miRNA 76 O L5 B0 o & 15
FEAEH], IF S 50 2 A0 G JL ARG 2L AE B 2
e WUEEAS) O IUIE R O WL 2 Ak | 200 3 3 T ke
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A kR Y miRNA 7E 2R W0 58 1Y 5 1)
FEHLE, HFE R B SERRR
Canseaf e | 3 S PRI SR R O IUR) 55
FoR M miRNA BEAHE ), L, miRNA 780 3
14 A RNt e v R A B VE

FETC O EAE R B BB AL L (hypertrophic car-
diomyopathy , HCM) 8 ) IfiL 3 7, miR-29a {35 11,
TCHEME— 15 7200 55 S 2T 2R AR A 5 B miRNAPS
AN, miRNA AT DL AT T ) B o0 5 58 38 1 3 )
Qiang ZF KGN T 106 00> TE £ 4 P9 B2 ML 40
Ok H AN AIERR ) H 1 miRNA, & BUKAKF 1)
miR-126 55 S I P4 0o 5 £ 3 0400 I 55 0 T A 56, 1
= KA miR-508a-5p SRS L0 5 28 A0 M
BICT M, JIAMIRFGE BN, 76O A e 30 [A]
miR-18a-5p Fl miR-652-3p MY B v] T 180 K 1
FETHRY A — TSI miRNA B KRR
TG BZ 00 A 4 B A SCEEPRAE T 867
BT 19 DMEFR miRNA B, 45 3200 7E 1
I FP K %35 miR-1, miR-423-5p . miR-126 , miR-21 |
miR-23  miR-30d , miR-18a-5p , miR-16-5p , miR-18b-5p |
miR-36b-5p . miR-206a-3p . miR-2313-3a-3p . miR-423-128
M0 2 R B A A R U] BB 22, miR-18a-5p,
miR-18b-5p . miR-30d . miR-30e-5p Fl miR-423-5p /&
FI O TS A RUE AR E Y WA B AR
R, miRNA A DR RO 336 97 IO 9 AR ) b s
Y, A—Ish Pt aT kB, 5% A AT E, & i
PS80 K BUM S T miR-16 . miR-20b , miR-93 |
miR-106b . miR-223 Hl miR-423-5p 7K F FF &',
Nie 251 BF 5% % BLIE PE O % )5 miR-217 /& % ik,
miR-217 Fi 73 5 faf A ¢ 9 00 ILAE RN ) BE B A5, A2
3 1 A B TR - ) B A R A TE A L A, O L
YIREAT A & miR-217 BYAM B AR AT S BT 2 41 it
WFEIAR RO AT 4L, X 28 2 AR/ miR-217 7E
O IUIE JEEFN L) R B A Hh 4 3 2 A £, 3R 3% miR-
217 AW TP IR TT IR,
5.2 KEIELRAD RNA

K5EAE 4% RNA (long non-coding RNA , IncRNA )
JE— 4K JE KT 200 MEATER YA it B (1 5 1)
AEME RNA ,— e 42 A 4 5 56 IR PN 4 i) 32 [ 1)
SRS E A I X AFFE , IncRNA 2 5 41l 731k
BB T S 22 B AR R 5 O
JE BRI ARRE AL 00 3 1) 22 o il A5 B89 1) 2 2
KT, Liu V058 SR FEMR G EHY IncRNA H19
IR BEAN AR ) B L e R R W R (R Y
I 52 304 B0 T REAS 4 B 3 0k 1 2 PO 3

TEO 5 B AL HUIE JE /N B R 1 IncRNA H19 3%
KB ETFE . Han 2 BF5E 878 IncRNA H19
f 2k T RE S AR AR SR AL A 6, $RR T LLE
A IncRNA H19 BYRIBACE T O FEE it
Ah 5T R O FE R 12K T IncRNA LIPCAR £
LI T = I O < e S A SR 1 S
IncRNA LIPCAR ¢ 1 AT 1 20 o0 3 09 A2 W) A i
Pt ER BRI B T DL IneRNA 59 4E F BL
il AEE T DA a8 1 — 25 R 50 4 1 MU 9T, T 2 M
B IncRNA & 2% (4 98715 ML A0 Zh e SE AR, RO I
EIRIISIBORTA T S BB I ST, B 25 it
PR AR

