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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 .





