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[ Abstract] The pathophysiologic mechanisms of heart failure involve the expression of
associated biomarkers, which may play an important role in the prediction, diagnosis, treatment
guidance and prognosis for heart failure. Monitoring the levels of biomarkers is of importance in the
management of patients with heart failure. This expert consensus summarizes the clinical
application of biomarkers for heart failure according to the updated research results home and
abroad and the practical experience of our country, with the aim to guide and standardize the
management of biomarkers, so as to improve the diagnosis, treatment and prognosis of patients with
heart failure in China.
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1 : BNP: B EU R4 Ik ; NT-proBNP : N A3 B 1 4 ik J5E s MR-proANP : /U Ji 1) 414 Jik Ji o
[A] - Bt 5 sST2 0] M A 3 TR K K 2 3R 1 5 TIMP : 3 5 42 I 2R 1 4L 8L o AL 7
PINP : 1 757517 J5¢ i 22 v B K 5 PILINP < 1B Je D 2 6o JEUIK 5 e G R : A 550 B /N BR g aod
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F & BK R b A BRI B RE (A - type
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natriuretic peptide, BNP) J2& 5 B il 171 iy /25 BE 5K
B SRR WIS o i RS, S8 RS I FHELAT fe R
B 8 R 4 JIRFP A B BNP N oK i B 750 7R A JEK i

(N terminal pro-B type natriuretic peptide,

NT-proBNP) Fl.0» b7 F] 84 B J5E o 18] 7
B¢ (mid-regional pro-atrial natriuretic
peptide, MR-proANP) , H:H1 ANP
FR o B R0 K, BNP SR I 44 K
ANP FI BNP 2 45 & 1 5 17 iR Bk
Bl S2 AR ) RAR LIRS , 5 3k 6 2 (R 45 5
J 38 3 KA A0 B N A A il —— 2R
B R 2 1F (cyclic guanosine
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1. BNP/NT-proBNP : FI] 44 Jik 5% it
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g fa NRER S 12 KBS DF
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A/ 3 870 A i 071 A IS %8 BE K
JIHGIN, F A 0 Bl | e 4 S R R
A LAY BNP 5 R ZRAHG i, 9]
W=k pre—proBNPl-l34,?ﬁ‘H%iE@§
VI J5 BCh #Z JR proBNP1-108, Fif
Joi B2 17K At T O it g A5 R JR Y
oy s — ok o & 76 AR AL TR 1Y
NT-proBNP 1-76, 55 — #8432 % 32 A~ 2 H 2 (1)
BNP1-32. BNP F: 245 & BNP 32 {4 A % 4% 4 ) 2
T PE < ) SR A S 9k R B R R SE (renin
angiotensin aldosterone system, RAAS) , fi& £ F] J% |
HESH 5K I0AE O ISR g sl e LT 44k
(2) BNP 5 NT-proBNP ) & [d] &5 : BNP 5
NT-proBNP [H] Jo£k 11 5 25 , P AN R4S I 7512 8] F)
& S [N 37 21 B 3L Ak A proBNP 38 XU I 5210, TGk
ME I . — BT, NT-proBNP (197K F- Lt BNP
=, BT, BNP FINT-proBNP 7E.0 % £ 35 1 AY
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R AERIEN 2 S A TA

HEFEIE] E X ARif
12 FEA RS TS (B0 — BN A 4 A TR R A sGa 7 il
lIES FEAT TR (B0 A7 2L R 1 A7 2 i A7 7E A R AR BB T
a2 T SR UEAE AL A ] T PN (BR) A 28, i I B4 iy 7o LY NEZE
bk T SR UESE WL AN RERE TS IE WA FRN (B30 A 280, BT I SE 4 it )7 T e e 5 B AY AR
2% FEA R EESE AN () — B DA JEHH AN () oA, B 20 — S 7 ] AT 3 AR i) 7 AR A2




Fp B S R LG R 24 25 2022 459 A5 6 455 3 W] Chin J Heart Fail & Cardiomyopathy, September 2022, Vol. 6, No. 3

< 177 -

F2 R e X
WEHE K FE X
TEHEKOF A TSR IR T 2 IR A LG HR TS sl 25 4650 Hr
JEHE KB T8 BRI R T BT R AL AT 5 5l 22 30 B AL
Xt BRI
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AR ST T PR o —Z0T 40 A 28 820 Il 4T IX Jo 3
NI BE DT 25 2R o, RS IRIE HT KO
Bk S F0 R 5 B S Il 3 B R AR 0 T 5
¥ (heart failure with reduced ejection fraction,
HFrEF) (14 7500 BE 7 53, % 55 1l 53505 B2 AR Y
iL» 11 5% ¥ (heart failure with mildly reduced ejection
fraction, HFmrEF) H1 5} IfiL 73 20 O) B4 6.0 ) 32 0y

125 pg/mL) , FEHEA7AH R 190, T 61 By 2k 4E 28 .0 52
MR o (@ 03 12 W FSE 512 8 - X 1 bk
PNBEC S 1 R AR R M IR A L S 12 i B 4]
oy, R B R 78 TE K9 L w5 A] HERR O o, )
BT TH i 0] SRR O 2 (3 5) o SR, B4
A OGE IR B HFpEF M & & B b K K F W
BNP/NT-proBNP, & £ % 13%~37%"*", K X T
B 26 HFpEF & %, IR K 1 F] 84 ik OF A 68 HE Bx
HFpEF iZ2Wr. @ O W ak )2 s PPAl 5k
2R K H e T A6 R ARSI 4 B A A B 3

SR T IR R TS 7 o A A A
AR B A B AT B R AR BE (BRI, 48 FR 3 (R T
Ja B X203, NT-proBNP<5000 pg/mL 5
%Eﬂ;ﬁﬁi}:iﬁfigfﬁi"é NT-proBNP<1000 pg/mL 51
TS B o 18 O B SR 2 IR T )G
BNP/NT-proBNP 7K - FEAIK 45 .0 % 306 8 4 B2 ol 3 o0
EWEHIA . 3hA W BNP/NT-proBNP 7K -
AR T A0 JRURS: PP Ak IR T DR SR B S A A i
BT AR LB, [R5 Ak ARG, A B

