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& o R M

i £ K (BNP) & 2 8 & B I %6 501 O Wi 1R ¥ A8 & AR % A
FIZE W A5 2 4. 38 RT A O ) WSS I M o0 O 3 3 (congestive
heart failure, CHF) B2 UG 16 50 A0 A F7 45450 o BRI O BE %
2% (European society of cardiology, ESC) #t 1% & M| H % I 15
BNP & H] F 12 W0 J1 5 %5 (heart failure, HF) J b H #i )5 #2 it
B, EE S &S E S (food and drug administra-
tion, FDA) # ¥ 78 & Wr CHF if, BNP & Wr i 5 i 2
100 pg/mL, Bl IR BNP &) 32 b . R Z 0T,
A TR 4 b R e B0 JUE ) B 0 55005 8 K B BNP K AF- 1 I
ENEE
1 BNPHSFEMFEFEEINEE

B 1956 4E D13k A WF 98 & UK BUL B £ 45 W6 F0RE . Bk
O WEAA G R GE A T EL2 P 20 W 3 B 3X R 2 16 90
Wi 44 hy o0 55 A 40 K Catrial natriuretic peptide, ANP), B )5,
1988 4ty H A< (i BIF 5 35 DN i P 43 85 i Ak s o5 — Fh A 4 ik B
T 44 Ik (B-type natriuretic peptide, BNP), BNP 1) 4% 44 i1 2))
REZELT ANP, BAG R 40 A IR B [ &7 5K i 48 B AR 1 &
FEHE R A/ERS . BNP Rl 32 & 5L 8R4 s £ k.
FHEE A H TN RIS I B 17 A s R R A
YRR S5 4 . N i F C i 55 — B4 HIR R G54 5 ANP F1 C
T ) PR AR CCNP) 26 L AB Al AT i N 3 F1 C i 2 5% 1 4 J62
IR I A AR AR

200 50 WURL A O = WL 25 20 W & A 108 A2 IR
I proBNP i i 2 1. 28 J5 2% S A £ W is £ (9 BNP FIRAH
AW EER N K 3% proBNP ( N-terminal-proBNP, NT-proB-
NP) ., BNP f PRz 40 i b 9 4 22 K I - 95 UL 200 1 o JUL 200 M
B b R A 2T A A it 45 R R i NT-proBNP 32 32 48 ' JiiE
HE . BNP 2322554 20 min, NT-proBNP 23 i £ 2 60~
90 min, 7£ B I RE AN MR E Al ARG . HE R R 2 U R K
SR +5 %0 (body mass index, BMD) >30 kg/m* #: 11 b HAlb A
L7 BNP /K-S0 A%, 1T A8 -5 15 i 41 28 40 b i 45 8K g DA T 1% £
BNP 2%,

2 DERE
2.1 2R 3 Bk % & Ak (Acute coronary syndrome, ACS)

AERRAL; B R R B,
XHERPRIAAG : A

B EAAAR
XEHE:1673-4130(2011)08-0884-03

Brown 4507 % Bl BNP 760 J5 04 Wi B & kg B3 KT
AR P52 B g 14 8 (P<C0. 0001) . BARMI 4 T 0 ILAS & B
T(cTaT) , BNP X LA 475 B0 45 S5 1 58 22 R X e 901
i ARG N SRR B R . 7RO R IR BN AT < Tn'T B85 46 DU
Y AU 55, 626 WL T 95. 6%, Fukuta 4577 %
P, A5 TR Bl KB 10 B R BNP By & B 3 T w . BNP 1R
O WL M58 3 0 R B B i 2 7E AR ST Brda s 1.0 LA 3E
(non-ST elevation-MI, NSTMD) f# #% v, HoHUR M 0 & 5 T 1%
SRR TE bR . 75 ACS B3 H . BNP 2 20tk O 1 il
(acute heart failure, AHF) 48 J1 55, Giines 27 % 31 BNP
KT AT RE TR 3B O =95k 0 Ty IR I R R, 72
U 28 WA Ty BE B 5 B2 0> ILEE A€ (myocardial infarction, MD il J5
AESE . MO A 2 S A I Y R L A S A R R
# BNP /K i 3 7 2 . Fonarow ZUIAE T2 VI 55 T &
B, ACS 4 BNP AKPAE4 Ao s T HE RO
TE B R i BNP #3840 pg/mL J cTnT /K% J 5 1 &
L IIET XS B 3. BR T 0 WU BE ¥ 42 74 9T (thrombol-
ysis in myocardial infarction, TIMD X & ¥F 43, C [ W & 1 fl
BNP 7K ¥ 1) Z2 48 b5 XUz (9 P74k 77 325 4 T DS A& 2 6 >
AR H BNP /K Bl B[R] 09 AS 8] I PR 25 2Rt 25 28 b
Bt BNP AT LU Sz b 3F e ACS B8 38 19 16 B 43 )22 BNP ik 2
T3 0 550 ) BB AL 3 10 R B 2 TEAH DG L 2 BB A TN 2P0 LA
¥t (acute myocardial infarction, AMD & FIET- R 15 Fr .

