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. BC®IC

DRI X 0 FR SN L OBEREICIE, SMEORE
&L TIE A OMIEZE, NEEPE, IRZSRIE—\ b
W 5 2VERE R, FHETT % O &AM O (stunned myo-
cardium), MIHLIZHE D By MRGIRF SR % &3 D, Bk
DL LT, (OHBEERYETY Y7, BIEOTE
(ischemic cardiomyopathy), REILIC X % JLikfERE, 4
.05 (hybernating myocardium) 7z E23Hh 1 F S 5. il
WAL, v = — %2 BIR LA G DLE LS, Th
ZNOIHEEOGHT, EIEFE - U A7 ERIL, EEREG 2 &
IZCOWTHETAHZENEETH HL2,

II. SR OERERE

1. SMTERBEENM A~ —H—
SMEREGEREOREZ AT L, FY 2 7 RIS &
NBIMPALE = —iL, 7TODARZ T HIHHT
LHZENTEL. Thbb, 759—27EKICHET S
(plaque) ¥~ — &1 —, 75— 27 OARLEALICHE T 5
(unstable plaque) ¥ — 4 —, 79— 27 OWEIZHET S
(plaque rupture) ¥ — % —, MK I 3 5 (throm-
bosis) ¥ — 41—, BRI (ischemia) A L A< — % —,
U - 38 5E (necrosis) ¥ —H —, KRV EFY V7
(LV remodeling) ¥~ — 74 —T®H 539,

a. 77— ORREAL - HRICHT 53— —

SMEREERICBI 5 T T — 7 ARl - R~ —H —
& LT, LOX-1(ectin-like oxidized LDL receptor) % PIGF
(placenta growth factor), PAPP-A (pregnancy-associated
plasma protein-A), X S EE~—4—& L T solu-
ble CD40 ligand 72 E2%EH &N 5. KD T —~< L1384
% 5O THMIEERE SR I NI2nw Y,

b. LFGE - B~ — A —

Sk OHEIEZ &1 XD B IO LRSS E A A U B
&, FrMEEsGEESIWIRE~—— (VL TF U F

HABE R R 2 T AR BE N - 58 & £ >~ & — (F270-1694
THEBL IS AR E R A Sk 1715)

F+—+¥(CK), CK-MB, I+ uvy, LIRSS &
# H (H-FABP: heart-type fatty acid-binding protein)) AL
T 5. RIS CHEIF O ) B IR I i
X, MiRRE~—7 — o EAITEMIOEREMTH Y, L
AN E X CTH B T REMEDYE 2 H N5 2%, BB
o 723 A1 LA ZAg CEEE /R, LT, Eids
FEPORREMIC A ZZEAITE, W ERHED R S 1,

FER=VT, baR=V1, I+ VL EORHER
Mo~ —H =S AICER S 5. 2 oM Tl ORI R
WCHIB -7z SN S, B, haR=UT
BB T NS DK 6% AAELTE Y, LRLomH
O EE WL T oM B2 RS, LE - 35
W~ —A—oLFHIE, BTy 7 - figgry) 7, g4
R L, SRR O OHEREEHM I B W T d L
REECTH 5.

BI1iE, Db ORiE I S 7z SO mif 28 40 %)
BT, REREIICIE L TR SO~ — 7 — O
HEARLZDOTH D9, I+ 708 VITRIER 2~3
I ) DA A b Y S A, 24~48 BERT DL IC IE# i IC 187 L
72. CK, CK-MB IZ38JE 4~6 BEF LIPICHEEL L, 49~72
RERTCAPICIE R I L7z, SAUSH LT, i JEURGHE H ok
O rOR= YT, I+ VEHIIIEAE 6~12 FEH < 1
L, 1AM EREMELEREL 7. R TI, 5%
HiE 4~6 BEIE CEAE (50.10 ng/ml) 25K S, 12~18 B
MTHRAIDYE =7 IEL, ZO%RMEMGHEDOEIEZ SO L
TO0~120 s — 27 2K L, 7~10 HIH&
fEZfeke L7z, F72, WUWFRERRE & BIEFRERTED L <
BEEIRBEREE ICBWTERDIRZ KT 5 &, B
WITFESERE Tl wash-out BIRIC X 5 CK B X U°CK-MB L
AHEOWKE, C—7fEF TORMOENRE &I, b
OR=Y TOHELE—7 ORYIMBL L5 2 € — 7 2%
o Hniv.