(heart failure with preserved ejection fraction, TR B IO g0, ST E 0%, BNP<100
HFpEF) B FINEE S AHEL o O EARFGLEA pg/mL 8%, NT-proBNP<1000 pg/mL 5 Fil J5 #5140 5% .
11 38 3 05 A8 A G4 BK (BNP>50 pg/mL 8§ NT-proBNP> 5 HFrEF # E , HFpEF 8835 19 R 84 oK P34 L 2
%3 BNP 5 NT-proBNP T H &2

Ei=t BNP NT-proBNP

AT 3.5KD 8.5KD

RS 20 min 120 min
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) MR-proANP J2& i & 0> 52 = {4 i Tl

R T R0 BRI L SE 1 1

— | cTn/h _Q(Hbgé;}:&:‘-ﬁ{jJLfHI_ HUJ

Wi 4 {5 BNP/NT-proBNP AH B

AR, WF 5 B, MR-proANP Xif 21k
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O % 1S5 M {H 5 NT-proBNP #H

L, HIR 28 MO A U AN R A

(CAlzsmij@/u%waw%
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‘ TRSIORERRST )

BNP/NT proBNPH T S0y 1877 (1T b%i’&ﬁ))

OBk, JF %P BNP>50 pg/ml B

4 : BNP: B B F) G Bk s NT- meNP N it B 7040 K 5 5 T = O LLAS 26 1 5 hs-cTn: 15
O UG 5 Gal-3 - 2 FUMHEESE -3 1L-6: A4/ Z5-6; CRP: C U 2K 5 sST2:
ALV AR K o 3 3 TR 3 I 2 2R 1T 5 NGAL: b Pk 40 T 1 i 1 AR G 5 s 480 11 5
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NT-proBNP>125 pg/mL 19 8 & #1740
IO, DA BRAE 92 200> % D e
fig B 3 (1a, B) o

2. X TAREAR TR BE O I B
I 7 A6 BNP/NT-proBNP F F 0> 55
HZ W RS RIS W (1, A) .

3T AR MR TN 2
BNP/NT-proBNP 7K F 0 32 7 5 F J8 2 19 )5 vF
i (1, A) &l H B¢ BT BNP/NT-proBNP 7K F 0>
R K B S TR PEAR (1, B) o X TR M
O HERE S S W BNP/NT-proBNP 7K - 0 5
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£5  ZWi/HEE O S5 Y BNP/NT-proBNP/MR-proANP FHE

LS NT-proBNP(pg/ml.) BNP(pg/mL) MR-proANP(pg/mL.)
FEN NS 3 AR <50 % RS 50~75 % AEWE>TS
HEBR AR <300 <300 <300 <100 <120
TR 300~450 300~900 300~1800
LR
eGFR>60 ml/min >450 >900 >1800 >100 >120
eGFR<60 ml/min >1200 >1200 >1800 >100 >120
MM
HEBRARE <125 <35 <40
LW
HFrEF/HFmrEF/HFpEF (SR) >125 >35 240
HFpEF(AF) >365 >105 >40

1 AR R (BMT=30 kg/m®) (4 BNP/NT-proBNP FHE I P A 50% . * Sk IE I AR XE 294 20% F8 35 HBIUIR 62 X SRR 40 IR, e vh 509% J 3%
HAT b0 FAb R AR AR O DRI R sl ok v . e S I 4k 2 A7 Do D RS 4 il 8 I Ttk o JFEG 255 5 43 T 00 8 o0 SR DK 245K K
FEAEFI BRI e FH 0 S50 ACARRAIE IS 55 S 581200 % . NT-proBNP: N A i B U 44 Ik J51 ; BNP : B U F4JIK s MR-proANP .0 [ I 6 I J5E ) 1 B 5
eGFR : Al BB /NERUE AT 2R s HECEF « 55 120 504 190 77 ZE 3 s HEmrEF : 55 1M 43805 13 B AR 9.0 1 5638 s HFpEF : 55 1M 43500 B2 14 .0 ) 538

SR: VR HE AF 0 B3 i)

BE G532 R USPEAG (T, A) .

4. % F2 M0 3, W] 2 JEA I BNP/NT-proBNP
M T4 0= IRY7 (b, B) . X T atto 2,
BNP/NT-proBNP £l i] B84 Bh 45 0 = 1967 -

5. MR-proANP & BAT.Co g il 2 Wi S i 1
o T B R bR )

()L WU O AE AR P

O G AN IR 1O WU 5 , LA UNLES
5 1 (cardiac troponin, ¢Tn) A A% 2 .0 WL 15 B
o/ DRI =1 [ NE = 37 i < -7 I N3 [N a0 =4
PiE PEAL BA EEANE . IGR -, B eTo/m et L
JIL4ES 25 11 (high-sensitivity cardiac troponin, hs-¢Tn)
M B E I MUBR AL , o Tn A H 3
18 2t O B 24 17%~75% , T 18 1P 0 5 2 10%~
60% , 1 F hs-cTn ARSI &S H S48 1T 9096,

Lo WUULES 28 T 50 IUILAS &5 11 1 RY 5 [R]
s O JLULES 2 1 T (cardiac troponin T, ¢TnT) 5.0
WUILES 25 1 1(cardiac troponin I, ¢Tnl) & H Al K
S5 PR B WO JUAS 00 10 AR 0B 25 0, T 8 )
AEAE VLR X9 (1) ¢ Tl 2 % 3 24 90 min, [fij ¢TnT
FFEWIHA A 120 min; (2)cTnl 43 F 54 24KD, i
¢TnT 43 F KA 37KD; (3) Tl 32 & DI REFZ M H5
¢TnT /] ; (4)cTnl 82 T O JIE 2 ZURE S PE BT |, R
OISR AE , T L A] WL 28 LA P

2. cTn Al OCH M 3R« B0 380, Z R IR R IR
A G < Tn 7K Fh s, o0 PP PR 284 468 00 o0
LA FEBh kI 2 IR Co A | IO T O LS o

HEFEBI AL (RS AR R DO HETAR | H R B
OB A5 5 O M D 2R 60 465 Ml A 26 B T REAS
42 IR R R (AR B e R B M R e
TEAE ) YO ERE VST R SO A e R
B3 Kebethd .

