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Research progress and clinical significance of biological markers

in heart failure
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(The Ward of Structural Heart Disease in Department of Cardiovascular Medicine ,The First Affiliated Hospital of
Xi’an Jiaotong University ;Key Laboratory of Environment and Genes Related to Diseases Founded by Minisiry of

Education;Key Laboratory of Molecular Cardiology)
[ Abstract]Heart failure is the end stage of most cardiac diseases. Biomarkers can indicate pathological changes in different stages and
aspects during development of heart failure. They have significant roles in the diagnosis, treatment and prognosis of heart failure. In
recent years,many studies have revealed some new biomarkers in heart failure. However, different biomarkers have different clinical
significance. Based on latest guidelines and recent reports of heart failure, this review summarizes most of biomarkers in heart failure,
focusing on their clinical value and prospects to be used widely in the early diagnosis, proper treatment and prognosis assessment of
heart failure.
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RESK 734 e AR dE0 b O NS W pre—proBNP,, %%
pre—proBNP £ 155 B 147 T 35 B A5 5 Bk (26 4> %03
FRLHLIN) , K H 108 A4 HE R B AT proBNP1-108, 2
Je MR UK Furin A1 Corin 35 V1AL ELAT A= W2 30 1k
) BNP1-32 FJGE M 1 2 6 A i - Bt (N—-terminal pro-B-
type natriuretic peptide, NT-proBNP)!, BNP ST LER AT
TEE B h R A R R S5 , AT 5 A BRI B SZ
& (type—A natriuretic peptide receptors, NPR-A) %54, T
1% 5 45 iR 24 1L 1 (guanylate cyclase, GC) , i 40 Jfd N cGMP
(eyclic guanosine monophosphate ) Ft 5 , F 7 #4015 25 1 1
PESEAMIIN Ca S, S ZAEAD Ca YUt . 7] T i il e 12
JUUBSERIH b =R A7 A A IR A Ca B, o 40
N RS Ca* MR FEREAR . HAF I T B 45 O e s
-5 E K - A i 3 4t (renin—angiotensin—aldosterone
system, RAAS) R GE , HATHEINE /IR g ik 3, 4l 4y e i
G2 R PR A HE I R AR a8 5 g 5 3l 0 o JUAE N 2T 4
AT RAAS W X Co JIE A4 (1 500 5 B ik K 2k g
ARRAZ A ZE T 1 D/ B 2% R S T 1) B S R, sl I
AR RS R M AE D 5K | BRART il BE Ty K0 2 i f B4
1.2 & & BNP NT-proBNP “T4F 4 ¥ 8135 i ) B 76 &
I8-F08 97 09 £ FARIT
1.2.1  BNP NT-proBNP RI{E 4 p B2 W K 4 5112 K i A= )
Rl X FIER A, 2% H BNP Fl NT-proBNP [ 7K -
HOBEHEIRE (RS 5 010 550 A BT 1 3E BNP FI NT-
proBNP 720 8 T+, ot NT-proBNP 7KF- T} 5545 BNP
535 KR EE S ) BNP ST 4 F%51, H NT-proBNP 2 5 1]
K, AR, AR R BNP Gl B (3G . A I SK BNP AN
NT-proBNP K52 FIAEW P51 NERE & IF 25 K B D) e
SN (B T B B S 12 W S M S W TS AT IR 5 Y
RSP TR MO %2014 4FE LG BEI2TATE RPI% 2016
AERRPN O IR 23 (European Society of Cardiology , ESC) /L3
LIATEFEUTURE 2% BNP Al NT-proBNP AURIIAE A T it
1 (A ZEUEYE) | Al ISCH T DR 00 R T B Ay o R TR 12
LW, B 24 BNP<35 ng/L Al (B )NT-proBNP<125 ng/L
BEARCREOIEZW, X T2tk 03,2013 4536 O R FE
FAORT 2014 4 P ELL IR 1E Y X 2016 4F ESC L2
5 Y H#ELE : BNP<100 ng/L, NT—proBNP<300 ng/L 1] HERf 2
PECTE( T A 25) ; MR-proANP(HEI B0 5 FIEHIKATA , mid -
regional pro A—type natriuretic peptide)<120 pmol/L, ] ¥E N
HEBR O M P) 5 E A WFOIESSH ] T 2k O = i i Wi
{H R4 T BNP 5 NT-proBNP, 3 12 Wi iff: i) B4 F 0 ()
Bem (2 18O TR E] 0.94~0.98 ) , T FH A 0 (B 458
RO ER 0.44~0.57, 2O ER 0.66~0.67), PHIY
FIEHIET s i, A RER € O 2 W RO 2 Wb F)
JIHEBRIZ W B (BT o 2 W N R
122 BNP NT-ProBNP AT fF L e g T 1 ) A= )2
it BNP il NT-proBNP FF 1T O i BRI ()i R F

