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F 0 OB R A e TRAR 4 R R A JILAS R & ) A ok R
BRI G I & 6 AP R R T2 35 CK-

MB LA LT A A M 494 &4 fad FEA R &
XA &, BAT R A,
2. mAER AR

MI & A7 & 4] 52 69 s AE R o B 8] Bk T AR & 4h oy
Ji A & 0 B & (JEAR 69 IT 46 Ao Lo Bh 1A A R K £ ACS 89
), CK-MB LS MUARi45 6 3 ~4 h 459+ % 48 ~72 h %
ZEFEBA(AL3), Tnit&eyatias CK-MB %40, 124
seat K, cTnl THL4~7 X, ¢InlT Tik 10~14 X, %
BRSNS E G HE TR (3% ~8%), %S
UL £2 64 7 I T A, U453 & R W7 5 I B A0 8 R X — B & v
%P AR ARG AU ARG )6 1 h B TR A &, 12
~24 h ik A %,

Hours After Chest Pain
o 4 4] 8 16 24 36 48 T2

o
o
=1

Relative Marker Increase (log scale)
=)

=

B 1-3 W4 E A .. CK-MB, cTnl, cTnT B [E] E . &
Christenson RH, Azzazy HME 24X, {i% H : Biomarkers of necro-
sis: past, present and future. In Morrow DA, ed. Cardiovascular
New

Biomarkers: Pathophysiology and ClinicalManagement.
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York: Humana Press, 2006.

ARIEIX e Fh ) F A I, f F CK-MB Fo ol JLALAS & & IR
e mrat It S R LR T4 (1 ~3 h) &
MXLAREN A E M AAEH6h A LA LKE F4EW
FHED e ) R K AR 4G B IR A T B e 295,
R ik LEFAE, BRSTFRHESEH, BE
ANTZBPZ] BNTE 6 ~9 h )& (PR AE 4845 o6 € s K EAE 18] ) R
AR F 6 ML i d bk . FLE LS &R & Ml 2 75 ik 5
MR ES, FTRIE>EL, EREKRLAEE 6~9 h a2
BEOR DR RAEGREE, ST ERISE G A RM
X ER B ACS 9 B Nz K FLGEL, B
ZRAE1~24hEEEMNT, £ STHRIEZHG Sk, XA
JEK R I8 h B L] AR B KO UAR A B a9 95 skl
49% R HF 68% , K KR & T Alitisay eamn” . &
IRE 0 -] 2 ILAS B G Fe/ 3 CK-MB, 0 3 2 B A Ilar &
G BN A AR G AR T IS b el F) T MR 28 57 e ik
AP s R AR B i — Rk st T MI 64 ik HEr B
ALY AR SRS 2 h F AR R T MR ILAT &M
{]'{] ?(4&[4]-42] .

3. MI ¢4 Wi k7 e

Vi A 5 s U fn AR — 869 Ve SR 48 A AR # — 3 4, S L3R
AR E S KM 2t T a3 R M ST K ML 695 BT
LEW, AR EHAMNEERLAE R LR LBFE
FRAZ B AL A, Pl A Z T8 PUIRIBIE A H e R B i
AP S UG R G 6 4L R ST R 5 AR 4 AL 6 4%
FHARRA (4o ML 5o L) M9 %0 Ui es & & Rk g
It & T X e 2 WLER o 69 EYE BT, B AF 4 F 3T T AR Ak
] A LR 69 R B .

LIS B G R RS B S R E AR A E AR 5 99
B oAEdk, R T MG R IR EA A6 2 BUE R I d
ORI (LG 2 ¥ ACS B A Mz S dpthsem) , BN
Vo B P do B — RS ILILAS & G 65 E AR i 3K — e E
PR, B TR A S DLIRFB 6 7T 48 . B4, CK-MB #9451k AR 52 L
AR FAEATENE 99 B (R EETHES O
WF), CK-MB #4822 4% F-HAK T S UILAS B & , B LI 5 42
X % 3L T % 4 75k CK-MB ;& & A2 i3 4 b RALA N A 2
SPLIRFLER A0 EALIEYE . & CK R HE AR MI 6935 1
KR e 2 % CK M ikl 2 s JLILAS & & X CK-MB
(FEXRER) 0, & CK 89 0 AL 5 A B F AL AR L
FR&9 2 404 k., CK-MB 3, % CK #97F & F=/ 3 T &4 4 AMI
095 BT AR BIAE B, B Oh, 2T TS MUILAS B G KT 10%
CV A% 99 B O 532 ], AR B EGIREE S (Hl T R),
B2 It e/ T AR AL A 7 A B T A AR R e %R,
4. AR EH AT ML 5 6948 £ 5L

Adg i A A s d P A F 09 ML i sk T
Ao B0 PUIR ST (4w R vy o WUER 2 7] 42 ) M9 3% MIT ik — JR 1)
R A, WA B BB A S0 S DRI AW AR E Y (do0s
WUILAS & & ) o B 3L, R AT A 45 4 ) B & e S0 68 5 LR
B0 R R R W B 0 IUILAS B G #e o ok Ak 4R —
PR TEAFFAK, IR B fr 3 My B R L 2R B R B s Il g
R CK AR 2 R 3R st 69t ST K A6, Mo R A 7T 38 6908

LLafadfith, MR, EXRFARPNSROORER AR
) e o S A WK E] Tl Fe Tl F+ 3,42 5%
A A B R T s LR ARG A AR AR Y i R 2
R BB TRA WA (1) TAREST T, b TEMER S
4 By PR AR AT R B A B — 2 s 0 BRI AT 5 (2) w5 L2 e
JBE 45 VT i B IG5 B2 am B R A 04 ILAILAS B g a1
Ko, AT B AR B 69 R, LA 4938 d 3 Roek B AT b 4R B
4 FE I — B ILE D) AR RALAT 5 4G T #a ] 3] 65 L
WA RO Ft A AFF O FRTRETELE ST, £
RA XL BHATE S 0RE M AT 50T 3R A R LR AL
U5 R G M 7 ik & T AR 4% A AR AR SE M B o B AT 69 R VT 1
G K R M i AR G R,

A F B AR 2L B S LR SE 69 45 AR E 4 (Je oS UL
45 % G Fa CK-MB) R ## LAZ 78, X R A2 & F 8, £ MI
B EAPE SN T CK-MB A5 7 REMEAZLEN-B ¢
ik, LR EELT S SIS E GIEA B R, M E S LR
TR EY RE LW (LI-AL),

RAEGIIRe ey A pAcEHE AML B35 F A EF £
T VA A2 M BB Ty ik At T AMI 896 KRG T AR &
BHy, AEZ WA LM ST B FH %A A 06 R Kot
F STEMI B4 4F % & 6 P FAMAL, 5+ B iZ 2P 25 A T2
BB EE L LR EKRAAEG6 h Mk B, T

STEMI % 75 Bt &, BrvA & % i R id 7, m R 5
15 & A M e R M A A,
B. F#Etes B

J R AR B IRAT ACS B 5 4 HE
I &

1.5 ACS &4, B ARSB G R 2R ARAE o & = A i &
AT T B, (EERE: C)

2.cTn AT BB ikAFED, o R TA7, T A 88 4 ACS
EH Y B AT cTn 694N, W R JERAF S ACS 69 & 2, cTn (A4
HIEFAFABGFE 99 T o5, WA= LR frde o 4 /L F
WA, (GERRE: A)