3. cTn e L PRI RN H : (DO ERBA
BERY AT - ARIC BiomarCaRE %5 Z2 11 K A4 X B
A BF S R W, m e UL E AT
(high-sensitivity cardiac troponin T, hs-¢TnT)/f5
L WLWLES 28 1 1 (high-sensitivity cardiac troponin 1,
hs-cTnl) T BCH AL L T >50% 5 5 fi NHE&R
AT R ARG, Hoh BE2L hs-cTnT/hs-¢Tnl JF
AR R R AR D RS AT s 6
hs-cTnT/hs-cTnl 7R &0 % 5 fi N & 4 HFpEF J
HErEF FF R0 00 R 2R 2200 (2) D R R IZ B Al
SIS W A0 RS I 2 E KSR, B
TEAFAE SV MK LR B AR R, 2O B IR 5 i
T T, A5 SO RS W SR TiE Bk 28 A 1E A
Byttt X Taegatb o g6 It atdike: &
fiE, cTn T i H A ML B B 280 A2, 4550 L TR Y
NS LB B K S ARG A T B
W o (3) 0 3 1Y & 16 53 J2= e T E Al 2 %) T 2t
%, ADHERE . RELAX-HF % £ 10 ff 5% il 3¢
¢Tn/hs-cTn 7K F-Fh i & 838 & A BE N AS B 344 (42
FEAT e I T S0 < 0 2 Ak S e A AR T ) | ST T
PR 2R, IR 5 B S A N RS AR
K XS AEL BE , Val-HeFT 45 K7 A S i 5%
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LR EE R, ¢ Tn/hs-cTn (L H 2 S AT
1o )RR R AE A TRIBE T 0 U AH DG FE T KO Il
R P e 4 2 S N R 7 O AT g S
RS BRI AL RE , 42 i 18 1O R TR
SYIERET) o hs-cTn ZEAR SR MO 3 0 o R Bt
Hh A TS A, — IR R ST SRR B
hs-cTnl FHi 548 MR Bl il R0 2 B K BUS A
K AHC , I AT 7E NT-proBNP il | iE— 2548 i A E Sk
kO FR A RIBE T KRS, 43 )23 B T g 7

4. HoA O WU O AR DG A= bR a5 400 < O BB T R
2t & # [ (heart-type fatty acid binding protein,
H-FABP) J&: th 0 T A G K 1 119 FABP3 2 [
Gt i — A 132 D E IR AN EH , FEAEL
JULZR A N 2R3, D O RO AR R A i b e 4
ZAEA . O WU 20 min P9 EI AT L H-FABP /K
Tt 3~4 hikFIIEAH , 18~30 h ik & ZHL K,
S — b LI B e O LA 405 Y T B AR AR i .
FEA R 5T R W, H-FABP S48 5.0 58 38 & A 0
LS AS B S0 A 20 S T PR =7, B2k s B i %
A BE 91 16] H-FABP T 2 Sk O 2 A R s Y
DR /N — TGy A 877 M4l i 5 B W 52 46
IR, FELL H-FABP 2 A1 Bt 0 B 50 A e AR BT
B JIE A A A 20 S TR0 PR, 7 R A 2 R R 2
NT-proBNP &7l |-, % ] 2= 2k H-FABP 1] 2y L %€ Fil
S PEA AR LA S 8 A (B

[EFER]

10 i fE ARG 2 ¢ Tn/hs-cTn, 47 B T B
BAE S 0 3 DI RE b BB A 3

2. 0 TAAER M B 2O = A I v kg
GAERY B, HEE I B K 2 285 W ¢ Tn/hs-cTn
IR T 2 T DK 2 B AE 2 W ALHERR (T, A) .

3. AT ZHE0 B HEREREIHEE ¢ Trvhs-cTn 7k
ST A O B AR B 1 T R S U (T,
A) o XFFAEPEEE, AT RSN A W ¢ Tn/hs-cTn 7K
T A AR o 2= K B PG (TTh, B)

4. H-FABP J&& — 0] S iU LI 475 O 02
YR, A BT Atk o g O g i fa i 23 2
R 5 PEAR

(=)D IR S E AR A DG AR WA i

U PR o A i By 1 — T N A A
BB SN, 0 LA 2 2k i = 453 YO LA
AR BB SRR . O LT E AR A G AE M
WAL AT A AR RN ER A BE P 2 5 1 (soluble
growth stimulation expressed gene 2, sST2) |- F| B

#EHE 2K -3 (galectin-3, Gal-3) . I 7 Fij i Ji 22 3k it )5
IR IO 75 i e T R S K P L A 4
TR -1 B 4 s 2 Il S I 4 R R i 41 41
P A 45

1. sST2: (1)sST2 7o 32 A B A BRAL A < 2E
KO 3R 2 i M (growth stimulation
expressed gene 2, ST2)J& [ 4l Jifi 4 & (interleukin,
IL)-1 R 1) — 51, A 455 # ST2(ST2 ligand,
ST2L) 1 sST2 Wi A 2 A0 o 7 1F % 0 E, 10-33 55
ST2L 4545, A 00 UIE JE e LT AR 1 -
SO 2 A I 2 BESK 380, a4 sST2, sST2 1
F A7 B 2 A, AT R S IL-33 5 A A, 3 1L-33/
ST2L A 5 19 Bt o0 WL AL JE A0 L 2T 4 4k 46 1 .
(2)sST2 FHICFE M A 22« BRo O 241, Hofth 2R B 2%
AT 20 sST2 K-, AL 455 il 3 < 95 (Uil 2% 12 Wity L 2
PENT I 30 25 A AE ) PR B Can ik )
AV IkEE A AF MGEREE B AT R A B
B PEVEPNG 2 (H sST2 ASZARRS 5 T HE %0
B TIRE O B B Sh AR RE R . (3) sST2 ZE L FE )
I R N = QD o0 32 1 i AR 119 0 A - R 9 6
SST2 200 FE 1o FE N 2 A4 7 2 0 30 5 V1 %) 00 R0
T BRANT, IRA BFIEAE SR R, sST2 AN &
OEFAMBEF . @ LR H AL
Wi : PRIDE 5 Z 0 52 3 W, 5 0 Ath Ji7 D9 5 e 7y o
Wz PRI XE AR LE , Bt o0 32 R sST2 /K B i, (1
sST2 X} 2tk O AR EA B SR, 2548
YRS R R, sST2 XD RIS W AT — 2 il Bh e
W ESS . A BT R, T R O ik
F BNP/NT-proBNP JFt 55 4 .3, sST2 7] iff — L Hfj By
20 ERIZ W sST2<35 ng/ml B, $eos 2k 2
Al REPEAL N, N R AR A AR 22
sST2 4t F 35~70 ng/mL B}, & WL+ 2 M0 5, (R
5 77 R R, R R PO O B 5 sST2>70 ng/mL
i, R 2ot T BE VRS, HL AR A R Al
O JILET AL B ok B 0%, 75 s e O LAY
WIT . B D IERFERS 43 2 KR WAL X A
PO i R IR A SRR B, SR sST2 S I SR
S M 4 R AT w0 I B R A e S 0 PR, LT
NT-proBNP Al b w] $RAL &0 1 (4 0 A0 (84, 25
FEAY AT F R, B2 I BE AT sST2 J2&: Sk 0 3
FRE R A A AET O IS A BB T B T A B
B TR PR 7, AR S 4 PR BB T 0 3 P e 2 A X0,
AR U T A sST2 KA EE
F AWM sST2 7KF- 5 B U0 = fa A fedg &
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BT o X T80, PARADIGM-HF %5 £ i 5¢
P, e AL OE HA IR 2% R 2 (42 5F NT-proBNP Al
hs-¢TnT) , sST2 &2 P08 8 H & A 2 RFET Ll
A8 A DB T R0 5 T (5 9 200 7 000 R 74
ZEREINTE IR R, sST2 S8 E O g R Rt 4
PRIZE T RO ML AR DG FE T i Tl R 1+