1)CK, CK-MB i HhBhiEIC & 245 4 X%

D~ —H — OREEFRYIE LS & 0 155 5 i B o 1
#% TR (AUC: area under curve) 7> HHEZE £ X %2 5
THILEDVIETH D,

—115—



J Jpn Coron Assoc 2007; 13: 115-120

TnT(REBRTE)
TnTGEERZER S U < IBAEH)

I\
i
x50 ;Y
! P - N
a o\
\ N,
A

\ CK,CKMB ™

., - . N
~— ~. .

N\

.
\,
-\

NS, . I

el ~
. N
<

3 4 5
SEAER A

X1 2MO0mMEICB T 5008~ — 7 — ORI 2L
(n=40) Rk 7 £ Y 51H)
TnT: baR=>T

HigEH 4 2 (18)= [f(t)dt x body weightxKw /(EdxKr)
=Kd|[B(t)dt+E(T)

ELTHEEENA.

bivb i, 1983~1984 4F 0 AR 7 56 58 ARERT 12
CCU A L2 Vh Wit 2E 77 Bl &2 R, v a ) —
CHEIRNE 502 & 2 FREETR 2 0 O R & R % 3Fli 5 %
HIWT, CK 3B LU CK-MB Ol HEEE 54T L7290, Fi
(FSAE 6 IRE [ LAPY) FRaE v almt, JE M PRl le, o
Y hu—VEEO 3BT CHBERE TS L, M2, #£1
RS &) RN BROEREZRED . Thbh, R
B CIE, CK B X U CK-MB ® wash-out B I124E
) PAEEOWMAKE E—27EORI T 7 b, 512 AUC
DX T 2SEE S 7z 0.

DB rERE=VT, 1

FaR= Y T35 1 37 kD DL IR ER O —>
Thh, PaE=YI(7Z b3+ D ATPase iGEER
ZPHD, PaR=Y CHVT Y A EDREEEM) & LD

1U/L
5,000
A
40001 o—o > hO—JLE (n=24)
oo RHIEEMEAR  (n=23)
w ~-4 EREIFEREER (n=30)
:@13,000*
B
52,000*
1,000
.:0:.-‘.___‘__::::‘_::—~ i}
! ! ! ! ! ! N 1 =87
0 10 20 30 40 50 60 70 80 90 100 RHfE
1U/L
500
B
4001 o—o > bA—JLEF (n=24)
a o--o RUIEERBAR  (n=23)
E\’l: 300 ~-4 FERHIEEREERE (n=30)
o
= 200
N
o
100
0 | | | | | | | TR -
10 20 30 40 50 60 70 80 90 100 FFfE

B2 e EReio CK, CK-MB ik BRI K33 528 Uk
6 £ V5H)

A ¢ CK B E DRk Y221

B : CK-MB i B RE D REIF 922 1L

haR=vHEEEK(M ARV T 775 vBLt0
RIF TV VLG 2B L T 5. LFMRRNT
) 94% 3B E MR R R O — 2R L, &Y 6%
A E A & U CHAES 4. fRER I T 2P0l
FH 2 BEHI T H B A%, R AN TIEME S e v (Gl
<0.01 ng/ml).

ST FARLLHMSE Tl MBI 2R L, IR

R1 MBSO 4 XIZRITTHRD T G 6 & 0 51H)

G control Gz UK<6 hr Gz UK>6 hr
(n=24) p1 value (n=23) p2 value (n=30) p3 value

Interval between onset of chest

pain and UK hr (mean+SD) — — 40+1.2 <0.001 12.0+4.5 —
Peak CK 3440+1361 NS 2818+1440 NS 349741619 NS
Time-to-peak (hr) of CK 20.0+4.4 <0.01 16.345.8 NS 18.2+45 NS
Peak CK-MB 356+123 NS 2874124 NS 350+139 NS
Time-to-peak (hr) of CK-MB 19.145.2 <0.01 14.9+4.7 NS 17.2+4.8 NS
2 CK (Sobel) 769513859  <0.05 < 5362+2700 <005  7026+3017 NS
> CK (Norris) 470612228 <0.05 3401+1824 <0.05 451042187 NS
>, CK-MB (Sobel) 7311285 <0.01 509+185 <0.01 6701265 NS
2. CK-MB (Norris) 388+142 <0.01 274+122 <0.01 376160 NS
Time to termination of CK (hr) 98.5+25.4 <0.01 76.9+21.9 NS 85.2+23.1 <0.05
Time to termination of CK-MB (hr) 115.8+24.8 <0.01 93.3+27.3 NS 99.2426.4 <0.05