3. B e BENIREP 2] AR W6 R PR LEANTR G 47— £ 71
Kb, HTREKBH, BENKEZ NG 6 ~9 h B47 K foi]
%, (iE¥ERE.: B)

TA%

1. B cTn 9k, 0l 2 H 4% C BB & G (hs-CRP) 3+ F ACS & % # 4T
SO iR AE AL R A B8, ARYE B BT B BEAT R 08 7 I A R A
., (iEEMRE: A)

2. M cTn gk, M 2 B2 (B &) #1444k (BNP) 3 N K 3% B 24 44
BKJR (NT-proBNP) s T ACS # & 4T T if 5 2 A H Bh ey, ARIE
LR A BRATNETKAEH R E ., (EHRE: A)
1B %

1. B ¢Tn Ao ¥ B V51, 3d T oo LER o 7T A PEAK 09 & 3%, ) 20
Usk o A7 & A B T HEPR ACS, (GEERE: C)

2.8 cTn Sk, M AR EM( L2 ARE S mE AP R
R 89 & M AR 4 ) B T An 5% ACS &% 49 £ % &, BNP f= hs-CRP
RAALAR RS G AW ED, RESHEMAFTHRATEIT
REHRHE, (IEHERE: C)

3. RALR T REE AL, FRELMNE cTn(dm ARG 2 ~4
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h)2& %8y, (EBARE: C)
M

1. 3T FARE MR EE ACS 69 B SR L A M AT E 4 R B A
MiEE, GEBRE: C)

1. SILHAG o9 £ Ar &4
a. JHIP A 3W

SH R VG IR P A AR S UNLAS R & ) B 3 s LA 45 (L T -
Al FHHS) ., SIS E G S5 ACS 49 bk se 4 2
MR L EE— LIERAR PR E L, MG R R AE
4 49 NSTEAC 45 &-4E & & 3 o B 3% %5 89 2035 2 77 0 DLIL4S
FBOREAZ, SIARGAET AT, AE S E i, &
RFIRA S Z AT F T B USRS A& S
LA Z AR SARAB IR R KX, I T A sl B s AR R
£ 7| AT hg do e N B AR K Bh BRI 58T Bk, s UILAS B
GRS BB A TG R BA £, G5y Tk 3%
o LR A AW IR AL (B RTIR R R AR L)Y,
ACS J5 3 4 39 5 05 R W7 1 9, €2 38 7 i Ae B R Ao ik
METHRARREAEHELZRA XD . A, e EBRS
SIS R AR Z R INE X Z E V5K TSI
EACIE N SN0 S0 YR LOE S A
b. 5 RFE M X &

JeAeim] 8] CK 0 & &S WUIRL M A1, X AR R H
ACS Bt P s E2B A £, B b, b wiinm
AMirESRES BRI T EREEAAETY ) L
3% NSTEAC 42442 8% A%/ CK-MB & Z 5 30 R
FEpmFHME,CK-MB R EM T AEEE LR R 30 X
=& % 1.8% ,CK-MB 3k &4 A48 B LR 1 ~2 4% 4 30
KT HEH3.3% 7 CK-MB R E X FALEE LR 10 42
FH30 R EH 8.3% | M A WUILASE & ik E A
W, 3 KT T B 6905 LB 696 B, B b3 5% T 6 R
SRR ag e ' A TAE 26 AFTR TR, Bl
JRIR I Fr BEAR A S YL ML BF 5, 5 ILILAS & & A1 E 55 & ACS
BB AT R A e T A B AR T B T s ik et
FHHE 3T F T £ NSTEAC 23 A48 & % & JUILAS & & 3R
T & ST Ae B AR ST 69 K A TS LIS & B kR R
#4445 (@ 14) 2090 3¢ F STEMI & &, & JLILAS & & ik
B EH e A s aia s R Emmi

RR 39 RR 3.8
25 (2.9-5.3) {2.6-5.5)
20 O Neg
15+ Hros (cTnl or cTnT)
D/D

107

5 -

0 N:| 3634 1849 737

Death Death/MI
# Studies: 13 6

14 ARYE cTn K25 SR X BE N ACS (1) 5 & ML
BIE TGRS )2 . 4 Braunwald E 2542 4%, 1§ B : American

College of Cardiology/ American Heart Association guidelines for

the management of patients with unstable angina and non-ST-seg-
ment elevation myocardial infarction: a report of the American
College of Cardiology/ American Heart Association Task Force on
Practice Guidelines ( Committee on the Management of Patients

With Unstable Angina). J Am Coll Cardiol,2000,36:970-1062.

I 5 s LIUAS B & AT A TG 12 B2 ik 59 Rl it 5
HAE R ol R B F (eS8 ST BE AL A %)
FARTOO CCK-MB R W 8, S IUILES G R T &
0 & b EF AR B S LIS B G R R
ACS B4 A irE ey k47 E M, Tl Fo cTnT 3 F ACS &
F WA 0 B AR g 0
c. RER

[ % s ILILAS B & ) 2 T w3, ) B0 itk Lml & R 8K
BRI E S IUILAS R G R 5 BT & B B 6 TR
BEIFKBFTESHWERRER, B —REHEKEF LS
ABE % 99 T 545 B A 2 A S ILILAS & & F= CK-MB &) iE
F RO % T X — ALY A e BT T R 0 R K
Y ug 5 2 & ACS A AR & e itk

st R ACS J& & 69 B F BT 0916 RAT R B, se 4840 ]
FOPMPASEGHBEFLBL S LEFHGRNECH RS T
WA - T 4G B 207 54w f£ TACTICS-TIMIIS #F %,
P oA 0.1 wg/L(CV20% )4E k% 99 B o454k, cTnl 22
WRIEBEN H T 0.1 pe/L F e f Bz ag 2 oTnl RE
T 0.1 neg/L #6534 £ ERdemA Rz
(OPUS-TIMI 16 #= FRISC T )" iz — AR &5 7 &
AR R T S WUILAS R G R 8 B Z ot T TS FI B 69 & 3L,
B R ZAARBFR T, 4RSS cTnl %R B M (< RAKE
ML) 4% (= BAKA MR, < % 99 F 9 454,10% CV) ; &
(=899 §4515%,10%CV & < J” RAB Ml 4 W AL
B(=T REAEG M5 R E) B MmEE s Bk,
MREBT, 5 cTnl MBAKE, L 5ERTERS M, £IK
cTnl, % cTnl #=2 cTnl 28, 2 & 1 FF2 95% T 45 R 18] 55~ 3] 4
2.5(1.4~4.4) 3.9(2.3~6.8)#26.1(4.2~8.7) (%= B 1-
5)U WA R M T kAL A9 B, AROK B S UL AS B
Gk AL ACS TG o) % 3 F B4k 4% tn i A&,

18 1

16| Deathorm 16
N=4123

14

12

10 1

8

o] 5.9
4 3.8

S
o/ NN : :

<LLD LLD -99%/  99%/10% >URL

Patients (%)

10%CV CV-URL
[ ation of Troponin |
B 1-5 MEEN ACS (7R 3 b Tl AP T m %
PR RIS, i 11 Kontos %' URL: |~ LA 2% VG
FBR

d. %97 Kk

UL R & JE 5 B A R AT 2T ACS & 89 MR AL S
T3 kI @A B AR T A A it it
2. A4k
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a. JHILA I

BNP #= NT-proBNP 7 «s AL 2 fiLvfy 2o F AE JE F) 69 38 e
mE& T CERBMENECEH AR LR EA
X, 5CEREGFENX, A, GERELEY T A
FEWE RN AR R I, RAF A AT B e ARG 05 5
R, The m AML B F A K&, 55, o £ BT A8
B AT IR N AL TR AE L 2 S LA fr S 4R Ae ST Bk &
B — AT R e, X —yR I A IR P4 B LA BNP 4o NT-
proBNP 5 RAEE MO KM B AR T RGEWMR R LHFX
—ABHL, BP oS WUIR ST B, o ULk oo 4 A8 45 7] A2 BNP #9 %
7:;)1([74J .