SMECAERELEEIAE R T A )R ELC 2R TE
(T AZK) K 2016 4F ESC ODFEZIRFERY( Ta 25,C %)
TR FBREUHERE . NT—proBNP>5 000 ng/L $75.0> 5 ER A AT
TR %88 25 s NT—proBNP>1 000 ng/L 32 7% 1 5 72 KUK %5
1o 5 /0 JEE A BE 3 [E] BNP (3 ) NT—proBNP 7K F- B 2 7
o ok e AN BB IR <309% , WU 7R 2 e BT XU 38 o1,
A& Meta 2 AT 27 1L3% BNP A:7H5 100 ng/L, HAHEAET
SRS T 3591

1.2.3  BNP NT-proBNP X007 B $8 = AE - BNP Al
NT-proBNP X F 2t R AR O B IR YT 18 AR H M A0
SO HAE 2013 AR SE O HIEFEAE A T 28 C JfETE,
B E BNP Fl NT-proBNP fE 75 FI T8 S0 FEIRTT A 4
W ARFVER I T35 50 507 AT BRARAE IR <75 2
(AR FE S0 AR (9~15 AN A )L A e KU Uo7, m] A
BRI FRCR I —FPiH B 2 (La 28, B 40P, 2016 4ESC
DY EES RS B AT RE AR A 5 1 43 B08AIG A9 05 52 (heart failure
with reduced ejection fraction , HFrEF ) [ 2 {16 97 77 1
BNP I NT-proBNP /£ M $5 3 2594 21697 , BN TE 4 5K
FEGALTAM SR AN B 52 AABH Al 77 fe i 32 550 12 R 97 11 St
e R IR R T 3 A AR R R I A K 3R A7 A - il
I PG T 11 390 ) B AR 2 —H,
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X2 13 656 Fl 2tk DL A AE B E AT ¢Tn-Hl ¢Tn+
SZNTE KB T+ 2 IEAY 30 d FET KU 2 ¢Tn—-2H 1)
9.17 13, M AEFEABE A < Tn—2HRY 5.14 518, A RELAX—
AHF WHoE 3 2 s A MEE T S B & 1 T (high sensitive
cardiac troponin T, hs—cTnT)ZE 1 074 ) 2Pk 003 BERE IR 9%
fi it A OR R I] (2 d 5 d A 14 d) IR K BE DT
B J5 KB hs—cTnT 7 90% B3 7t , 25 60 d AR 45)5
Fe 180 d FET KUK # AR5 (HR=1.36,95%CI=1.15~1.60)"., [7]
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HFZLHE 2 (suppression of tumorigenicity—2,ST2) HFR
42 -1 ZRFE 1 (interleukin 1 receptor—like 1,ILIRL1), J&
TN R 2GR, ST2 FEH i AL . B IRE
1 (transmembrane ST2,ST2L) 1 7] ¥ 4 £ 11 (soluble ST2,
sST2) , HH ST2L MBSy 14 33 (interleukin-33,1L33) ,
2 1L-33 55 ST2L 454500 IL-33/ST2L {5 S PR is , %105 5
T PR —A AU T30S R S RS, A PO LR
O WUEF Ak BoC LR TSR3 4 F 5 10 sST2 A Ry ifs e 32 146
AN 1L-33 SHES N T 1L-33 5 ST2L &54, i
597 ST2L (CoNECRIP VR IR, 4 & Az U 2 O 571 far 15
B O Z BERLAN 1380, 0o L2 B AE LN, 1 22 hL)s O
JILZH A FIL O E AT HE 4R AR 4310 sST2 , (I3 sST2 T, Th s
) sST2 AT IL-33 5 HAE G IS ST2L 5 1L-33 45
A BT A A BE O VAR B i ke 3R T ol R
FHESH MAPK 38 % (0 50 1M & FEDL O WUIE K R 28 Ak 1)
YERI™  SETAE O IV A, B O S (0 J 2
3.2 THEREARAME 2 EEWSZIFNPa4ER