p1 value: between control and UK<6 hr, p2 value: between UK<6 hr and UK>6 hr. ps value: between

UK>6 hr and control
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B3 FHERRIED LK~ — 7 — MBI RT3 38 G5 X 51H)

A RUEIFRENE. 3 KR 30 47,
B IEREALRENE. 13 R 30 70,

OB %> & O GEE 12~ 18 KB 1 ¥ —2) &
57 B AR AESEEAE (90~120 RERI #2565 2 ¥ — 7)) O A D g %
MKt AbnEEZ5NS, baR=Vy1H taR=r T
LIRIZFMROBENBELRTH, PaR=YToL)%
TP BISE S .
@ ST FAMDOYH

ST FABLCHARSEAE BT, 53 ioRe 51 & o JE P E
WREBNZ BV KL~ — 7 — o HERE 2 Ligd 5
&, FUHPLHEGAE B Tld wash-out LBRIZ L S CK BL O
CK-MB LEH#EDOWM AL, ¥ — 7T TORE O/ L
LB, PRV TOEIE—s0RMHB L2 ¥ —
7 DI SNz, ZHIKH LT, EETREE
BICIXFABREDE 1 - ThoTHHE2 -7 DWFEIL
o SNT, WEHEEIE D & OFF IR TIE R d o
b EZSNKI)Y. bLbhoOKiHTIE, bo
K=Y TOFELE— 7 HIZEMENLT 2 —I12 X 2 BE#ES) 2
37 (r=060) &, # 2 ¥ — 7 i (218 MW o 7 = B K
(r=—0.84) 3 L O° TI-SPECT R A a2 7 (r=0.78) & RAf 24l
MARLZZY. $74bb, H1E¥—Z7fEIIEMICLZ) A
7 W (risk area) DL &, H2 ¥ —ZfHIFEZES 4 X
(infarct area), 3B X OFEZESZOLHERELZHEE T HIRIE L
LTHHTHSHZ EAVRBE NI, E 512, HiREH ZE5ER]
ThaR=Y TOK 1 E—27HGHE 12~18 KEfITE) & 4
2 ¥ — 27 i (96 K:[E] %) D I (2nd/1st peak ratio) (X, (X
® nQuv/nST-elevation index (1 M O FHF Q P ILHEE
B/oERERE O ST EAFER L AEOIEMBZR L (K
4), 2nd/1st peak ratio {&H 2€ 4}/ A & $H I8 (infarct
area/risk area) ! DMl FH (myocardial salvage) %) #: % &F
lid2EEE LCTHEHTHL LD EHIRE N,
@:: ST EAMoYA
MeAsseEMENE TRV —Bko¥A121E, JEST L
AROLENELE RS, HEROBIIIEHETIE, peak CK

LAD #6 PTCR 100% — 75%
RCA #1 PTCA 100% — 50%

2nd Peak TnT
1st Peak TnT

O HIEEEZE (n=11)

r=0.64, p<0.05

s ® TEIHEZE (n=13)
r=0.14, n.s.
Total (n=24)
r=0.32, n.s.