2. Gal-3: (1) Gal-3 £ % H 145 3 A SLAIL 1
F AR I R 2R« Gal-3 J M — [0 i A 78 2 LA
BEE R, 2O WUB I, RAE (5 5 B, B W 4 5
I FERE RO L, Gal-3 Fak B AN, i T0 ML
LT AR LI A, S EORE TR £, k2 50
B AR 5 Gal-3 /KT i Ay Ho Al N 24
5 B I REAS 42 AR (it ¢ 18 1k BH ZE P i e
) EFEAE L SRR A b 2R KSR S M
5o (2) Gal-3 7. H Bl R - D D fE A
TV A : Z IR, Gal-3 24t X R A& LB T
KU E A B T R -1 25 A8 3 A 45 2R TR
7N, Gal-3 & — B e A i U S 1 1 T
T, @ ORI W L2 8T : PRIDE 5% 12
N, Gal-3 3% Ao g BRI E . RTIRA
WA R EER T AW R AR
FIE A BEHEBR HEpEF , BX & Gal-3 W] 4 = HFpEF
M . @ O3 W fa I 43 2 K T v A
LI FT I, R4k Gal-3 J& 2P0 5 i 0 A 3
AN R TS B ST 0 R COACH BiF 5T
R, RNV Gal-3, Gal-3 /K- T i & kO 3 &
AR FET R R AR B A TN PR 7 ibdh, 2 Tt
SEFRM, AW Gal-3, Gal-3 /K T+ 5 18 4 O
SR RBURAHIE .

[EEFEES]

LX) 2O 3, N 25 BRI B2 | B i A
BN WE I sST2 7K P T PP Ak 0 5 9 1 7™ S 72 2
TG (a, B) o XF F48 M0 5, 0 2% 1 30 25 i I
sST2 /K- I T fE 16 3 2= B WA 1A (1a, B) o

2. B AW Gal-3 /K VA7 BT 37 A0 T A9 T
ISR & NS~ 11 1 & IS =Y EN a3 =S S ) =R A

(P9 ' IREA 2 A A Wby

B I REA 4 A3 B /N RS  F /NS 80
I I R i %) s B /N BRALA93 1) A b 35 )
FLHG UEF B R C G B /N ER B I %8 (estimated
glomerular filtration rate, eGFR) M JRHEH% .
W /N I 1) A2 0 AR 7 A0 3 v PR 4 i I R
fitg A X B8 B & # H [ (neutrophil
gelatinase-associated lipocalin, NGAL) .32 f#Ek & F

K571 5%

1. NGAL: NGAL & AR iz & I K G b i1y
— Bl 25KD Wi EE 11, 76 S i B /INE B 0 2h S BT RS
TE) NGAL K- 0 FF 5, 2 Ee LT B8 U8 10 e
B S B AR 0 A AR A . SR NGAL BR T %
WL /N TR 52 9 RE el Ui e g 5 22 b [
R, ZURA R NCGALZ2 k0w B
A B U R EA A Ik ST U PR Y IR R AR
R A R U AS RS =80 1 2 7 T
R0 AKINESIS HFFE 45 5 s | 78 FUi bk 0
R B YR EA A R, NGAL X eGFR<
60 ml/min A8 22O A0 IO A (B 4 47

2. MEI R C: eI 2 C 2 A AZ Al = i —
FIAR A3 F it R AR WS A0 8 1 5T, IR e 8 o v
Joa E BRI | AT M AR AT 2 R IR 2R S s e A
R CKF  HHEAZREME RN mOEN. £
TR FE 2B, e R C 20w E i AR R A8 &0
SESRVF R R T2 FINN-AKVA B9 45 5
71, BRIV it AU 6 1 5 56 R, JEZR i 28 C AT 2
Sk R E R R U B Y, &R C
DRSO 3 B AN K TS (9 7 F5000 [R5, EL AT
B U 500 A5, 5 H R eGFR=60 ml/min £
HO AN R R CxPE ML R A e
A T A, X 2t 3 R A B DI RR AL IR A
T

RHEH: AEAS PR, EFELTA
AE I 2 B /NER LR, B /IR i S S 27 8 B, 1l
HIR AR KT E o BROEES, #550H B s R
BRI B RS R L AR TR AT S 2 A &R
INAI G IR F 8 K- FH R . CRIC SE 29T 3R
W, PR AR PO R B SRR AR B RO Y
IO PR o O R R IR R R
B A AN E, HLS 0 AN KU A, —
T NSRS B JEZR IR (LR 1R Sk O o
AN BT A T R