2.1 TR E M A 4 (mitral regurgitation, MR)  BNP 7K 5
5 MS 1y E R R R OEAE G I B2 B WS R A AR
Fro PEEE MS B2 E MS B H MK BNP WK F B EHRS,
BNP ¥ fE 5 MS 2 B il 3l ik B ) 52 0 AH 5, 9F 5 22 K/
AR, H g BNP /K G O3l B 45 R 585 MS B3 1)
RET RAR KM R LT

2.2  FEBhk A Caortic stenosis, AS)  Ifil 3% BNP ¥ JiF 5
= Bl DRI IS 11 95 A48 B B AH O . Bk Ah, BNP IR B F7 22 FR AL
J& T B K % B #e R (aortic valve replacement, AVR) 5 3 19 18
PR, BB AR A AS Y B R I A B PR R
J% BNP k2T .
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3 FhERRTR

3.1 fifigh Bk # %€ (pulmonary embolism, PE) Y& £ PE &
A7 0 % T REBR AT I, BNP /KA B 7t . dl i 8 5E CT #1112
A PE (4, L3¢ NT-proBNP ¥ B K T 500 ng/L 0] LhfE K
T A e PECTE - A 826 it 3l ik 32243 30 1t S R T 2
M I BNP k8B 3 90 pg/mL W, B 5 51 5 I8 A O F )
REREAS AR 20T o 7630 0 B4 A7 0 55 ) 8 R 69 L X SR A
HEAT VA A S AR IR 97 A 2 T W IR HC It 3l ik 7 A BNP, ¢ Tl
WO RE . il 2l Ik i A% S, i 2% BNP 7K & 25 F L JF AL
H BNP ¥ 1948 A 5 4 i BE 3 % DIAE O , 3 BNP K- 5 2
T e D 507 A ST B A T sl I s s B A2 T

3.2 Jilizh ik & JE (pulmonary hypertension, PH)  7£ Ji %& 1 fili
ik 5 JE (primary pulmonary hypertension, PPH) 5[ £ 0> &
73 8 B e IR A% 2 S8 b, il 3% BNP ¥R B2 5 O 3490 8l ik
IE A0 B R 7 A 0 & 5K R W s O 04 il BH. 07 B TE AR OG .
TE 49 24 WS PR X A & b (25 {3 48 e BEL 2 1 i . 8 £31) 400 i 7] J5it
PEM 8 16 B 25 4% f5 A » 1 3% BNP ¥ B2 & 1 28 3 LU AR Y
B AT E A LA RET

3.3 8 BH ZE 14 it % (chronic obstructive pulmonary disease,
COPD) BNP ¥ 2 A5 COPD i 3 JLH I 5 1l 0
Jod R D AR DG, O H BNP R B TH He ], 5750 2 D e e
i 11 7™ T P L AERE G L — B W A0 & D e R A A 4
b COPD i 2tk KA I, 78 X5 25 HE 47 b M 16 97 B 35 2>
B R AT LU (4 A% BNP ¥k . Stolz 21 75— 35 3
K 208 7] COPD Zdk K AEIF B ik 1) 85 h A58 R I 2k kA
if BNP 7K P 8252 95 /i S 25 TH s » H BNP /K m] U 37 7 0 8
8 55 31 3 5 E W 4P = (intensive care unit, ICU) #471897
4 HftE®