A ST2 A Bh F2atko il i e K pEAl . 78 2013
A3 ELO RS LIS RO 2014 4F P ELO 32 IR TS RO
sST2 /A 1T b 2547, J 0o FERI G432 ol BEALE A B
PRIDEZWIFGE ATE T 593 f3i] D5l -1 PRI 0 55 2 i2 i f 3, &
IR PR AR O T 30 T S5OV R R M 1 R8 L R A,
A0 3 I PR T 50T 5 R e ) B 2 H Al sST2 AR BE T 1
(0.50 ng/mL,IQR 0.27 to 1.22 ng/mL vs. 0.15 ng/mL,IQR 0.06
to 0.42 ng/mL; P=0.000) ; il i it — 2053 )2 0T )5 A3 - sST2
IKP-AELL L0 DI RE 53 P U T REE 25 1) £ 35 b v J3 i
WAL BT B $ST2 5 2k 0 SIS B 1 ARG RFET XU
EURERIOC R, PRI (4 ) BRI . ST2 J—
AphS7 T BNP I NT—proBNP f4 2 M0 ) 28 38 58 3% Tl 48
Fr, H5 BNP 8{ NT—proBNP B4 FH A BT 4 s 500 21 0
T SR A AL T XU,
3.3 TIAEMARAME 2 ERMWS ZFUG IR T A94ER

WHIE /R Al ST2 A1 B T8O B TS VAT Penn
Z L FERFST(Penn Heart Failure Study, PHFS) & 3 . ¢
A sST2 Fl NT-proBNP X8 VE.0 5 3 1 AFSE T Ko NERS
XU DA A0 40 15 7 R (R0 32 AR TR (Seattle Heart Failure
Model , SHEM)AB{RL, 55 2k A ELIEB AR ) — Tt 22 vt iFon
IR T HABSE RS M 2R, sST2 FI NT-proBNP il 0r 5 £
HBET IR R (B 25 A 7 8 A7 IR Tt A A e
AN sST2 AT B S 48 = TN AE T AU 5 1T L sST2 AR32 15
IReAR L, 5 Al AR bR ) — S T DA 3 B D BEAS

LB H TSP, 3 B MUSIC®(Muerte Subita en Insufi—
ciencia Cardiaca) AR BXF BRI 5T 7R sST2 AT LA TR 18 1k
DR BRFERS: . BFST & B sST2 A1 NT-proBNP 5 T2
IBF ] 15 (sST250.15 ng/mL, NT—proBNP>2 000 ng/L) i H 3 17
TE T1%R S RRAER iRt FRAL (I T2 Wil 44 . sST2<0.15 ng/
mL, NT=proBNP<2 000 ng/L) 41 R A7 4% R P50 I8 HF-
ACTION® CORONAPIF Gruson ZEBUIFSEIESE TR VRO
KR, sST2 S0 8 K U T DA — AR 58 10 T (81 -
2013 4725 B0 3 3 B RO sST2 760 T b 2R H 12
PEOIFEERSPZ 100 2014 47 rf OISR 48 PR HAE
I a ZEHEFE AR sST2 AT RO I fE RS o3 2SR HERA MR .