4. FA B DI BB AN S AH A bR G X F Sk
OB LA R R A eGFR A B DB
TIANAE s XFFA2 P02 8K mWLEF X e GFR X2
PR AT TN A . eGFR Bl ] 981 257224k 1
H—BHE] S eGFR A 5 X, W R, eGFR &}
FJE 0 I = fE N HE R AE B R O 5 = T
O HATE N O YT RO AR B — TR AR
Hh R RN, B L R R A SLARES 7T RN
WUEFAS AR 5 Btk o0 32 2 A 4 DB T RO I A 9%
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I R DA e AUBS: 25 DI AE 5, T LI & eGFR /218
PRI AN BT (4 7 000 PR 7
[(HFER]
LA ER C iR (8 e H A bR (AR 4l
JK T FIHE 750 31 (B 45 ) FH 00 32 5 i RO
A BT T B AE LR Ae 0 5 T RE A S A D
2.0 T 20, i WLE B R C & NGAL
KA BT 1Al O B I I T AR U -
XFF 8RO, UL DEA 3R CLeGFR MK H 4R
A IAT Bl 00 32 B AE I8 532 B s 1A -
30T 2O, 2 A W i LA AN ER C L
PRZER eGFR X NGALA B F 1 BLL B 255 1E 1Y
W XFF 1202, sl 245 Wi AL BEFD 2 C.
eGFR MR A AT B T 2 B0 B 55 AiE B i
(D) RAEAH AW hr 4
HATA 28 5.0 M RIEAYbs 58, H
il PR & B9 6145 1L-6. C )2 i 3 [ (C-reactive
protein, CRP) M [%45 2 J& (procalcitonin, PCT) , #4J
S ARRE SR R AE A bR
. IL-6:IL-6E£%.?%J§E‘J*?¢@EB@?,
RAE RGN TFAREN s a2 R A B
PE PR 05 A5 2 P R R R T 5 R TL-6 K P I .
Framingham 55 Z2 HUIT 78 R B, IL-6 /202 i 18 AR
KA K0 3 = (G & HFpEF) A9 il i) (4]
T IR HFpEF B & A 4 BB T LG 2 A
B B ST B PR T S MO EA L, SO
B 28 i A M bR A ) (IL-6/CRP) /K V-5 &, H A SE
T RRER B MBS 1A H L HIL-6/CRP 5 &tk 0 3
ENESIED e S
2. CRP: CRP J2& H i 4 B 5 1 i — b Stk B A
B, B S A SN kO ILREBE | b AR
% i ge FARANG iR SE 2 R R R 5 R CRP
KETHE . ZIFFE R, CRP & O m fE A&
A e O FE S AE R TN R . CRP KT
SRR I R R A e BE T Bt I A SR T
B FU A, 5 HFEF A7 E, CRP 7T 2k HFpEF 4243t
T S (A
3. PCT: PCT J2& HH N # 3% 42 B i s o) 4t g
PR (i TL-6 ) [B) 2 B i ) — R 2R 1 5, 2 I IR I2 W
0 B B 1 — P AR AR A, SR AN O IR AR
v AR 2R AEIPUE RN A B R R
I I R 25 5 IE 55 22 Bl R R ] 51 PCT /KSE- T
B AR PO B R PCT KR 38 T i ml fig
R A N B 2K A I8 TR . 20 A I AN e UK

YLk, 2 Wi N B R 1Y PCT S AR 75 . %FF
LRI PR XE , PCT A6 A7 B T L)ﬁlﬁ’]%%j’?"] mz
NP TERT R B2 W . ST 2D I R AN E
E‘ﬁﬁéﬂi%ﬁ%%ﬁ#,PCTﬁﬂh??‘é?Pﬁi%mf
SK1M , IMPACT EU 55 45 2 R W, 5 % MG y7T A
L, PCT 48 5 2R O IR IE R s i th B s
3MHBHUS T

[(HFER]

1. IL-6 5 CRP B H At 4545 CANFI A AR e Tn F11
OB SR ) T 0 e fe NI A, A B T
B B8 A 28 700 & T RE R A SR &0 3

2. Kl CRP 5% 1L-6 4 B T8 P00 52 OJn H 2
HFpEF) 9 fE [ 432 K 15 PTAG

3.0 FA IR MRSE 2t O g i R K I Sk 2k
PCT /A B F O S 5ie W, XF 2k
i B2 e 3 25 Wl PCT /KA B THs 44 £
BIT

(7S P28 N 0 WA A A A s

P25 N 43 DA A G AR AT AR B R B IR

& Jii 2 (adrenomedulin, ADM) . ¥ & 2 I & £
(arginine vasopressin, AVP) MK | 2 H I IR
R VER MR Z 11 S A

1. ADM: ADM J2 IfiL /& 5K 03 it PN Bz ot e ) 66 114
B AT, = ADM Al BN B 45 K
fili K B oot B R 3K P A AR S M ADM
(biologically active ADM, bio-ADM) 7K 345 2 T i
5 78 ML A I A DR R AARAE AN M K e | 25 Fok s T
15 it A P IR A5 A G, PRI I3 bio-ADM A4 R 72
ML HR 58 , H. bio-ADM JHi5 54 I FE T Fl.0>
T P e DR 38 A i 7 R ST R S e a2
bio-ADM K-, 47 B F0VAk f 5 5% FE Fe il 48 5 22 i
FEMLIAYT , LA R P e RUBS 4 v A I 1

2. AVP FIFIIRE : FIRKZE 2 AVP R RY C A b
R B, AVP AT R iR Al e o0 JE i RIVE R, &
HOKHE R IO ERT/S Bl . BFEE R, O R
AVP K- 28 T a5 0 3 ™ E AR T N IS A
K AR AVP Y W AR SPATRE SRR s BRI T
FLAE NG R fg B, FURR R W VR AVP 1 22 4R
P o %ﬂﬂit%%kﬂ?'fj Oy E R AR OC, TR SRR O
TR R A HE T R T A B A 2 S T R

[(HEFEZER]

1. 1L 3% bio-ADM W]/ hy 78 1l 1Y — Flt A= P s 3
By, K KL K HY BT bio-ADM 7K AT B TEAG &
PR 0 1 ™ EE AR B T
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2. MUK AN A B T8 MO a8 23 2 K
T VA

() E AR AR Y

SEA I IEORE 5 A W b 35 ) B 4 i o SR T Tl
(myeloperoxidase, MPO) \JRFR . N T S S AL (IR %
FERRE H .