4.1 YL PE PR B 9% (infectious diseases and sepsis)
TR 22 50T B e #E o e M AR 8 ) S B At B0 #E )
REAS 4 1 B 45 1 73 2501 e A1, 9F EL e B M 0K v 48 2% 1M 9% BNP
K TR . Nikolaou 551 7E— I J 54 A~ Tt
HIE 75 s B & 4 1) 2 5 M DR 9% (diabetes mellitus, DMVD A1 R I I
T R TR R B IR S BV AR B I e TR
B s AR S5 B0 F L Ho il % BNP vk BE o i 30 75 . Naka-
mura FE TP K 50 A e HE IR SR E I BE R R L
BNP 7K 1 35 T 5 50 UL 20 B o A 0™ T 4 B 4 9k S A
Ko MRTEARE A TE B A G 14 I KRR IR 538 75 0 3 2R O
7 d B O T RE R R I, LK BNP K 5 C 28 H
KPR IEA G . FEAE X RSP il & (community-acquired pneu-
monia, CAP) H', BNP ¥ i /& & & 76 77 #1156 12 /% il 37 70 )
T, ¥ BNP 5 fifi ¢ ™ 5 2 B 45 40 (pneumonia severity index,
PSD B Al A (s T PST Al 5 47 b % 8 25 47 XUBS 35000
JHe T M AR 5 R BNP 7K - L e 35 5 0 300 F £ B o 3
H BNP /K5 5 4% B % iy 7 45 3 43 (sequential organ fail-
ure assessment, SOFA) 5 1F A 5 |

4.2 ' 3F (renal failure) & Z 5T 781, BNP ¥ 5 1 5 6]
ZE0 2 (LV) IR 0 ML 580 Fl DM R 76—, OF FL A 31
O REFE T KR 1 — 4~ F A48 85 . B NT-proBNP £ 22 2 4f
' REE IR T S I U D BE 9 G 3R & X il NT-proBNP 7 A& g 3%
M, Goei S8 T2 R B Y [ 3% B /N ER UE i % (glomerular
filtration rate, GFR)##f 90 mL « min ' « (1. 73 m*) "B U] ifi,
K NT-proBNP HAT— & I I K12 Wi (8 24 58 & B /N ek ik ik
Z(GFRZEAF] 30 mL » min ' » (1.73 m*) "Bk ETE

Wi fi. 5 NT-proBNP 4 [t BNP /K V- A5 GFR &,
Bt BNP 2§ 8.0 DI BE A 226 I B U 8 8 v J8 2 S8 3 24 11y
TR .

4.3 AL (liver cirrhosis)  JIT 1 {k B & 1l & BNP ¥ & 7t
1o R 0 O 2R 43 W BNP, AT 22 81 T 0 T BEAS & I FE7E
JFAEAL HR B B ) PR PR R SE R R T I K BNP ¥k B
Yildiz S0 FE— I K 52 AR RS M RE AL B E S 5 BT
R B, BNP ¥ BE 75 T A8 16 8 3 G I IE RS R B P 40 T
JiEE PS4 A s v . 3 T L (ELTE JTERE AR O B R Dk ot gk
IS E PR A MER R EER.

4.4 U Cepilepsy)  Obi 85 38 H Z2 40800 728 51 k2 19
SiKl {6 . ANP Hl BNP S5 7+ . 7T BE 2 i T 000 ) 98 X 4R
BI04 5% = M0 3 AT 5 800 I 439 ANP I BNP Jir 8.