4 FARRI3TATEMOREEBMERSET
Xk, BB FOREK S E

P FLBER -3 (galectin-3) 2P FLAHEERE R HTEN — I
B, e s AR B A A R A G — R AR, TS S T
TR R LT Mt 2 | 25 27 b S S0 SN 22 P A= BN
PRI o 20 WUBATR , Sy S RE 200 ML IEHIE) | 28 T T 5 m 3
M 40 i 433 Galectin=3, Galectin—3 Y 0 WU T 4 41
M, e AL A 4K PR 7~ B (transforming growth factor—B, TGF—
B)FJEIHE D1 (cyclin D1)33K B WUSCET 2 40 g 14 4
B ICR, AR HE T O WLEF AR 32 1) e A2, S A IR
25T Galectin=3 U8 1] B 32 5 3000 IE L ZF 25 20 Al 38 A= A Dt
TORR A 22 2 5 1 43550 B I I PRAFEPR 3 Galectin—
3 B 0o P E R R B M0 100 2 K STt B S 38 o, R
FREEEZEZHEEIRYT 6 -H )5, Galectin-3 7K
BORITHTI B R, XEHUR Galectin-3 TEO KA KR
KGR A5 EEAEH . M58 2R Galectin=3 1] H]
TR O IEAET 51 AU Lok 25590 DEAL-HF 5% Fp o}
232 B 2450 322 (New York Heart Association, NYHA)
D IIRE M-IV G i k0o R BETT 6.5 4F & . AESET 1
H Galectin=3 7K V-BH & 5 TAAIE 2] (20.1 £ 8.1) ng/mL vs.
(17.5 £7.4) ng/mL,P=0.01], FEALIE TAF#Y PR O3 /™
FEEEFE IIBEAN 4 )5 |, Galectin=3 J&—4~ i 2 FUFE T XU Tl
MEF . Van Kimmenade ZE50%F 599 5] [KIFE I [RIMEE 12 202
BHABHE AT T Galectin-3 ACEIAE , Z I Galectin-3
KRB F AR O =YL, &2 H & logistic 11H 4 HF 2R
Galectin—3 J& 60 d ZLT- XU s iy 37 1l X+~ (OR=10.3,
95%CI=1.6~174.1;P<0.01) , /2 60 d :L> 3 P& ¥ 70 37 Tl
HF(0R=14.3,95%C1=5.6~45.1; P=0.000) , It} A 5% s .
Galectin-3 5 2PERENKLE A E (ACS) J5 A& Az O B2 10 AU I 35
AHSEBT, TSAT 2B 5E % B Galectin-3 S22k ST Btda T Al
DAVESERFE 2 502 PCLIAYTIE 30 d WAL ETARR L
WEFA: (OB INE e T) Ak 7 K 7, 7R Galectin-3 7]
fEHR ACS HBE LA O XU TN A K AF 4 F% . 7F 2014 4R
L2 IETEREI B Galectin-3 1E 2 T b 25HE# &8k
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OERER M ZHRBEHE R 28 LITIR Galectin-3 A7 B 703
HITER R (BT B = O3 2 W RS A0 BUS BB DTG I
PRIUES

5 microRNA BERALRIZH FEIEHAIES
BT — IR E R

5.1 microRNA ZJE2R microRNA
microRNA (miRNA ) f&— 2% iy P IR BE PR 2 b 114 1 B2 249 h
22 M RRRAESIS B4E RNA 201, BN 5 HNES R
B IRV 3 50 mRNA B0 T AN BE X, 30 6 28
VSRR E mRNA MR, TR R 0 #a5 . BEARIAH
microRNA 75 ZH i ] ) mRNA #11% , {5 2008 4F microRNA
TEANARA MG L A B K B0, AR ER microRNA fREGE , H %
TESCE VR B A AR A5 5 R AR AR e . XA
VTR TN IEER microRNA VE PR (F 35058 ) WS 1E
EWbRIC T BE .
5.2 JEER microRNA A 2R 4 S 50 TG 35 & 46 54
I3 09 M AFIL
52.1 AIfERCHERBL LIRS A IbRIE 2T R
PEFR microRNA A AT g A Hp B0 312 Wt 4 — B 9 7 i
Yy AEABPEOEET , 2 miRNAs(miR-22 .miR-926 .miR-122
miR-210 ,miR-320a ,miR-423-5p .miR-520d-5p .miR-1180,
miR-1908) # ik i, #84> miRNAs (miR-107 ,miR-139
miR-142-5p .miR-203 . miR-558) #& ik F P, Tijsen S
5% K& W miR-423-5p #H X FAhAE O 5= B3 R IB TS 1
miRNAs(miR18b .miR129-5p .miR1254 .miR675 .miR62) B4
835 BRSO T R R R X DL R LA AR O T i
A 3P R e SR Th R AP B R HAZ i E R E
HIZk (ROC) FIEIFLA 0.91, X F X 40w HoAb i R 5580
I PRI ELA B AN, A 2 MO, Ovehinnikova ZEIfJF
G K I — 40 RS E ) miRNAs (miR—18a-5p .miR-266—
Sp.miR-27a-3p .miR-30e-5p .miR-106a-5p .miR-199a-3p
miR—-652-3p ) FH X 18 4 H 2 1 il fon = F g B IR 7
SEOTERE TP BRI, SR R miRNAs A EAES X
43 HFrEF A1 5350 B8 1403 (heart failure with preserved
ejection fraction, HFpEF) AHXTF HFYEF, HFpEF B miRNAs
F2iK NI (miR-30c . miR-146a ,miR-190a ,miR-550a~5p )54
5.2.2  AIRERCH AL TS MAEYFRE  Qiang SEHN G
T 106 .0 B AP b N B2 AR A T miRNAs 1933k
RIL AT miR-126 SE it 0 BE FEBOO = I T
—REARSEME M KRS miR-508a-5p S AES PO ERE 5
HOOFEMIIET Z M AFAEAE O, AT 5T & B0 3 A e
[8] F 94 £ miR-18a—5p Hl miR—652-3p —E B b ] LLFiig
DEERE 180 d BIFET-KUGE,
523 ATREMLMAE SO IRIT AR IRRIC AR
B HOE AT DI Z A S il Bh 2 1 (left ventricular assist device,