1. MPO : MPO 7L Y51 I 15 PR X I O P
RSP sl e LIS NI EROF=N @ NS =227 i)
HEBPEAT R . P20 2 JB 1L 2K MPO K- 12 25 T
o, IF 5 A 2y 0 BE B & (New York Heart
Association, NYHA ) (> HJ 58 53 9% S 1fil 2% BNP 7K -
AHIC o L MPO 7K - R F00 48 0 308 5 2 A BT 73
Ji ,BKA BNP A MPO AT 4 i £ 5 AN R PR 4 1Y
TR

2. PRIR : HELR K BE AT BRR T e e A M
RN AN BT 9 T00 R 7 2R EE S B
RN PRI ILAE 55 35 & O3 Sf AR G, [l i 5
O (A8 SV O FIIE R D) A R BUR AR E™

[EEFEER]

1. MPO K A7 Bl 18 M0 32 1 fE B 3 J2 K 7
JE Pl

2. IRIRKG DA B T 2k fig k.o i fa
W 53 )2 R iU A

) HA O A A Wb i )

(O - S I 7 A AP i - S
125 (carbohydrate antigen 125, CA125) & —Fi i A
& MUC 16 HE A 25 1% 149 52 2 Wl 26 1 W o, 7 B0 SR
B U A R T R IR TR . D S I K R
T AU 73 F01 5 i PR 5005 ke 12E ) B 40 i 73 2
CAI25 Y E EHLH] o ATFE AL CAT25 1] J Oy 5%
FEMVRZS , BEANZAR RS B I RE S Ae O3 B i 73 B
(left ventricular ejection fraction, LVEF) 4§ [K & 5
Wi, 24 60% M0 5 B 5 ) CA125>35U/mL, B L
o S I bR HE S CA125 K Y B 2 i T ek
O T E OB H . OB S I IRBEEBO W
CAI125 JK ¥ B 35 & T 06 3% B 0 RO A8 %
CA125 KTk 5 Atk o B R AR A e T A
O OB fE BE AH C™ . CHANCE-HF Al
IMPROVE-HF W52 45 R 44 o, 5% IR A LE
CA125 4 ¢ 21k .O & 1R 7 ] BRARR R F
U,

2. /I RNA: /) RNA (microRNA) & —Fift ]
LA 459 4235 EL 5 E RSP B4 4771 RNA, 7T
TEPEI R PR E , F 2S5 .0 U G i s #aod

T AR O WL A A T B K AR AL S i
J A A i TR B R AF . B AT Y R B
miR-133a 54 5K 8.0 LI £ A5 0400 JUL 8 RE L0 UL
A AR OC, AR O HOR RS Y 57 $50
T2, miR-126 Fl miR-508-5P 7[> %% & N Bz 4
21 i Y R Tk KR 5 UG A OE™ . miR-423-5P 7
O B E TR, A B O A2 . miRNA
HRTR) 38 1 REA B T X4 HFpEF 1 HFrEF™'

3. N2 %E-1: N 2 % -1 (endothelin-1, ET-1) &&
T R 5 5o 18] A VR I/ A 0 o, T LA o0
JUE LI AE ) Bt 3 0k Y0 RAAS R GE R HEAEH .
B BT D)) MR L R 3 R N R B PEAE A T
ST P K 40 7 A BT, 9 T S O P ET-1 K
P . ET-1 R H A& (RN K 2 1(big ET-1) .C
KA KR F) ACE I 5 2v O m RE RO AR
RS AR O™, — 0 AR 5T 45 R R, B4R big
ET-1 2 F Bi 0 5 B 3 & 2 e T80 IERS AE Y
Sz I KT, ELZE NT-proBNP JERil ] k.0 T
S VA BEAAL A &1 4 S0 A0

4. IR AR B E TP Z B R R R
M 30%~50% , k0 3 B BR B = 1 RN R T 2
15135 50%~80% . HRik = 503 ™ R B AR O, 1Y
T FE BB RIET- R AEBER, 0T KU 1)
BN R R/ R i [ (B % N I 1 R P R e o
FEIRBE I AT BEARAG IR IR B, HLO s S8 M R e
P th T 3 A3 1L-6 WM R L 5. wFoe kM,
TCIRIE A A FF AR, R AT PRI 28 0
AN BT (R Sy 0 PR

5. D-RAK 0 R E BT B E RE AR AT
TR BEIRAS O PR B LA PN B2 S R 9 RS
8 R AR O 32 R D BE IR DG AE bR B R
ETE . D- IR — IR 5 Y S B I RN T Y
WY, AR FEY D- R B S0 R HAR
RS AHC ks BB, DR HE D- R
I EANE BIRABEVAERSREIET- MK, 5
HFpEF AR AR T R 25 7R 7E HFpEF i
H L D- R R EAT R A BUS A, nTREXTO
AU BEAE B AR AU E L, BeAh, D- 4k
M RE TN O 3 H IR & A2 XU, Mebazaa 55"
i 5 40 MAGELLAN #F 75 5040 , & 800 3 R
s D- SRR KT 5 0 Kb B K i A4
ZE JE (venous thromboembolism, VTE ) X F& 35 Ji
A

(EFEA]
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1. CA125 0] A J2 B 5 3 00 A — A b
WY, R BERT K Bh A W CA125 KA BY T
PG 2t O 1R P AR XS . CA125
TS 2 LEIRIT A B T RO R F 4R
AU

2. microRNA Z: 5.0 JILEE #4) (1) 55 Ba 72, S0
TS B TS PEAS (19 148 b

3. ET-1 S A (big ET-1.C K i N Jiz 2 5L
R B 20 O 3 O 2 (R fE B8 432 X T
Je VA

4. BRJHZEAIAT B T8 MO S 1 FE I 43 2 I
s A

5. BhAS W D-— B KA Bl
T3 BT VTR AR AH DG 1 R

TR A
TR S Y TE R RN
FErF A R H
(— )2 WA O E T TR
EpIgib)E)

IR YT AR AT AR IR YT
FPEIRIT AT S5 B TR
O ML BETE . IUA IR SCHE IR IR
57 S0 [) s O 2R W pm i W, DA
i e 68 v o7 A GO A8 P ) XU
g1 )2 A2 W A8 SR YT KU T
i % (& 3) o H A ¢Tn/hs-cTn Fl
BNP/NT-proBNP FIEHE A XS 7853