— b E YR AL F H X — WG B LS e 7T 4 2 BNP 4
RAER G BA NG REE T, ECRGERER P 2R
2028 Fo 2 B [ 04 B Sn AR A A G 6 ILAR 4R, BNP AL B 4% 5 39
g BB R4S 7] A BNP 8 Bk &
E 35 T BNP F+ 3, BNP F+ 3 69 48 & 5 £ b 49 56 B & ML
), B 58 B B SPECT #4517 0 214 S0 AR LS, BF
B FRBEARKERE BNP LB A5 bz,

H e R 4622 09 fEAF BNP e NT-proBNP 5 R 4852 M8 & R
Fo A BRGEHRETBEZRTRGE X Z,
b. 55 RFUE £ &

B #7 £ A 42T 10 ANAF R 27 BNP = NT-proBNP 5 ACS
BEAEEWAME (R 12)7P® ) #aRIE G, g BNP
KRR T 5,24 h MR MR R 55 AR T @ AR R k)
HFyEH AELRREALEATECRAGESE S RETHRA
HILE 2 AN, THREARRAGcEEE™, aro
#y %% BNP fo NT-proBNP J& & AL 3, 5% 58 K8 % 49 7T 4k 1k
MR, AL TEEOREREZ(LREACEH Ly
) ORI e G e b R AS R M %k R &, BNP Fe
NT-proBNP # & 4L+ % %) il % 1 600 % A~ NSTEAC %
SAEBH FHATES 40 h 49 BNP 3R JE , BNP iR & 5 42 2 Fe
kAT EALEFAROEMNEED | b BNP ik
BAR T v o4k B %09 1% 35 He 3] BNP R E 5 T w54z 4
BE015% (P<0.001)™ X —#RLERKENA L
BNPU* ) 2 NT-proBNP™ %) ¢4 5 52 o # 32| 6,36 16 R 55 3
BB S (B 1-6)

F 12 ACS ##Fh BNP fil NT-proBNP AHCHFFT /NG,

& 4 WFFE A IERSSE SRS Bt ] @i
Arakawa 219967 =S 70 BNP 18 A K4 RR, ABi BNP /K 53T ST A5G
Darba %, 199683 g3 75 BNP 20 A BNP 45} 10 pmol/L, 56T~ OR $#/i07.3(1.9 ~10.1)
Richards % 1998 (81! M5 121 NT-proBNP 24 A BNP /K78 £ FAY RR 5.9 (1.8 ~19)
Crilley, Farrer % 2001|184 B3 133 BNP 1 4F —AENBET: R 1) BNP K5 5 (675 vs 365 pg/ml)

RCT {4 T i
de Lemos % ,2001 (%3 7 1698 BNP
(OPUS-TIMI 16)

Jernberg 25200215 Uz 755 NT-proBNP

Omland % 200287 UE=S 405  NT-proBNP
RCT #J F T

Omland 4 200255 MFRH el NT-proBNP
(TIMI 11B)
RCT g T I

Morrow 45,2003 84 0T A 1 676 BNP

(TACIICS-TIMI 18)

RCT {4 F 35
Jernberg 252003 (%] i FRE 775  NT-proBNP
(FRISC 1)

RCT 1y F i H
ames %% 2003 %] 6809  NT-proBNP
James %5, (GUSTO 1V) pre

BNP/
Richards 4§ ,20031%4] Uk 666
TR " NT-proBNP
RCT 1 F I
Heeschen %% 20047 I FRE 1791  NT-proBNP

(PRISM)

NSTEMI g #5 Hh BNP 7K 78 5 i DU 3 A B3 S i
10 H TRV BA T H MFET-R RR & 12,5, fEARsE T

LDRREFETRT.9,

BNP 7K V-7 85 155 10 43 (3 0 L L 3 5 oA 1 445 25 A

I TEMIET-Z RR 2 26.6,

52 5 NSTEMI &3 rf BNP ACEAEH A4 R RR 5.6,
TEARFE R LA B FH T 3.0,

6 i FET-FR 3 BNP 48K F 55 T 1795 % (299 pmol/L vs
138 pmol/L)

6 A BHIRGNATIAITEE T H(2.5% vs0.7% ) Fl

6 H(8.4% vs 1.8% )BET-HM,

BNP /KA 5 8 = 40 LB DL E 3 5 e =4 B A
24 TEMSETR RR 4.1 (A AJGYF) 3.5 (136

7)o

BNP 7K V-7 85 755 10 43 (3 55 DL L 3 5 oA 1 445 25 LA

L FERIETE RR £ 10.6

34 BNP 7K F o 5 8 h i 38 <40% 5 =40%
# RR 4350 3.6(2.5~53)f14.9 (2.9~8.2),

30 % NT-proBNP >250 pg/ml [ 3 30 KAET 2k # Kk MI

B RR 5 2.68 (1.66~4.34),

OR :odds ratio, ;%[ ; RCT; randomized clinical trial , FEHLIG AR ; RR relative risk , 5 X} & 56 B

R ACS %% o 32 BNP #w NT-proBNP 3% & L5 F 14 5] |
B iR e 20 R B 16 R A S S IR ST fo 2 &
RS AEEIE 2R T AW ATED B AR RFN X R A
ZF RIS R AR B F T 246952, BNP 4o NT-proBNP
A4 ) T S o A B AF 300 SR 89 B T A R4 %
F A SIS & & ag AN TG 15 815
c. REMR

J F#-4E ACS B, f2 7% BNP F= NT-proBNP 3% % 5 43 21
ok R RFERAAEMY D Bk, 2% BNP F NT-
proBNP 3% B &4 & T e K /1 75 @ 6942 8, B %Ak Is R B
AFEM, AR EEA, S ZiE 2 A BNP il 5 kI
HEAF T 4 80 pe/ml 1E A4 s R F MR EE ACS 89k TR, %
R AE T R T KR o X8 H el 7 ok (e B 1-
T B, E NG RBT R b TR A B A A T k84 4R
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W XA TR . R, 45 FAL 7T 86 R Ak 28 4 2] 4 o7
o W RAFT P AIEN T NT-proBNP, REVAF % 4T4A T & A
8 AL AR AR A A 2 ACS B F ik, £ R A BT H I
BFR, & 3% 45 BNP #= NT-proBNP 2 F ACS % % % 1204k &
TR, ELAGTRAE B A S A e T TR G o5 ik, 4% ACS B 5 A 1K,
T BEE, AR L Fh A ke kTR, 5A TR
B XS B G AL, R R Ak 2 R T ACS B4 00 B B
TRy, A T ACS 569k R TR¥ 48 A ACS 8 %
FREEFGHR P ML, %@ BNP F= NT-proBNP & € fk
AR 69 AT 7 ik W £ 0% 69 35 & (Analytic Tssues in
Heart Failure Biomarkers) W i 454, # 7 BNP #= NT-proB-
NP % ¥R F ACS % 4 R34 237, B E#H—F R,