15—

0 0.5 1
nQiw/nST

4 PuaR=> T 2nd peak/1st peak It & nQiw/nST H (THK
5 £ 051H)

SIEH FRRED 25500 oA I11ZIEST A RIKESE, 24%
K THIIAREPE L BT ST Tw/z, La»L, &
B TERRNE DRI ZE S X D, BB ARE T O
15 O AR FIRN HIR O LB Bl S hTs ), o
NOBRETHIMNERICEIB DEEZ SN, kD
CK, CK-MBllZ2 Tl SN h o7z, REEPIET
D~ — A — TIEDF I % 2D % WIEBI D) 30% T,
BERYIC Ry ToLAREO LR, ZhzM/h
L EE (MMD: minor myocardial damage) & FBl4 5.
bbbz, CCUIZIE L 72 Braunwald 78 7 T A
B FfE AL EE 22 FEB 2335 & LT, I b a R
=Y T, CKMB, 34+7ubty, I+ VRHEIIZOVWT
MLz 2h, ZhEh 64, 23, 73, 27%DFEHITHE
WA RO Y L (YOI E, RBEOEEIIR A
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(&)
%200
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x104 FIEA EFE
31 n=6

X2 \,

x1

0 10
(CCUAE)

X5 AREEPAIED b TR= > T MR B 5 i

EHRE Lk 6 L v 51H)

n=24/35, class IIIB: 32, class IB: 2

T 7 T T T
20 80-120 140 160 (hr)

Y =Ry T a ) ORMTFAOWTHNT AL, b
K=Y ToLEAE, CHEEOTFHMIIHEO THHTHS Z
ERHSPIZEI N, D X ) B0 E (MMD)
EEBT AARERET, BRMYICEH~ — 7 — Dl
BEE ST AL, baR= v T oiEEE, a) 0l
AR, b)BIE FARE, o) Fifkt AR 388 — VIS
ENR(H5), a) THEERA S X 2 D525, b) Tldlbig
) A7 FIED/NSWHZEDS, o) TIRERESHHEIZL S
KIFFEANOHEEZ T 5 D0 LFERENIZY,

3) LT AR E RS & & 1 (H-FABP)

H-FABP (30 il il B Fe W 8 8 AR E 3 5 00 1o
15 kD /N EITd Y, HERENR DR O M e P % 2 B
H3 285 A EATH 5. DRI EE ) ORI
55 R LC CK R CK-MB 2 BRI THEE 1~2 IR DA I 58
RMCIF~NEBL L, 5~10 T —213EL, 347
o e L AAkOSE R ENE)E %R $. Sandwich ELISA
BCE ) ERIE S, A OHBEEOBK A v bt Tl
ELT62ng/ml BRENT VS, I 70 L
JERE - BRREEANE L, RIS, FSIE 2~4 R LN o8 Sk
WO BA B (Bt T d M at O ZERRA), 1K) A7)
AR THLHY. X512, HFABP Ol 8 % X1
GMTH LR Y, MES A X (peak i), TFHEFIZHE
9 wash-out B4, MR, FREL & DA HET
H5.

c. Lol AL A~ —7%— : BNP(B-type natriuretic pep-

tide), NT-proBNP (N-terminal pro-BNP)

DAEOEELE & B2, LFEIZBI S proBNP (pro B-
type natriuretic peptide) & B & % O 455G EAA BNP 8 X
O IETE VMR NT-proBNP D L~ 25 B L, i
BNP 3 & " NT-proBNP 23S HZ /R L, OASIES O
EIE A, PHRBERTLELTERETHL I LITLLM
SNTWA., LBIZBIT 5 proBNP &iid, ASILiER
JE b5, RIS R R, BRI, AEE K%
EICX U 510,