LVAD){AYT . Morley-Smith Z1JF 5 & #3532 LVAD 16975
B ANE MG AL miR-483-3p 2315 i, 78 LVAD 44
AT JEF miR-1202 fEE X705 LVAD 697 A S AE
PRI . BARER I LVAD #AJG 3 A, 2 MER
miRNAs (miR-208a/208b .miR-499 miR-1)/KF F 4, Mar-
fella FF01R BN T45 52 0 EFHR] 25 AKIA YT (cardiac resynchro—
nization therapy, CRT){RITARH B, ILPEFF miRNAs(miR-
26b-5p .miR-145-5p .miR-92a-3p miR-30e-5p .miR -29a—
3p) KRR FIEYT TN I B B 8 T | Bl AT
RIIESZ CRTIRIT 6 A JG , XSG IF A K Y 5 16 26
miR-30d 7K W] i 7 i,

6 Hft5O0RMBEXHEMFIRLD

VEAFR | Bl F S A R R |k IR AR B 22 1 A A i )
FOFEA . AAIIKER (copeptin) 503 B ARRE UL
FNFET XU AH G, 3R 5 HAD T 16 B W] 30 5 ™ AR
JE, P L IRBERTER (adrenomedullin, ADM) 55 B 1 JRAf 5
ZE WA (mid regional pro—adrenomedullin, MR—proADM )47 Bl
TR0 5B F IE T XU ; MR—proADM BX 4 BNP 5§, NT-
proBNP W #2003 5 90 d FET KU I TR S, A
B R =15 (growth differentiation factor 15,GDF-15) 1] J2
M IS PR A6 o JULXG A5 1 77 94 S, 3K & NT—proBNPAS:
WA Bh X6 A2 2 WA D) e R AT () A O 2 SR AT JL T )
%, 7% NT-proBNP (2 Wi ES, HURZE AR (parathy—
roid hormone , PTH) 5.0 % S8 (AR B SET- XU I HFpEFIY)
NYHA (LI RE™ AR ARG, i3 BE37 R B bR a5 0 R o L
FISW BUS PEN FE 6T S A B (L, (A
I SE A O A W RR SR  (E A T S — AP WSV

7 RESERE

IR HATR V2 AR 5O = B UG ATl R
TE S TS S [ (b s 0 11 PR S B 1 4 2 8 SO TR
BNP NT-proBNP MR—proANP H i nl V£ Rt Bh.O 512 W %
FNZWE PP O DR K TS i dE bR . VS 8 A B T Sk
OIERIERSMZ L IUR PP, PTEPE ST2 Fl Galectin=3 i A
REAE RO B W A W2 bR ai ) (R AT B O s 43
2 AEA microRNA A A OFEIB W UG P A SI697
1 —FpET R ARie, (R H T SIS BE IS TE S G A
microRNA 1] LR R 8 52 f.Oy 32 A Wb 8 i i I R
A AN T B — 2 (1 22 O BEALT BRI 52 1 516 AT 12
%) BNP 3, NT-proBNP [ LLAL5Y . Copeptin .adrenomedullin
5 MR-proADM . GDF-15 PTH 4§ 5.0 % (1% 7™ i F2 & K TS
W YIAHSE, AT RO 12 W WU A FE SRy it —
B, AELFE SR 2k ST 100 3 A b 7 0 1) (L 0 e i —
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