% 20 > 1869 ngiL

P<0.001, log rank

669-1869 ng/L

Cumudative probabllity of death
-
(=]

———
g
e
....
----

B 1-6 NSTEAC ZE&AiF B SET- XU 5 . NT-proBNP
(Elecsys 2010, Roche 12Wr 23 &) ) ¥ B2 DU 43067 43 R E R 4
James A

12;
-
€10
Ey
R
2 s
=
£ 4
£
2z
o
BNP {pg/ml) 40 >40-380 >80 - 5 100 >100-5120 >120-5160 >160
B8NP Threshald >40 >80 >100 >120 >160
% Pasilive™ - 38% 9% 14% 1% T%
oR - 19 37 40 37 24

B 1-7 BNP(Triage, Biosite) ¥ &}y 40 ~ 160 pg/ml )
BETERITE, FHRT LR ¢ S RET I
HEFMRRR 43y BNP 455, Morrow 44240

REBAEREVNN T REEZH—-FHFR, AR
B %) gk ZAE24 h M 2 ~5 X5 M % BNP 3 NT-proBNP
BAFRAMMES L K, R4 K0 R R N TR G A B )
A9 BCR T BOR, B 5 6 RO I 0 % BT AR R A R
Bt E G TR T, HE B SR T L R Bk Y
WAKEREREALLS S ETHLRE @ e,
d. & %57 Rk

A 3t % 55 FE Ak ACS & BNP 3, NT-proBNP 3% & ¢4 %
AT R 6 BRI N EAR Y . A B RHRIFERE T BNP
& NT-proBNP s % A 4] T2 5] ACS j& T AT B Mk fo % &
H(FIENR) & &, H—FH P, BNP R E R &
B L5 BNP Rk B <80 pg/ml B FA0, 5 E N FIANGE T
oy s AR ™ B T P NT-proBNP 5K 4 %

MEE NTEMANGT P2 ELEFTRARG S 53—
A5 4 i 1T x¢ NT-proBNP F+ & 64 & 2 4E R ALK 69 3 47 o
BEERAR TG EE LIEET LR RL "™, —
AFFR 27, % BNP RS 309 8 4 B AT ALK T £ B
BARNTRERRR T iR enie"

5 c¢Tn R, &K% RA RS 5 M08 77 Rk 19 48
AR W A1 3%, BNP #= NT-proBNP #4 52 7 8 T 3t 47 A 3k
SRt I T RS B R0 R T Ak, Bl e, LA B G T
I BNP 2 NT-proBNP ;& B 24k 49 & &, 50 = F & AK, B
HoAX e F B T L AT A2 R Bk 8 6 7 U L sk T BNP Ao
NT-proBNP ¢4 #F 7. 4 R B =, #l 44 Ak A2 ACS X & JG RE B 18] 4
A EBAK T 5 B AT 7 2 %, B L3R IE T A 44 kR
K AE Ay —Fb WM TR T TRBRL 69 T B8 7T Ak
3. KEAMAREY
a. JHRIL AR

A SRR FETHABER AT 50804
A xammEEY . X AR L KA BB AR K,
R A W, B B AL P ] 64 A R, 0 95 BE B Bk
MR R, KEWF KRR AL R LA R ER
0 LF YN | AF Y MR AR B AR BE 3R A0 B9 B R 2 5 i B ER
84 MR B F 4 3 M) e — kR BB R A
W, LA SR SR G A T R T, A A
FAN R IR WA RRAL o AL T A%, F A A An R E A G B Kk
Rl T AR sk AR R E G, C-A
B %@ (CRP) &2 & A+ % W6 mariw .80

ACS Wik —3 5 B H 4B m B S5 A Ar & d
(4o CRP fn ik i G A Bt R AL B Ao & e A~ 5 -6
(TL-6) 4R JE TF &, 6046 AR 2 % A K & 8 L 4n i 3R 7 89 %
F U] e ACS BIR], B3R K AR 4 0 T R R R
KopitAzmiE B Bpk RAE 6 —F R, 2R, KEAF
S5 ACS Rk ek R EAMRLH T, A Lmabes
MR B B 25 %, CRP 2 2 # 5", %@, R 2=,
ACS # 42 % CRP #= IL-6 F+ H42 3£ 7% A S PLam Jo 3R 5, 1% B
JE T X8k % 5 A7 E 4 08 A B AR 2 L 4 B3R 5T BB B4
LB IONOT CRP #IA b A Bh Bk 5 R AR AL A T R
EHABALE R 2EEFNE, CRP I % 4 40 fesF LDL
fo B B e 4RI, i SR B F 68 A AL BB 3k W 6g Ak
AR RVHOHE By o F 69 A, FFiB it A dn i B 69 CRP R
Epgmpt'" KR, o T LI MY, CRP/EA B AL
BREARAEREEEk— " K5 ACS B4
KHERBAEREZRELE BEMNEREN X ZE D, M
5 Motk s sk 0 ik A A1) o B AT KR R BLAG HE R R
B*FEW
b. 5 RFRE £ %

B L&A it 12 Rls R RIESE L2 ACS AR
PP %) 3% 52t T Bt n] 2 hs-CRP, &5 3¢ % 2% 69 T8 A Fm) 4
(&13), FRT STEMI & F e & 3E& Y, £ —NF A
W CRP R EF &0 B4 K A LM ML m (SR A
SEFRBALENRT)G TR Km, E£E Y
INFRRF, % KB 5 %7 hs-CRP ;2 NSTEAC 2 &-4& B %
52 30 K B FUS 09k T B 00Tk g 2 U4
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G Mg B e hs-CRP F 45 495 £ Ao b, B 48 & LT hs-CRP & ACS — 27| X AR &M PAT R & S 69— A, L1
B b R AL FMANAE! P L RSP R BT hs-CRP 5 4w L6 el AL B 5 TS B £, A THE
FERREATAME A BB, ML AL Ml 6% A0 e CRP B4 3 UK hs-CRP( L 1 -B6 = % 404 .