1. Tn 72 MR 16 97 FH OGO JIE 75
P g R A ¢ (1) T 76 0988 6 J7 A1
KO MERETESE RS 73 2 2 W TS
PEH T R s 25 S A R
JEIGIT Al AERE o Tn FH i, IF H cTn Tt
R ERE KL OFEYRA BN
G B R R T RS2 RN AR
24087 BB, T TR ] X434k
I7 I 3 4F AN [RLC I S50 XU o 1
Hb,eTn Th s (L H R AL T ) 7l
D 22 2R BB AR SC O DI REAS 4, O
H ] EXT Z Jij 42 52 2k AR 25 WG
I7 R TN B SR, AT
WA 5 hs-cTnT Ft &, H 5O HESS
SRS R O L BRI YT R R P
IK A1) hs-¢TnT 50 E 25 7F FIBE T
A, T 78N BT R AR

INFERIRARE B

—>

>

—»

—

a2 4 4E

PR IR 1 A 1 0] ) R T LR B T
1B B i JC I8 B0 i AN RS TESE . e
2 S 7 Gimmune checkpoint inhibitors, ICIs)
RS R F B O MR RO LR, 29 90% 1 1CTs A&
DL B B T THi o BF9E R, ¢TnT>1.5
pe/L I, ICTs B3 A A O A FET O TRPEIR 5 0
JIFE A5 L I 3 30 ) 2 0 2 A Y 58 A PR O IR AR 5
BELYH 119 52 & XU 38 4 450 (2) ¢ Tn 7E MR IR T
ARG MEFEVETR ST AN T FE I RCT A 5E
B 32 A BELS 70 A Sy — b S BTy SR W, T A R T B
BRI AHIE T TH i, 387K o Tn 43 B T
JE AT RESZ i THOMEFEPE TR VR 7 A0 B8 O M)

cTn/hs-cTn, BNP/NT-proBNPA B[y
T aSHE75)

o

()
—/

BIRAEDIIE
MRS B

<Tn/hs-cTo g By T4 SICIS DL H T

(I aHERS)

—

<

cTn/hs- cTn, NT-proBNPA B-FCAF T (I
SRR

!
(T

DEERTEAE §

F.GNP/NT-proBNPmH;bﬁ%ﬂﬂﬁﬂf%ﬁﬁ%ﬁu

I a7
IDFEE IR
S T

N—/

BNP/NT-proBNP, cTn/hs-cTnfg B TiONE4
it E A fE e 73 2 B T il (T a4

9‘{':

ol
2

BNP/NT-proBNPA B F10n g & i 2l ik s e
SER 3= R TR PP (1 a2 AR

{
oy
—/

. ‘%@2@? (PRI AT AR R IR )

WL AR
Jifi 98 6L
B

W eTn O UG T 5 hs-cTn s =5 800 IUVUES 25 71 BNP: B BURIE K ; NT-proBNP : N K by
B 70 I 494 K J5T 5 TCTs - 6 8 K 5 A 0461570 5 CA =0 JUF 38 A BE AR 5 sFLC: ML 335 Ui 5 e 4%
AL-CA : 4 L0 JIE 8 By FF A% 5 dFLC - 22 53 007 25 e % 5 COVID-19 2 3 Y 5808 5 55 fili 2% o

@ 1 v, C

DA Svajil

30 A R RS TR R P A I R
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O ATE BRI . 1CTs A0 ILSE JE R
B AR IR PR L O HL A T W 0T 8 2% 98 R 4%
BIT

2. IR RRAE g V67 AH OO B 4 1
(1) F 4 KA B 38 36 97 M OGO IE BRI fE IS 40 2% L 12
WIS A A - ST R, 2 2y
Yria 7 i g B VR YT i & T BNP>100pg/mL 7]
FHIC 3 8 % A, 8 FH 30pg/mL 1) BNP FAE HER: A
oK KAz U % B I PE SR AR 34 98%°* . 4 BNP>500
pg/mL, 25 G A R F BRI 5 Ik A 25 51, ol
B2 3 9 S A 1 TCTs M S0 UL SR, L 845 T
ICIs, I45 T B AEAHOCIRYT 7 o RIBLHTHE M BA S
FEEAE R, NT-proBNP 19748 1L 5 LVEF Z [B]f77F
ORI, 7 1% St FH R 25 ) i ih 22 2R S i) e
WIS, AR BN, B2 T RS 2R
i Z 2k BB iR YT I FLAR I B 6T S NT-proBNP
FHE 5 VAFESE T 3R 2 AR O AR T i 2%
RELHUIA YT W) LVEF J5 22 F B J5 1 | 3% 22 BNP/
NT-proBNP illl 2 [t ¢ Tn BEAHURR . LU, D EHF 5T L
W52 1) 422 32 B 000 55 P B A TR LB e AR
R HCFHETT 0 A R IOK T & R
G AN =R = S N == A N | = = S (4 T < i S
BNP/NT-proBNP Ft &5 47 Bif 1] Lt 8 7 00 5l [ B L
PO 220 2 D RERE A, Kt BNP/NT-proBNP 44 AJ
FE LI 0 JE B 1 o (2) )40 SR B Rg 3 T A G
O WEREMEIR T T A R« — T ZE A ST R VDT
EL fHh 46 00 2 1 IR R 97 AH OGO I ) BE A, S
FHIN B E LVEF JF BRI AR KK ST, 320 F) 84 ik

A W) AR O ISR AP IR 7 1 RO

(HEEZER]

L. ST A 0042 32 Y 0 M 23 R 0 BT TR T 1) 2R
A RS A A FE A O 0 A S I A R
W DA 21 g, A T R R T IR U 3 2R
¢Tn/hs-cTn Fl BNP/NT-proBNP, &1 f& B4 B 1~2 1>
W7 R ARG R 2 2~4 AN T R ) 42 A O JDE
A WIRR ) o IR R T R s B LA 4 1 i
AR ARAE 8 A 6 P2 I, Ry R s 42 A 0 AR
Yo ASEBUIRIGYT BB 0O E A P bR 5 9 Wl
TRENFE6,

2. JTA HE 2 VAR O IR SRR IRE IR T 1 B
N % FE B 25 Wi I ¢Tn/hs-cTn Fl BNP/NT-proBNP 7K
ST T (1a, B) .

3. # A& M W cTo/hs-cTn FI
BNP/NT-proBNP 7K - F 42 32 & 76 .0 ik 5 P pT b
TEIRYT I R A fE 8 53 2 R BUE PEAG (1,A) .