6 N-FERHSLRBEERTT

RNA B4 ) 2E B A1 55 NO-H 3L AR ( N°-methy-
ladenosine ,m°A) N'-F SR 5 S-S i ne {1 PR
WEERZ T N®,27-0-— F R B 17 1 N7 -G 5 9 45
m° A FUEEAL R RIS (A) 25 6 (i N 3@ i FH SLHE RS il
AL TR B R — i F B AR 8 M, 32 2 B AE 5
RRACU-3"(R=A 5 G) i i BE AR ~T JLIREE e v O
H %478 mRNA 43T/ 3" UTR A FF LR 7 BERZ 1k
RS, m® A B 50 1 N I R AR R
OIS, B A5 O WUAE IR 0 5 R i RO JUE G | 32
)TN IR IR AN ) ) = DA IS = 3 - i A=
S m6 AL A S 5.0 MR A A 5
S, Calml mRNA J& CamKII {55538 F 19—
7E m® A B R PSR B T Calm] R P 7E 5508
OMEZH SR 3k 1 2 FRAG, 3R e O R e i 7
om®A B LB R Calml A9 B0, 10 AS 2 55 55,
m®A-seq 7R T R WAL 8 [ 7 5% 7 A5 5l
P LR R 0 22 S W R A AR R ] m®A I
AL AT RE S 5 1 0 5 Al 3 [N 3 g8 LT o Dorn
SFLRFSE R m® A FR A KT DR AE S T e
FH L AL FL [ 3 (methyltransferase like 3, METTL3) , 7£
O JULEH RLIE K ke 2 i 2 )RR AR T FE AR S S A
] METTL3 Jim O JULZR B AE G A 2B i #sg 42
M2, Mt 3Rk METTL3 2342 #F [ & PR FAC A AT
Ko TEARPNRIRI 0 AR 54 METTL3 #BR /)
PP U F AR FLC 3 SRS H B0 IERR S R
1M METTL3 7K~F-F- 5, FBULAEIE K, Mathiyalagan
LIV 5E K PR, BEJBEAH 9 25 ) (fat mass and obesity-
association protein, FTO) J&— 9 2 H JL AL, 7600 fF
WA 2 30 ) P49 o JULRRR 285 AR A o A vp R R El AR



522

ISSN 1007-3949 Chin J Arterioscler, Vol. 31, No. 6,2023

Ejfa R0 IEATZUAH B, 3 b AR AE DX FARE A8 S 6]
X3 m® A IBHEREIN, FTO 3k W FAK, FTO it
FERWES T BB S0 mCA B TFE . 7E FTO St
PRI R8s /DN B 00 30 1) 2 JR TP S5 0 43 BRI, o
Rk B B SR FTO 6.0 % il i3 m®A RNA
RAE T A BB PR ], B AR LR A
BH A, Ak 22 DG 4 ) F A 7 32F — 20 Wi 5, DA T IR A i
B m®A H AR AR O I R S8 kA KR v ) T L
il , KA B i DL 2 B R T B T T
S m® A B A O SO LS R SR R LR 2
R .

7 Hftt¥miafr

7.1 ACE2/Ang(1-7)%H
B K- 145 5 5K & R 5t (rennin-angiotensin system,
RAS) 7E 7 1E 5 A= BRANC 1L 487990 19 2 A6 K e bl
il o B AR R R A L A R K R e e
(angiotensin converting enzyme , ACE) J& RAS 4 #Li
% ACE/Ang [l /ATl By G5 E, PR Ang 1 00
AngIL, 1M Ang IL A3 12 RAS 2 5.0 I8 0 A
AR SR E IR, RAS (5] — Z& il ACE2/
Ang(1-7)/Mas & # i1 5 22 31 RAS 3 B§ 45 51 09 1
JHT, Wi 453 B AE D RE AR B4 BT, B RAS AA XU
BT, ACE2/ Ang(1-7) /Mas 8 20 WL EE g A1
ORERAE R R SN 5, ACE2/Ang(1-7) i
AV BB 06 A 250 Ml A 2% 0 3 R TR Y E R, ACE/
Ang T 5 ACE2/ Ang (1-7) {4 KA (A AR AL 78 0o 3 2R
Rz i rh A EE A A AIER ., Ang(1-7)
J& RAS i —Ffuo 4 AP R, FT XS 4T Ang I 0o 1fiL
EREVEVERT, X S O o 9 L o B DR A
Y. ACE2/Ang(1-7) i B FR A RAS Y55 AR5
B 7RO MR R R B EENEN . P
R 5 8 5 22 #E s B 6] ACE2/ Ang (1-7) K& 4%
O A PR AR T, A AT RE O S IR T 0 —
BTk
7.2 RGHEAREEALLARTY

e 5 B L AL 24K 7= 9 (advanced glycation end
product, AGE ) J& £ 1 it G2 XL it i 15 = Bk
530 R (ARG A E CRBE O AE ) 19 AR B0 SN
B SERLAE S A YA S W, R A R PR 93 S Y TR
PERSMEFE PRI T ok i S R iR A A
RN AGE 1 F 2RI, SEASEHY AGE H T
FEIR N NZ , AGE ik 55 4 i 5 2 AR B IR 0 40
et A2 A4, LLR RO A G R ME T A B B f 4