£ 13 ACS ## v CRP IGRBF5E /NG

YE& ,4F e HFFE R 5 CRP #YH ,mg/L Bl 205 B CRP By FE i CHE
A. NSTEAC &2&1E

S 1
Liuzzo %, 1994 [107] BUE =S 31 >3 fEBE D/MI/RI/UR, 4.5 (1.4 ~17.5)
Oltrona %, 19970185 U= 140 >10 21 R D/MI/RI, 0.46 (0.19 ~1.11)
Toss 4, 19970110 RCT 9 F 7 B 965 >10 5 A D/MI, 1.19 (0.97 ~1.64)
(FRISC)
Morrow %, 1998 [109] RCT & 5 7 H 437 >15 14 % D, 18.3 (2.2 ~150)
(TIMI 11A)
Rebuzzi %, 1998 [120] WL 102 >3 3H MI, 6.0 (1.4~25.3)
Oltrona %, 1998 15¢] W8 91 >3 B D/MI, 1.94 (0.46 ~8.3)
Benamer 25, 1998 [134] BUE 3 100 >6 1B D/MI/RI/UR, 0.65 (0.17 ~2.1)
Ferreiros iff, 1999 (122] S(D_'ué";g 105 >15 1I|§)'AT:’ D/MUZRL, 0.83 (0.29 ~2.4)
3 H D/MI/RI, 2.1 (1.5 ~3.1)
Bazzino %, 2001 ['%7) Mg 139 >15 3A D/MI, 18.6 (4.5 ~77)
Mueller 2, 2002 [123) pUE=3 1042 >10 B D, 4.2 (1.6 ~10.9)
) RCT #9 F 51 H
James % 2003 (6] (GUSTO IV) 7 108 >10 1A D, 1.2 (1.05~1.4)
Oltrona %, 2004188 BUE 3 965 >10 1A D/MI, 2.0 (1.3 ~3.1)
K
De Winter 25,1999 [18] UES 156 >5 6 A D/MI/RI, 9.8 (1.5 ~65)
Heeschen %2000 RCT # 7 W A 447 >10 6 A D, 4.7 (1.3~16.9)
(CAPTURE)
Mulvihill Zg,2001 [0 pUE=3 91 >3 6 A D/MI/RI, 9.8 (2.5 ~38.9)
Bholasingh % ,2003 [1°!) UES 382 >3 6 A D/MI, 5.6 (1.5~22.2)
Baldus % ,2003 [12%) RCT # 7 W H 1 090 >10 6 A D/MI, 1.25 (1.02~1.7)
(CAPTURE)
Bodi % ,20051%%) Wi 515 >11 6 A D/MI, 2.1 (1.2 ~3.8)
Biasucci 2,1999 [123] g 53 >3 1 4F D/MI/RL, 4.7 (1.8 ~12.0)
Lindahl % 20002 RCT 8 ¥ M H 917 >10 34 D, 2.5 (1.6 ~3.9)
(FRISC)
Versaci 25,2000 1% WL 62 >5 14 D/MI/RI, 22.2 (3.1 ~157)
Mueller %2002 [12%) W= 1 042 >10 20 A D, 3.8 (2.3~6.2)
Zebrack 2 2002014 pUE=3 442 >11 3 4R D/MI, 2.6 (1.4 ~4.8)
James 25,2003 (%] RCT BF 35 H 7 108 >10 1 4F D, 1.5 (1.1~1.9)
Sanchez % 2004195 WL 83 >5 2 4 D, 4.5 (1.6 ~12.5)
B. STEMI
v
Liuzzo %, 1994 [107] W 29 >3 ff ¥ RR
Pietila % ,1996 (1% Wi 188 ¥ 6 H J¢ RR
Anzai %1997 117 W5 220 >20 D, 6.59 (2.7 ~1.61)
Tommasi 4§ ,1999 [12!] W 64 >25 1 4E D/MI/ 20, 3.55 (1.56 ~8.04)
Nikfardjam %,2000“9ﬂ pUk =S 729 quintiles 3 4R D, JCEHR
Oltrona % 2004188 W g 808 >10 30 K D/MI, 1.9 (1.1 ~3.2)
Mega % 2004 1% RCT #7551 H 483 >15 30 K D, T Hk
RR :relative risk , #1% f@ % J& ; RI: recurrent ischemia, F- % Bl Ifil ; UR ; urgent revascularization , % & [fil iz # 2
c. FRIR ACS B H 6y leiffh, B AT —ZAA M T ACS £t t5 4

hs-CRP # % 4k 4 5450 mg/L"™ ) 2 Ve sk JAk R B T ARG 6k 2G4 8 ROC
W, H %A hs-CRP /£3 ~15 mg/L 7E A W #y s TR T W AT IS RN AN RAL, 15 mg/L 52 FAM 56 1 Fo b o bk F
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BN AR R R — BB R P, 10 mg/L AN A
AR ETR, AR AEAEZREEZR —F K
G0 CACS B4 1 A AR S A B M E hs-CRP, 3 &
188 T 5 e TP W B R AL A R B IR R R 0
Motk (IRl <1 mg/L, P& 1 ~3 mg/L, & & >3
mg/L) 21300 g F ACS 7 %, hs-CRP 3 2 FR 64 47 4 b 5 #F
RATHRA A, uIMAIRE] hs-CRP L AFEFofb ik o % P
£ F AR R IR AR Y

hs-CRP #) A F ACS %% 14 5 & 04 5 42 B 9] 3% K& #
%o B EE M ARG KRR LIME BB IR K IR
JTRAR AR Y A N OROY S P2 2
}iﬂmog,m} . :;B F;%H‘j’“zo'lzﬂ %‘J’Vﬁg\ﬁﬂ ( ™M }é#{ﬂ )[130,1361 ﬁi%ﬁi
A HBrEEEREHRIAREMR, 2 MR THEAN
B2 fe s B o A R EAR K, B R AT K SR AR A 347 hs-CRP )
FAFF UG W I B R MBS (R FE L) 0
ACS Z A #T#1 CRP w9 A8 5 &b i A8 BURL 7 1B JG o9 ) &
fEAA, R T FRIMRBEARFR AL AR £ 2, &
FUBMEFmE(FLiti), £ ACS LA 1 AA BN E hs-
CRP 340 7 & 9 Tl 45, X/ F & 9 55 ACS F-H4a 3k,
ACS B 2 hs-CRP T 4% 36 43 % 4% 49 16 4k 5 A 45
B @EEEE— TR,
d. #7877 Fok

hat R EAFE IS ACS BB BT EREHRE,
£ )8 HMG-CoA & JR B 4] 7] (#o 7T £ ) AR L 0 K 28 AT 89
ACS %% CRP K-F 2 A a8 | b o o b 7 09 03T
K7 I RALIT RRIG R 3 P AL B 6 BB, L B E
ACS ZAF G332 M 2 hs-CRP #4 T 4845 J0 , 5+ 48 45 78 4 1 )
BRAERD I F T AT E R T R AR E S
HRAHFRY AL RE YRGS Rk, B A AW
ACS B3 5 46 T 1T 3 I 4k0g 57 M0 R £ F ACS &
F LA AT R R KB WA S, T AR A K R AR
EMEI AR LT LR,
4. Beofrtq A AR EY

X4 40% ~60% ¢4 ##4 ACS %4, L R A 45 5% @
KA TG R 2 i — et by F 2l MI LA M3k
B, A cTnl/T MM A oM S JUER f A2 % A 3758 (o R AL
ESBR), FEAEEFALAMABERG B PR ot
kR KG WG RIE, B, 5845 A KA IR F/
Kok TS B G It & B T e ml s LB fe 69 AR 40, R
b BLAAR h A A G R T B RG TAepe

BT EA ARG — 200 MLk f AR B 4n M L B 546 G
Ea (IMA) RTA X iz & PHIR R A S, F %28
7 FDA e | T m] IMA 49 & F & 45 4 43X
A TIEAGEG N s 5T T 4600 % Fo 428 Uk £ TR,
35, UARIRIE 4R 09 FLE B R 4h e AR KRR P B
AR B ARG A Z KT WA 6 h B, ThgF
GEEL A TR aF A RABBELELR
K AR B Bk g B e s B G B2
A, T A B IMA K EFE T Ik F bk fnt IMA
AU HIIMHE TR ERE ARAGBEGRLAR SIS HC 2
FAL T N AR - AUBR -2 R PR - B AL BR , ST T AL 5 4 fo e/