SUEEREMEREIC BT S BNP, NT-proBNP E5-1%, FEI
WX BEENREMIE RS, £ L COMEBIMA LA BAK
PHELLEDEEZEZ LN, LHBEOFMIZL ST

RO FEP & FLEE & IKB-d 5. Omland 5%, 2tk OFHE
FEFSEM 1~7 HIZBUF % BNP D L5132 B A4,

ARG, BEDY X7 2 FNTHOTHY, LRI
(LVEF) DL R ICE A = P PR FTH L & 2L
7210, X 5|2 TIMI-16 trial ® sub-study 2B W T, S
HE B SEAE 40 IR5 [ 7% 0 BNP A S T 2 #EBII 10 20 A
BT, LAEIEDY X7 BENI EIREN, &
B0 BNPHIIM L2 FPHRTFURTFTHL I LS
M ENT2 W X 5|2 Omland 5%, ZEMEREBRESRIE
3 H#% ® NT-proBNP % #ll€ L, ST 5 -B0.0 548 Z€ 204
B, JE ST LARLUAGHIZE 220 i, ANZEEHLAE 185 Bl %
51 HM 7 +a—7» 7 L7k 2% BNP 3 L72F
BFMNTTHDHZ & %KL, Kilip 4%, LVEF, i
ZRCEHICHIIE L 72 d BNP lIZ P PR & LTl
NLTHEXRDL(EMmE24) 2L 2HEL TV
59, TACTICS-TIMI 18 Ti&, JE ST b 577l ik i i e
HECc2aMMIZ BNP 80 pg/ml #i#lz 2 #ECid, #7 HIH
(25% vs 07%), 6 A% TD (84% vs 1.8%) A =T W
FECHEAERL, FuR=r 1Y TBNP &E#HETIX 30 0
MO F 722 OHHEOBEIL 75%TH > 72012

LT, baR=rIEH%BNPERMEHETIE 202128 &
Foz 0,
bivbhig, B2MEEREEICB W, JEST AR

ST BRI, CK-MB® FaR= ¥ T % EO.0 5
X—=H—=DMERETH B2 00 b 5T, NT-proBNP 133
iE 3 IFHILIN OB E LWEEE R 2L 2R L7
(B6)”. T, I ST LARDHHPELLHIINT S
JEIMA N VAR THALZ LERIEL, ZOHREL LT,
LB AN FIRFHTEE T O, FEBSE - R i aHIs
MWILHTH D Z &, BIMA N L ZAORMRAE - SR,
BN 7 EDOWEEEAE Z b 5.

2. S/ Ef (stunned myocardium)

B2 PHZET 5 &, OWRIMIC X D PGEEAMET UEE
TR E 2 R U525, W CHER T 5 &.Omig
FEAZKE © W ASDGERE AR T L 722 IR ASBIE L, FEREINITE
VR~ H & B9 A B R P A 00T B 508 £ DA RE B 52 %
s b, T1% Braunwald 1 stunned myocardium
EFRBL - BRMICIE, SV OMEEREmRLERE, N
BRI R B IROE TR R, I TR 82, AL
TBERLf 72 LICBIE S NG, 20T L LT Ca #E,
TN =FIANEEILLEENHITONS, FHREmIZ L
AH—o Ca#EMIZHE 7o s 77— 2 im b L, M
R fgs, MLz REE L, IUHEHO Ca &M &)
MEPEDART 2 & 729, Lo - BRABETAIC X 2 Wi D i
MHBETH Y, MIEAELF N <~ —h =12 X BEHiE45
BOBRETH 5.

3. 2MEMKAE & BHEVE MM EIE AR

VRN ANE 22 FEE U 72 2 = G RR R SRR TUE, 2R
WIE RS o LB RE (M, O, BRI, A=A,
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(a) CK-MB (b) TnT (c) NT-proBNP
oo P200%2 gy PERO268 gy PEO0ST
1 3500
140 6 4
2500
100 - 4. |
50, 1500 w
4 21 )
204 ’_—L‘ 500
P — = 0 (VR —

NSTE-ACS STE-ACS

NSTE-ACS STE-ACS

NSTE-ACS STE-ACS

6 ST EHMEIEST EARICBTL.085E BIlE~—7— L L0HA ML A
~— 7 —iE B O AR Gk 17 L W 51H)

AP EZR E) THo T, BMEMIKEZ SR L 2 Wi
BN, B AMIRE O MRS E, AR OmE, A
B HEERZEOMRPE LW L sh, atkiik
WE DFAEREF X, RIS R OB ZE b L, ok
REL ZMEIRED LHICEEL TWD I EAVRENTWY
5. ANP, BNP, FaX=r T A E0ENEREICL S
TSRS 5.