s 3L PR AR 1 p21 (ras) S A6 R 13 ( stress-
activated protein kinase , SAPK) %% S {0 1% - % 45
S 2 ST S 57 RS- UK L el et iR RS DRI i
Py &t WS 5.0 WU U SAE 8 A N, 4
PR SO WUANI A B S B . Gao 557 BF9E KR,
TN USSR rh 7 B G 00 B AL AR 7 W) 32 14 (ad-
vanced glycation end product receptor, RAGE) #{ i J5
i35 0% RAGE/NF-kB/BNIP3/Beclinl {5 5 15
UMM A W, A O LN B A T, (R RO R R
EAh, AGE 5 RAGE Z545 5 150 8 /B Pl 5 L 45
AR A O LA e 4045 DT 5 | k20 UL
W E T Ik D RERR A, DFIE 45 R AGE 5 H sz 1k
el Z MR R EOL w, P, @ b
AGE 8% RAGE BEATHEPT, AGE AHCT Ui 40 i 4%
B, SO LA PR IR YT B TR R

AGE f EE P MEMR 2 B, i = A7 =0
AR AGE &5, FEI I | e 5 | w7 1L A
7 2l AGE JE U BERE I, PR R 1 T2 4
SJBE 3 % AGE 19 & I 4 Toprak
S TR LGS B BT S (ALT-711, —F AGE B
W) FTBER AGE 5 85U R R 1 ACIR S S
AL, 0 I A BE A Pk . ALT-711 X f R 3l
Yy sl ik i) & 5k A HIHLH A AU FEAIR AGE 5 15
(22 I6k T L RA 05O WL Z00 i AL TR0 455 BB % g ik
Ca™ . ARIMIFFE B Ang I 32 A BELTHE 5085 K v 18
FGEYD HE TS0 A A1 85 37 0 20 h N IR AGE 1
FEET Sl nT UL, 25 R LA ST AGE, FH T 0
EHNAIT
7.3 ERAFT

ST 2 A ] A2 AR 240 D P S % ) TR M BT
AT A T RO R R T AR — R AR
75, RN A E 1) 4% 328 S PR HE DY (e BE ) 7 4R
VST U, BEAE MR BN JH BRI A Y
Gy TERRG G BT AR 0 R AR X R R
JY R DG, Lin 5570 F 1990 4F &R —
TWFFE, TERI T O IR RG YT i P s 5 id i
MNFEC B8 BEVE S S AT B-21 FUME 1Y Wl 2k X A9 JBOR:
DNA 7EMA P g 2= R RO LA , 25 2R & o WL
B-FFLBH B E PRIk 4 J), X — I B AR AR
SCHRRSY . 2012 4FJ5 3 CUPID JE[Ky7 ik 2 | A
O MERE PR YT O 1 i RIS, TR S Ik T A
AR A 295 5% 1 (adeno-associated virus 1, AAV1)/ L
I/ N MES S ATP i 2a ( sarcoplasmic/ endoplasmic
reticulum calcium ATPase 2a, SERCA2a), il 1 3% 5%
SERCA2a 15T K 1 DL 5 200 i 4 Ak P25 25 7 /Y
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BT, TR A 00 IE B W 4 N7 sk Th fig . i 5890
F 250 23 Z RS kN AAVI/SERCA2a % &t
FNAIT IR, 5EEFAAM L, AAVI/SERCA2a
TRIT XA 2 45 (0 REAH SC AR B 510 ) 8 |8 3%
SO A0HE NYHA DORE/ 2% .6 min 51705 B a
NT-proBNP 7K -1 L4 CUPID2b By B i 56 2%
W AR 283 JU-4E 1Y m R T 9T, 5 & fdi B IR T
FEIG RO g 2 vh < i Fm] K

B 25 Xt O IE SR PRI Y7 B 98 IS WHIR A, A7 7E R
UF AT 0 R R T 7 0B A0 B R B, R AT R
L ACO6 A fiEfk ATP #54L°H cAMP , X0 IE T BE
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SERCA2 FIZEKiIAR F1-ATP B HAH AR, P35 AL
KW Ca® PHFF LRI . 09 8 11, AT PO UIE
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FE 40 M AT A2 R F 1 (stromal cell-derived factor-1,
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Do BRI DR RE IR, 3 TS O 4 AR S T
| A e 25 R 25 i R AR T
ZURIE R IT R, TR R 2 T R LA AILRE,
HE s RG, Wik, h2ifE Ry —Fhmr 52
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A LAIE— IR ARG 25 0600 R 1R, T 45
FILIEAE R Ry F AL

8 N %

L LTI O MU 2 7 B BV A SRR 14 =
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ESRT DI AIA RO S S A BB SR
TEAE R EOHILIR] 2 308 AR 7 A 3 2T
S, ATARR DAL RS TR R BT I AR K i 1
R Gl A 25118 B B X 2R M A 7 DR TR Wint {5

S R AR [ neRNA m® A 5L PR A 24 0
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