RAME By B B A A A A AR AN
R R XL AP AL ) O & I S

35 gt e 0 B AR B Ao JE 25 - B I a1 Ao
A fe g — A IMA 3B 4045 M B R e T 48 ACS & % 69
6 RS E Bt — TR, FFR B RA 53 24 ~ 48
h & VAR K 69 B Wif e o 4T 203 A IMA A3
SRR N K% 08 Bk AL 45 7] AT 4B 245 A At 838 (B e
wrasg )" A — R R R AR T, 8%
G AR EA S Hra ks s A A Y IMA T 5 ECG o L4
FOIEAF AT TE ACS B F 694, A HER ACS T4k 1
B EF D AT ACS SN AR EERMEELR
T, BN, IMA RELEHREE A2 6~12h ERAHZ,
B bt F AR R A At b TR A G TR LB E, LM
PEFRRAR AR IMA VA B H A 5T 48 R T Bk s 95 15 84 52
BB R E AL S LTS ML/ RSB F e AE £
FOARI N F AT Ao m R A 1 X x T K AR
S EERER £,

5. $TAREG G &

K & & AT ACS R I HULE RIS T 69 Rl Anig | .4
RIBLT # e A IR ED AL, LFRT S LIRS DT
F ACS 5B AARALE T 04 7 BAF RS THS . Ry
B BT S A AR E M ok (L — A TR IAE A R R 89
EMAFEN) BIERE mE AT ACS KU if 1kt £ 47 &4
2 e Ak K % MOl R BT R AT 0 AR E M B LA
%4 hs-CRP = BNP Best B 5 . R U453 G VASh, BE A 7 A
R % FAF &M F AR TR Y

KEFFRIIEY R 7 AR L AR, 40 R & F 49 CRP,
BNP 2 NT-proBNP # & 7 3, b 45 & & R E R & &,
i@’i‘ﬁ’,%—}i‘-%ﬁ%‘m%}’f&%[60‘84'89'109'124] . B, % CRP.BNP
2 NT-proBNP ¥ 494247 —Fp AR E M 5 R 047 S 4 (e U455
G ) B AL R, A 4 G An T 3F 4 4G 2 R [BR0RI0IR] Ty
S, e —RAF R F (R B AR X Eh 6 AR ERE) % BNP,
CRP #= ¢Tnl 361 A , = #h 45 &40 39 7F & 00 B 5 L = A 4
EMB MG EZAL, BT RS 6 ~13 421 st
e R BRGNS 2 AR E S R R R AR &
WERA SR, W AR M B XY S AR A4 ik 04 S g 16 R
YR, HAAERAE RN PRS2, §h, ERFE
W5 R TG LR X R AR TS R £ AR R, B LA
B E AR AN RE TR R AR TS 4 R (T AR,
fest FittE 5 b — A UG 4 By (de BAR) THRAB I RA,
Eok TSGR BT, BB
BHERIEFET AT EERITNEERAHLA XL
SRAFEM T B IAR X087 Rk, MEHGITEY A
B8 TF kW R LI, B S AP AR A S R T R R 16 Ao
RN R G E TR S ACS B 5w Hs" .

6. HALA e iR B

B AR E D he T CD40 Beik (— A fo DA FE A Fo 58
ek FREMH TG ABEAL X095 2 BE O
R (BB R Rk A sk R M e BE £ ) T B AL
B (AR B Bk R B AL A2 P bk ) U 2
CZIEH AR THEA T ACS B2 A5 EM# s i,
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XEAREY R FALE AR R S R AR A B KR 2 P4 A
AT RAREN G BRI, RBF LT ACS B A dirE it
ol 28 A B R e kY BRI E QR F Ak

B 8 7 ik AR TR e kn St TRy X — ik
o INAITHAE R LA AT ES S B AT P AR S AR

BEFZERNATHAREDFRG F ik F 0 AR, 3T
FAE AN AR R 0 TR b Byt sesk k£ %
TN SR RN AT AR S e B AR
W e A A TG TR ARG AL, 3Tk MR e
417 3 i o B A 0 s SRABLR AT o Bt

I AEWiRED A NSTEAC S/ ES T AR

A. Vo R R TRAG ]

SRR A AR E M G ST S TR AL
I

o ACS s KRR M AA, do RS IUILAS R G T &, B 2 B R
BACS & EmAG s dmiiddsh, (EERE: B)
M

1. 7R A S5 ARAR I ) 40 Bk Ao ) 25 SR 52 46,
ME:C)

2. RAEEMARIE C B BB G 45 £k £ ACS &7 35 @,
(iEHERE . C)

ACS %7748, (AEHE

1. SR e AR S

SEHFAT T 4R ACS B & 4708 UILAS B & Ao i) 8 32 3L, R
R TFAMAFED R E IR TSR, AR ACERAHT
S IUILES B & R 4B, B R RS T e RO R P ey B
BEFLRANSRQREF S H R TRALL 60 Rie
PESE AR B0 AR % T, B AR AT AL A AN B4 AR AR 49 HL 8k | 3 o)
BANNETPRFEZRKE(H18,19), Ak, p 4
L& RNy XL VE JINY 37 O SR L1 &L INY 47 b
% & NSTEAC #43 A4E & & 69 40 32 30, 37T 4264 ACS Fo JL4S
FEOFFBHERATIET . MEH N E I e iE By A, X 2
ACS 9 40 22 5] 4, o6 5 T A B ) 09 e 45 R B AT, R
B35 dniE 35S RO A G BB R B T ACS 3R IR T AR
8 &% sFTF4E ACS MUl 7l A2 89 U455 & % B 8 (Bl 4w,
LK SRR ), AR AR A 3R R M AR ST ik e T B A9 AN R
MR EBFRERAEN, TERITHGZ SIS EGIF
BEPHABT LR ARNEL,

Effect of Tirofiban Effect of Enoxaparin
D/MI (%) D/MIUR (%)
16
141 mplacebo 13 :g WUFH 40
12 OTirofiban a5 OEnox
30
25
iJ 20
4 15
10
5
0
Tni Neg Tni Pos Tnl Neg Tnl Pos

B 18 A RIHTERAYTT X T REAR P P 58 B0 UK 1
OB ZE P /NGRS 30 36 T 0 LB I 25 4 fiF 3 56
i NSTEAC H % 45 52 1fl /A 2 11 1 b/ T a 52 30 46 71
(tirofiban ) 47 AR . BUHE UR 1 Heeschen 251" 514,

TIMI 11B {8 i, NSTEAC 8 & 1F & B2 K T 'R
(enoxaparin) JGTTRCR . BRI H Morrow 2570 Neg: [J]1,

Pos: [H4:, UR . B A iz E A,
M CONS [JINV . ({,’,?:3:#)
*P<0.001
= 12 10.7 y
g " Interaction
= P=0.02
5 8
£
2 6 50
2 4
o
32 el | 555
% 9
cTnl Neg cTnl Pos

B 19 TACTICS-TIMI 18 {4 # NSTEAC Zi S 1F &
B2 RN NG (Inv) FRSFIGIT (Con) 6 A F J5 BT Hl
B/ B MI R RS Y b3 o Inv G4 3 LR AR & A2 )i 48
NS PR A2 AL O JE S AR AR 0 T 1 I 4 B YR
I7, A WK Con 445 B0 ik il A 3 5% , & AE PGk
1 (% SR ) I A R . 5 E Morrow 25 Neg:
BAYE: , Pos ; FHE

a. EKaTERZ

BRI BT, RAKY F B 20 B STEE
MAEBEEGREITHGESE PRI BAFAN e E 4, £ TIMI
1B X, 58i@ A E4000, % £ AR £ 27 3% ¢Tnl
REFIN A ZH B HFRATETE, 14 R s BB T M
RAL B TET 50% ., 48R, K4t cTnl 69 &% F &
B ELSANF AR AR R BT EkRR R
5Pk s % 5 BB (FRISC) 3X.36 W, 4 RN UG 38 & ik AT
FE(RER)BFRECMUNE R SHELTH A
&tUﬁOJO
b. #%& & b/ Ma Z 4K )