1. 1SRRI OHERERE S

1. EZVEFV T ENMF~Y—H—

DA ZE RIS BT 5 Bk o BEZE ST o diak - FE AL
(infarct expansion : 0 ili#ifd @ slippage, disruption, 3
SEALAEN OMRRIE R K %) &I o m LR 2 &
WX B EREFREIERICV 2 —EOMBELLEE) ETY &
v, LEHMBEICEBT 2RV = -7y U F T v
VYTV AT U YRBPEEREHERIZL TS,
FVETY Y 7ICHGTARTFE LT, BEY AL A(KIZ
EEW), AEA GRS S & EENERE
fif TEM), WERTEIRO A EI%, SEHRET
K), FRIELRAZ (BiBE, LREBTEHEW) 2B IToN 5.
IR O RBBEIRABIC L Y, ACE BHESE, 7%+ 7
VY UREPEE, TV AT O CREPUEE, BN Sk
EVETY ¥ 7O & OARETIETHICER) TH 5 ik
DIRINTWV S,

LY ETY 7 - v —Hh—& L THBRIMY ® matrix
metalloproteinases (MMPs) % tissue inhibitor of metallo-
proteinases (TIMPs) O IfiL 1 B 58 % 2387 L 72 72 i A3
H &M 5. Framingham Heart Study <Tl, Ifi.tf MMP-9
WL DT I =12 BT A IR NG, BEE, A=
HOMKEMHBETLILPREINT VLY, F/z, LR
O IE O FEE AR 12 B W THUL N O MMPs (MMP-9,
MMP-3) DFEHPITLEL TV LT ERHMENT WS, L
HZE®R)ET) Y 7B A2 INbDY—h —DBEICH

FTLOMANEHSNL20, Fi2 b Yy IR - )ET
) V7 oO#FETI, type II procollagen 7F type III colla-
gen & N K peptide (PIINP) IZ 0 XL % T, Il
PIINP #EEZ ) BT ¥ 7% KL B ERIRIEEECH 5.
MAwst< Y v 7 Z glycoprotein Tdh b 7 H— 3 v—CIZ
B3 st dbiH S5, Sato HIFAMOLHEERZRD T
A= r-ClEMBEREL L, ARKEOT - -Cig
EIERES HEO Y -2l LTLAL, 72— ¥C
>848 ng/ml SR €T ) ¥ 7 FLR#E A= D 20% L. L
OB = FRL, >92.8 ng/ml HLOHITEAEZ Tl 5 5 fiE
ThbI EriLTna»,

2. BRI DERE

TENRFEFEL AR D &0 B OHREMmIC X Y, &
e L EE AL, FWROEKRE EEOIGEE DK
TEETHETH L. LHEMTIE, PERILOHAEICHT
AL DZ <, DRI R S e W R R L, TR
EHETFEPARLTDH S, MEF AR, DA R
Dy =y PELTHREEIN TS, BNP O EADOARR
53 bOAR= Y T 2SR SN B 56121, BT
PO EEDSHEFT L TWAE I EHEM SN, Eilh) S ol
ML DRI BT RETH B2,

3. X R/ E5 (hybernating myocardium)

FRIR 92 R BEAR A2 % 01 9 S B IR I HEVE S T B0l
ORI T LTB Y, PAEOMERIC XL ) #
RN MR GEBIR S A S A7 &) T 5 HREEZ VW, —
Tili o 58 SO (B R AL A & T2l L Ak s s,

4. HAREEREE (HLRAE)

IDANEIERI D 20~50% 1 A EASIZIZIEH (LVEF>40~
50%) T 0, PWREHEEICLZLAERI LRV
&, FLUCHEN, ”E(CGHEM), ZEEXR, ORI,
R %e EDVWRAED) A2 T 775 —Thb I EIR
ENTWAH, JRIEREIC L 208260 HRITER
42~28% & s S, HMRIGEEHRER AT X B
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AR EORMFHIIIGERREEO S L HSIIRRT
Hob. DA T —T VB L OB ERAERICX D, R
AEOFRIERF I, FIOEE R SE T RS
BooER s, B/ % ek QR S a i
WMOIELETTY 7 MICEDbDTHL I ENWHLNIISN
TWwa. bivbiud, D% BRI L 72 B ik O B
i, EIEMEOERER, 7R T YA Y v RGN
T, RIDT =V AF vy 12X 5 L 7 /2 S 9k e
(peak filling rate, time to peak filling rate) DFEEDE L
W2 ERHLMNIILAED, Rita T SR & RS h
H., MHPLRETIEI IR ThEDOLHEE~—
H—DLAZED D L3P, BIRNIZIE BNP 0%
R ZEAL 2 S PEERAERE 5 2 00T 3 5 2 & 5% .
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