4. % Tl PR BE 1CTs AH GO LA A J A 2
K1 ¢ Tn/hs-cTn F T 1CTs AH 560 LS8 1932 W 1 2
HZWH (LA

5. B % JE B 25 Wi ¢Tn/hs-cTn K T4 5
ICIs MG L MLR IR YT (T1a, B) o

()L EFE R RE AR

SO A S AR R A O I T KRR AR (cardiac
amyloidosis, CA) (AT A 2 W Hil)s &SGR 53
JER RPN S A b B A

1. U7 5 504 - A2 A0 E S B3 £ A (light-chain
cardiac amyloidosis, AL-CA) & 3 7 % 9 5 51 B ]

R6  HAPUMRIGYT B 1O MEA: YRS W Iy 28

FELE CV KUK PEA G271 A el S
HeZ W25 i e j6 3
BNP/NT-proBNP HLZk S L g A
a1 e Tn P RITHERUG 34
N — BNP/NT-proBNP B ST EaRR 3 A
R ¢Tn AT R SHITEHUR 124
B2 Her-2 HM 570 () Joosig £ 5
o BNP/NT-proBNP =24 [ e
e/ e oTn 34 ] RITE R 12481
B BNP/NT-proBNP i =2q JRITEEHE 3 A
mmE T 432-3 AT R SHIPEEAUR 1201
252 1CTs (1 s f8 3
“pro » BRI (5124 B)ICIs 1077 1
RSl g BNP/NT-proBNP 2.3 4T NG (L T 7 2 A (S120 D) ICIs 1R 9T 11

c¢Tn

HHIEH BUJE BE 3R T ([ ¢ Tn)

# .1 6~12H ({ BNP/NT-proBNP)

OV L LA s BNP: B B AH K ; NT-proBNP : N R 3 B AU A AR KIS s o Tn o D WUILES B s Her-2 . AZEFR A KN T2 4K 2 5 1CTs . S e i

A 78]
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BRI T U S 4% (serum free light chain, sFLC )IK
19 T i B w/N PR B RS o Il PR PR BE CA Y R
L EAE E SEIR A SFLC, FHE R HEA AL-CA 2167
MR . 22 U7 B 55 8% (difference between involved
and uninvolved FLC, dFLC)>180 mg/L 5 AL-CA &~
KU A G, S8 BT AL-CA fE 18432 FHUS WA &
FHE—TIPAL R FR o IAE , AFLC AT Jsz e o o pie
FLC A8, HE7E 1 T RG99 7 R0
i, FEL dFLC>50 mg/L (1) B EIRYT JA dFLC K R
F%>50% J 4 AFLC 7K F-4E 20~50 mg/L 1) &R
J7 I dFLC<10 mg/L AR A I 2 D i

2. FUBNIK : JE Ry R 2R PR O L2 S EOR B IR
KA TE R, 5 ORI R RO I TE R R
(transthyretin cardiac amyloidosis, ATTR-CA) A [t ,
AL-CA BRI IRKE B 5 , SR BEA S BAT LI 77
P, T R BOL U, TG p38 MAPK i #% 5]
BN IR T A G . 5D R N A Y
NT-proBNP JH 75 28 CA [ “ /R EAF 57, % CA 12 1B B
A 3275 4EH . BNP/NT-proBNP 5 CA A B i J5 4
K, a2k CA T 4030 46 bR o A1, NT-proBNP AJ
YES CA S RNG YT 5 O RS B “# 7 ROV 48 b L 1T
bR R IE 7 S5 NT-proBNP /K F T FE>30% , 5§ 5t
2k NT-proBNP>650pg/mL I K [%£>300pg/mL "™,

3. T PO T WILIE] JBT (04 3E 458 6 21 4E ] 800G
O JULAH B 8 7238 % P 2 cTn KB FH S o ecTn 7E CA
o A2 LI R RT T g, 3 SR AR KK TR Y < Tn Sl CA
LW EERE(ES . cTn/hs-cTn A {EN CA G
Gy E RN VAL R , A [ S 23 SR v ) FYE
WK 4R T eTn /K2R S5T6 YT BUN Z 8] (/) ¢
F MR 54 ] 1697 R 7KF TR >33% il R
A8 .

4. HAWAH A WIbR S W) - A BFSE R s K e 1
IR S BB BEZE & 8 4/F ) ATTR-CA
S A 1 AR AR RS A (E T R 28 R AR
Il PRI IE . WFFERI], sST2 2 AL-CA H % &4
A PRBE T R0 S7 S50 A 5, LT 4t v A BRI AR 5339
B P ANAE o A AR - 15 O 4H AR TR
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SELE bR S S CA Z B YOG R AL TR 5E b B,
ol PRI ABA e e — AR R

[EFEESR]

1. FFL AR T 3 A9 ¢ To/hs-cTn B 5 0 5 72
JE A FF (7 NT-proBNP T 15 ¥ XF CA A 71 % A ]
(Ila,B)

2. X T If PR PR BE AL-CA Ay 5835, #1746 T
sFLC HI T AL-CA (Ji2 W M2 I (1,A) o

3. HE 77 K6 I 3% 28 dFLC . BNP/NT-proBNP K
cTn/hs-cTn, IS WG IT i HKEAE 1k, AL-CA
BEPR M MBI F 5 B A 2 & JdFLC,
BNP/NT-proBNP J% ¢Tn/hs-cTn, i 21 Ifil 7 27 2% it b
HEJ5 S AT AT 4E K 2 34 H , ATTR-CA 8 34 4t
3/~ H % 4 BNP/NT-proBNP % ¢Tn/hs-cTn, VA T
CA BH GRS 53 2 S 7 80Pk (1,A) o

(=) XA IF MR

O B H R A JF 18 e B ZE M OB
BNP/NT-proBNP £ Wlll 45 B T P 2 11 % il i2 W .
¢Tn/hs-cTn F1/5%, BNP/NT-proBNP 7K 3 Tt 15 5 fili 1
FEAN R TG AH G, BAEIG R RS2 AR OB Al L,
AT 2 i 2 1 KU 0 J2 RSO BB T o it Bl
fikim B 2 A A O DI RE RS, 40 R ) B far 1
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1. BNP/NT-proBNP £ Blj L % Fl fili &8 95 95 1)
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cTn/hs-cTn 7K 0 A I il e ZE 109 18 15 0 )2
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A BT O fE R oy 2 X R VA

() B RS RA 1 il 4 45 IO L A
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