WRHFRIEAET HMEER G (GP) b/ Ma 24k 7 A
HATRA DRI R AR ENASE QLR AT A
PEHEON g by — AR R, 2R KR BRAN
B R A E R IE TR 24 DR Bk SR Gk
BEHEHRARTH M RIS THET 70% , @ Ak 25U
BEGEZMEE N Ak B L Hm A GP b/ la
SRAPE A AR T A R okl TRy — A A
R SRR E R AR LR AT EERAEART S
57 NSTEAC 2ot &4 (R F- M F Y R) B 7h ek
MRIEP, OENBEOREFAZEF LA, THEERAR
ILA ST A, X bk Ry R AT BVARIT 09 SR, T b2 X B P
BRWERFZERANEF LG, B, FEBCERF LS
(ACC)/ £ Bkt (AHA ) 2002 - #3789 RAR S KA
Fodk STHIEH CIIE L EHEE SN A, NEEGIT S
BEAAA(TR)RIE(a B B FCHRRBEFTEE),
ZHEF R T AN Ao i E MR B4R A GP b/ Mla
HRAERA
c. FHAIANFE

TACTICS-TIMI 18 X Z& a7 JE M AT 7 T S MUILAS & &
KA EH TN TINNNGE T PIRBGNAL, £ 5Rm AN
M EGRESZOEEZ T, B TRFEF S ERE,
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T (4 ~48 h) ' E & H b T EM(HB LN FTETAR
%t&W%T“&Vmgﬁ%ﬂﬁ%I&%E9 34
ERYROEEMENBEOREAA GV ES T AL
ﬁ%ﬁﬁoﬁ%%i4W&§%M%§éﬁdﬁ+%%m
(¢Tnl 0.1 ~0.5 pg/L #= ¢Tnl 0.01 ~0.05 pg/L), FHAMAN
RN B AR LI, AR R B T FRISC 1
ﬁ%%*m %W]ﬂiﬁéTﬁNﬁﬂM%%é%&%

B FAT TR YR
2.£%i%ﬁ@%

B AT & A R A £ T R A A5 &4 (44 ,BNP F= hs-
CRP)#v ACS B2 8 F 7 EX M MME £ 205 E—HHFAA
AEMRAYIESE (BN E W/ Rt A AL I-B), #+ %
%ﬁ#m@ﬁ%ﬁ%% ﬁ%cpmmm%h V#9145 R,

T2 27 HALAE ACS K A Fo/ Rt 2 B RIR T BRI NG T
&&Fﬁwﬁ MGWKFT%W“uszMA*i%
CRP % Bt Ao E% H 2 0085 2R A 4 £ F, FRISC I
KO E—FRAFREAN, AL TH AL EN B
(IL-6 F+ &) AT F TR BAFZ IR HL, Ki, BT
REREMEYHEX—RAZA, ERR LHHE LI, R
R NT-proBNP R B H60 B % P, T TR
ER B R AR 22N kB s eh 2B R A Al

B, F2 R A A A A KA 38 7 R AR R P AR R 29T, R
B SR A IR R LS T R T DR AR 0 AR
By A5 e xt T T 0 CDA0 Btk ik BT 309 %% P48 A GP
b/ Mla &4k 45471
B. ZA Wi A AR E a4

AL M 2B K, NSTEMI 47 %34 5 #5226, & 1 4=
Edp e 7T R T B B A R AR AR ST AR A
M OABH AR LSRG ot . £ T M #940 k %
Wi Z )G i Sk A A AR S e F 0], iF AL IV B, 2t
FIREFHELTARBERSERAOEBE, SPINEEG A
AR AT B AR E N B AR AR AL IS A F AT R
Wag—H(T1-A) o B4k A BT 1) Sk e 7 5 50 WUIR 8 69 A
KRR AR, B AR YE B 616 AR UL R R AR RIS L
WMASE R, ML &L&wwm%ﬁﬁigémb
A M5 A M 0 A T A AR B R B R e e T L &
7, BRI AT S B L ey B A
F R E 2 e R IR A
IV. & ¥tRE¥# STEMI &2 th i 5z F

Wit 12 FBRe B A EEM B LM STHRIES (A E
T, T s STEMI 6945 7, B b, &3z £ 4 W7 ECG #9
Boah ERIGE % a0 7 ik (AL A4 B KR4
#%ﬂ%ii%%@%ﬁmumﬁm%%¢ﬂM%ﬁ%v
BRZSL, AR & E T A T STEMI &5 %2 d ) %
R4 B,

A B R IEBAKIEE

A2 STEMI % 2 5% &84 7 ;R AP bk 0 e 2 LR AR
BRI (ART)RAFE LGS FEMINGEF, LM
& AR &8 S fe T AR X T A A B AR 5T K 3 IR R T
B RIS, EEA T8, R I E ) ke B
EAEM A E CK 8RR 5, 2k B L — AN F 0 ks X 52

S AL G AR e b i g 25 RUY m
FFRANIRE] e B R 9T X e 0 A JUA DB 1, 3T
A MAREMO I SR ERAET 5254 X S IRE AR
BEAAIE R, MaZkad ToF ) RAiE ik F, B
BRI BET TR SEE &G oTnl/cTnl 3,
CK-MB 42 58 3 Bk ¥ 18 42 /£ 69 Fa b FRml 15 (PPV) X T
90%[171 174] N

K, F S HERF T XL LINLE %%Vﬁﬂmoﬁ
4R A AR E Y A R A R I R AT S bk P T A M g
;{$i+ rﬁﬂ&z‘ PA) ;ﬁ;ﬁ]:/\mhlbéﬁéi %JE,J« 172 174] ﬁ‘
R, #ATERE S mﬁﬂ%ﬁﬁﬁ%&67ﬁﬁ7kfﬁx
WA, e, AT B R TG K (SRt AR EN)
J£ STEMI 3% 55 ' & 5% 4035 A 9 R R A 4, f2 B B 2004 52 2%
L AEMARES X —Fa L B R EERY .
B. &M WUAE L UG 6 A M AR & M e A

WS ILAR SE BT JG o ME AR A A M AT & A AR 64 2L
I &

— B A G e WUAR FE 0G 5 BT, O  RA HE AE  AR & A Ak 6
S (Jo, B 86 ~ 18 h*3 k), 3t & M if 45 A% 5t & AR A H 4o AR
F KA RO M, (EERE: C)
TA %

SHCFM K G S UL B @ R JE AR R &, CK-MB 2 144
h AR B kARES, (ERRE: C)
1B

WS WUILAS B G T VAR R AE A CK-MB #98:4%,, At h F S F k2
5%¥%ﬁ&m YA M WUAS B & st T 46 B0 ) JL Ok 64 A BT
ZBFERALEN, EERE: C)

JE Bobe s IUAR SB35 W7 B A0 25 69 04 97 ST AR B0 1), s L3R
A YA E M E AN E L F ARG ISR/ R TR
B, A BT AN ML 6945 7 3Rk 5 AR L\ AR R 89 R AR
B VA BRI T B AT R 0 B 2 R AR A s LR o