5 & "

Kt B I AR50k . BNP R A0 ) il br B 4, o J2
HoAth Z2 BB I BUR FE AR 9 . B ET. X BNP R A Fr
— 2 TR 8 T B A 2 9 AR L N2 A 4K R AT B SR
Bt ARG T AAT] A T 5 R L P T 10 R [ It — 2 5
FF JE Xt BNP 858 T4k
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F £ 1 9% (hand foot and mouth disease, HFMD) & £ F i
TERTED R M WAL Je . LR Z28UE IR R B LUK R
F R HEERALN B SR E N FERE. DEUEILAT
PR b2 RGBT L 5 RS I K i AL L 58 S L A 5l AR
gL TE IR, 5 kAT . 5l HFMD /) fig 38 56 & A
20 ZFp, FZJE/N RNA R &R B R &8 0 — 4 5855 5%,
HhpEReE 71 B (EVTD) XA B35 9% # 16 % (CoxA16) I
HOOL . FE A b XA O AT IR RAE R R E R
WAL SR A A . O TR HEMD (¥ 50 56 % K A5 & O 7
HFMD 2 K 3657 o /9 i F 6 (6 B HEMD 5255 %512 Wi 1
WL B L2 iR T .

1 —RIBERE

L1 f#EAAaE BRI BRIERAIRZ IR ML EA .
240 M R it /N AR — T S AR AT 2 B I 0 e 2 B0
HEMD (#1255 % 512 Wi i UK. (TR AE 5 Bl 11 40 Ff 31 4%
BRI R (>15X10° /L) B 25 B IR (<C2 X 10% /1), bk L 4 M
WA,
1.2 JREHAE
MEEAD .
1.3 idfbi
L3010 ik b — AR AR, AT RE S R E R AL K AR S
WAt S DR B A LT E RE BRI R T BT (> 9
mmol/L)O™ . BF7E % W, HFMD & JL— B ifn 38 5 . i ik G
I WA AR R G T, 21 e T SR S, N 5] R
RO, oA B FT AN « 1R IR JE: 22 A A 7K b e A R SCAY T 4
R
1.3.2

— BTG S W AL A AR D SO B R P

O E LR BN RZE LT HEMD BLLG
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AR

M ERFRIRED A

SRR TR
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JULRE RS 2 9% RE Y 4 3 L L o 5 R R T A R R L B
(AST) FLER M A B (LDHD .o %2 T BRI A B (HBDHD | JILE&
B (CK) L LR S 7] T (CK-MB) 45 43 5l 4 7 [R) B2 25 1y 3
L HOEEAE R L W SR K B A RS, HILAE
036 LDH, HBDH F+ 3 Bl $i ik £. T e D &0 i
LDH.CK-MB.HBDH J} & bl 44k . 420 4l CK-
MB 3 P B 8 Fh e . O WLER G PR TS R HFMD B & 90 F
O LA A5 o T 0 L AR 2 — e Ll A ™ i 1Y 0 R st 3 AR L
FET-M F A, B, X T HEMD L 5 400 LR )
G DU SRR B0 LR 45, S B 45 T AN R YT . AR
e 20 B0 151 P 4 R 4 3 s B T P 0 4 S JHF B R A R
i
1.3.3 WE&EA ICcTaD A B2 FH, cTnl 20 AL
SePEBUIE B B R R S 2 52 B T R e 0 LA
A AR PSR BRI Tl i B3 ok A 468 A4 200 L A6 88 S0 A i » 78 If
‘I&EP%Z?*@:{%W ] B, < Tl 7632 Wi HEMD & LG WL 15
LRSS N =T s N ST IR R Y L TR
P M 1N 2= 3 e S TN R = R ol - R
KRYT  HEMD LRG0 38 28 T 2400 o W] W eI
1.3.4 C )W [ (C-reactive protein, CRP) CRP & & B}

AR SN HE B — s — R R A SR SR AR
P 7 VR B0 A e i i vk R s . HEMID

i TS JRR e T 5| A T8 40 400 BT 6 B Ay I O TR e JRR e LA o
i CRP /K 30 T 75 Fh 75 55 B e i 52 TE A 0. i 2 )
CRP 41 B F HEMD (92 Wi A1 L FJE CRP AR 45 8 2k 2 5
FRBR - — 2 Sk S LA Al A B B 23 51l CRP il A [ 2
HE TH G o PR d 5 A R A I £ A 0 LA SR R LS W A