JEMI #4 %, 2% I CK-MB F & F= T 0448 B
%ﬁ@ﬁﬁ%&%@ﬁkﬁﬁ%m””o&%%%%% i Ed
3B (48 A BE IR AL ) I, S MUILAS B & 7T 3248 5 4% 58 @ 47
BAEEEMLE B IFea15 BT e ok 1E 0 16 R L
s R E AP B 6 — 5ok, T AL A4S I
MABEEGIEH . K, 5 CK-MB A8k, A E 30 &
EFEAM, b, Csm Tl F IS0 H 122 % k3T % A+
A Tl MXF RV H FHRBITHR, w0 R R4k
BEREOBWEAEE, AL E 02 st T 55 455G o) 3
# It S AR A A R Mg, T CK-MB 248 ~72 h A T
FEFEE, BT AR M Z G672 h 22 AMEFL
A g Wk A FT VA S Bh AR B 04 Heak R M ok B ILAS B G T AR
F 4L T AR o ISP RIS FH A K F, CK-MB F= IL45
FO W RSN TR TiE 4 ML L A s, ZRAH
TS ILAS B G &FF A ZOmliR 7 ik Eh i — T AR, AR
457% & Fo CK-MB -2 B 48 S 35 A5 7 69 71 4, JhAR X b
& AR E A B AR S R Y A2 T AR B T3 SR N
%t CK-MB & % Fig 4k 4 e 20 ML & 589 B 7§ 2 32 A2 3
’ﬁ?)ﬂ 4")‘11'160
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LI A MATE DGR T RARF LA SN,

F B AN AT I FARIE (140,18 h) a9 U 1EA By PR, JEde 5

—F 0 (AT ES S LR ER) T AR A FEme T,

BIROBRALH L Z2REBAEAN(ERECEBAR

K), WEFHE, wRARMEDRED CZWIEF, N

RABFEAT B F 09 % G4 d R AT I

W -3 5« 3 B e R AL TR B S B S A A s ) R

B EMARED R AR EF FREOERSEL L RY

PIRETHENESA CLIRE G TR L 50 kA

##9% %, htp://www. clinchem. org/content/vol53/issued f&
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NACB £ 5 2 & 3 :

X )% :Robert H. Christenson, Ph. D
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(copeptin) M3 A ¥ 540 B F-15 (GDF-15) ) sk e 2a i
G- G183 2 gk B (GRK-2) 770 5Lk 5t 48 % -3 (galectin-
3) 8 AT A AR 4 K P R R R Al 4R B A R )
A23% 86 B - 4 I RAE R A A A FeiE 52 (R 1), !ﬁb,zk
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1. BNP % NT-proBNP =T A Fl F & M4k & T HEFR 3 #hA©
) 3B AR AR Fe g R R S B B 0 5 (FEBARE - A)
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1. BNP 3 NT-proBNP 4| 7T 47 8) T HE k£ 3k 2 M LT A
BES ) RABRAEF IR R B H 0950, (EHEREC)

M

1. AW 5038 850 s T L2 #s RS B4 e
T, RIEFEFHE A do BNP 3,4 NT-proBNP #4ml, (FE4E4RE:C)

2. ESWS H B EF N, f BNP 3% NT-proBNP 4] 77 45 A
R IO A0S B MR LT RN B E (e AR B
SE)E RN RAS N FEE) . GERRE:C)

1. &Mk RAZME S ) 738 BF BNP fo NT-proBNP # 52 /i

1 % & T A 48K T BT 5 AR e R 5 R O R R Ae ik
A4 F B F 4T BNP Fo NT-proBNP #0694 Wi 48 A . 4R
SHPERPCHERTROER LT ELEFATORE
# i3t 47 BNP #o NT-proBNP #:) 89 7 2 bk, f2 R o 4 5 2%
SB35 BNP JKF 100 pg/ml 4F % =528 B M F7 500 F
FBL R AL, B LA 90% , 45T A T6% ,
BB AR R 81% , H 2 AT 1 586 4 B 2 bk oF R I A
s B F ke e RN R (B 3-1A), AEHM
WA H R P, 38 1E fe BNP o) Fo s R S8 IR 5 450 17 S wk
W& AR, R 294 A e BNP Al 48 ik &5+ 4
e oR P A B 0G4 A AL B R, D AT TR B 1) e A 2 G B AR
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proBNP A7 LA 64 ) % 4 A /£ PRIDE ( 2. ¥ # =3 0% B % & &
# proBNP AF50) TR B P 443 3] 2, 2R B 42 600 4] B =R
B Me o f 25 AL 35 & & 7 247 T oo NT-proBNP 4l , %
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=50 %) A K e FALBT, 3t &M S ) 5585 B A B e A
JEFedE F . # <300 mg/ml BT AHERE LM A %38 (A
PEFRHAMEH 99% , WA 3-1B) ™ | & KA WG R ELehig s
JEIE R T ALK S RSB 6 BRAEAS AR B ) AR IRk T
RPN B RF ST, B, ELEERAXLTEE
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proBNP & R &I+ ) o A B YW X AR 4h BRI 04

CRIRTALTT % B A W A R B R X0 Hvh XA T2
Sheg A AR RAE AR AEX — BB R L g A
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1.0

BNP.50 pg/ml
BNP.80 pg/ml
BNP.100 pg/ml
BNP.125 pg/ml

BNP.150 pg/ml

Sensitivity
=)
iy

Area under the receiver-operating-characteristic curve.

0.91(95% confidence interval,0.90-0.93)

0.0 T T T T 1
0.0 0.2 0.4 0.6 0.8 1.0
1-Specificity

Positive Negative
BNP Predictive | Predictive
pg/ml | Sensitivity | Speciticity Value Value Accuracy
50 97% 62% 71% 96% 79%
80 93% 74% 77% 92% 83%
100 90% 76% 79% 89% 83%
125 87% 79% 80% 87% 83%
150 85% 83% 83% 85% 84%

B 3-1A  BNP T2 Wit J) 523t SorEnf e IR kY 52
R R AE it 4 (ROC) ™, 2 Maisel A %5 240, “ Rapid
measurement of B-type natriuretic peptide in the emergency diag-
nosis of heart failure. ” N Engl J Med,2002,347(3) . 161-167;
2002 Massachusetts Medical Society. All rights reserved.

1.09
NT-proBNP,300 pg/ml
NT-proBNP,450 pg/ml
0.8+ NT-proBNP, 600 pg/ml
NT-proBNP, 900 pg/ml
2 0.6 NT-proBNP, 1,000 pg/ml
I
Z
£ 0.4
2]
0.2
Area under the receiver-operating-characteristic curve,0.94
P<0.001
0.0 T T T T 1
0.0 0.2 0.4 0.6 0.8 1.0
1-Specificity(false positives )
Cut Positive Negative
Point Predictive | Predictive
pg/ml | Sensitivity | Speciticity Value Value Accuracy
300 99% 68% 62% 99% 79%
450 98% 76% 68% 99% 83%
600 96% 81% 73% 97% 86%
900 90% 85% 86% 84% 87%
1 000 87% 86% 78% 91% 87%

B3 1B NT-proBNP FI T30 Jy 5608 2 E IR
AMERY 2R R 2 (ROC) ™ 4 B Januzzi JL Jr 25,
“The N-terminal Pro-BNP investigation of dyspnea in the emer-
gency department ( PRIDE) study.” Am J Cardiol, 2006, 95
(8) :948-954 ;2006 , with permission from Elsevier,,
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