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Serum Cardiac Markers
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1. 4RERY 9

F4+-%HF 3 (coronary artery disease; CAD)
& A AAANA T TLE Abge dd
oln], 1 HlzE g2 F/istn vt 53|
T2 n33slsel CAD dig Azm7|=e A
o2 BAAHEA FA F7HEACd JeH, 1

%, 5&4 AP A IH(diopathic dilated
cardiomyopathy) S TAARF AL F ¥l
t}. CADS Atg&E2 AH3 Aol7t sied, ol
£ French paradoxol At Zo] A48 &3
FAA 29 Fol A FHAHT(E D.

x 1 w4 Aa &4

re— . i ——

sdy Aede 34 4234
SEAF 423
O

B2¢A JASEA AM)

o] S8 AZdE  AZE
Al g

ry

NgAE BN AYY 2IgEold A%
287 AAE ARy d8ME ¢ade=
A7ES SolEst B JAd HAE Te
go| WasE, 2 ok oF Ak AF
AR S E7] ol

SN AT &4 38 B SFAAA
z7]0] ABEA Aveg A&3 Nzsts A

2 <3

o] 2483%d, AFFY FREFE sihdte A
Zo| 10-15%%te] A4 A % M(acute myocar—
diac infarction; AMI) °|th, AMI9] Z7|Z G
ol fHE YA HAle URT7F EobAd &
A Bse YREL FFY YHEHAES
A Hu, AMIZE obd @& E Holx7h
vouz Bdgd JALHARE T BF
= EEH.

AMIel d§ WHOY I &7]&& (1) nitro®
3o westA e FFo 208 A&5H
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AU, (2) 12 lead EKGOlA HAH W3l 2
leade] 4 &A)8ta, (3) F cardiac enzyme¥]
7t 4, ol 37MF 27i% uFEH AMI
2 g8 £ o FFo] flv  silent
infarction’ & AA9] ¢F 30%<2UH], ol T
g2 =0 2 A4 FAAM BI giHFHe=E
5%E SHAdAE Y B4 R EHIsE
I Ut AMI FAES Rojlx #xFd e Bt
A FAFYU A5= v

. Creatine kinase(CK), CK-MB

CK+ CK-M (muscle)® CK-B (brain)®] +
a9 2 FA4=5H9, CK-BB, CK-MB, CK-MM
59 FAELI K 2). AAY 1-2%A=
ol 4 macro-CK7} €A43t9, CK-MB% A/l
AMe 5%eivtoly HANHAE 20%PAER F
7Heth, CKe 2504 8zt 288 go] &
T TEAFAAME F7H3

CK iAo AE5S A¥FHA MY
EKGE ®<Ql #x, dH83] 59 A F§A
T 879 HEE A, A28, A4S 254
g A, FY #AY B TZA FolH,

# 21 &£ 2002 -

CK-MBe ¥4 Zxxe <SUL (25°0),
<8U/L (30° C), 8]l <12U/L (37" C) Folth

MidlA CK$ CK-MB 4=+ A7 =
gt W3st=d, A4 F 4-10A 3 Al
A ZEted HuAes 2443 E(AE A= 10
A zF g Aol Egdtm, 36-72A13F Fo
= AAAZ FHojHt} o]¥€X CKE AMIY £
710 AEdla, 270 AGoz FAHEE F
719] Adsdozs H{etA] g

CK-MBE 28z &Ast2z2 AMIY g
CK-MB9]| Eeolxx "o 9, CK-MB/CK H]
(ratio)& ©l-g3l4A Eolx7/l i F7HHY, #
< AT AALY A$ RPEE Woidn,

Iv. AMI9 N[22 EXA

A5 AST, CK, LD % °]&9 FA&A
T AMINA 2 =s Holx7) Hi3 ¥ad],
53 F non—q wave FAolut EURHAST,
Asd, AFd, 25E8 A4 53] dsn.
AMI9] 1_‘%}‘-‘4]7‘1 EAL 2 999 <&3elA
qF 2AA we] AL, A2 EAAE

I* 2 CK 2 CK T34 &3 £X
Tissue CK activity CK-MM CK-MB CK-BB
(U/g wet weight) (%) (%) (%)
Skeletal muscle 2500~-3000
fast ("white”) fibers 97-99 1-3
slow ("red”) fibers 95 5
Myocardium 500-700 <0.1
normal 95 5
pathologially altered 70-80 2030
Brain 200-300 100
Gastrointestinal tract 120-150 100
Bladder 85 100
Uterus
nonpregnant 165 100
pregnant 245 6 94
Placenta 250 19 1 30
Prostate gland 85 100
Lung 15 0-20 80-100
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* 3

Laboratory parameter

2734 A olgHE FA % 57

MM (kDa) Biologic HL (h) Increase (h) Peak  (h) Normalization (days)

AST (GOT) 93 20 6-12 18- 36 3- 4
LD-1 (HBD) 135 110 6-12 48-144 7-14
CK 36 17 3-12 12- 24 3- 4
CKMB activity 36 13 3-12 12- 24 2- 3
CKMB mass 86 13 2- 6 12- 24 3

Myoglobin 17.8 0.25 2- 6 6- 12 1

cTnl 22.5 2-4 3- 8 12- 24 7-10
¢TnT 37 2-4 3- 8 12- 96 7-14
GPBB - 188 4-6 1- 4 10~ 20 1- 2
H-FABP 15 0.3 2- 5 6- 12 1

* strongly dependent on the timing of reperfusion of the. infarct-related blood vessel

e il s, O Json (B0 bl it U)o s 05T s, G, 2
phospharylase isoenzyme BB (GPBB), heart fatty acid binding protein (H-FABP)
i 4. v BdFAEdE8e] ADFH H2Y
g F A2 0 2 4 8 12 A%
Myoglobin or CK-MB mass X X X X (X) -
Troponin I or Troponin T X (X) X X X X
X =33 X =75
2 7|E9 ARARTYT Z7] ¢ f&Eces A E 5. Z7] AMIS H# g 94 E
o] tHFE 3~5). 3y = (BFEA & A3
U435 HALE o] 83 CADS AP B "' 0-2 3-4 5-6
(1) % 2 T 6AZojlo EKGH 3 glo] CK activity 15 35 70
Agstir, (2) BALIAANEE @ R A CK-MB activity 10 25 55
ABF B AHAE F7]o JA@dd, 3) BE CK-MB mass 30 70 90
g A ZAA S dFH|Aol reinfarction CK-MM isoform ratio 25 60 85
ARE Z7|o] Adstz, 4) E<A FAF 8 CK-MB isoform ratio 25 60 90
A F 29ETES #3Yse A Solth Myoglobin 35 80 95
cTnl 25 60 80
1. CK-MB protein concentration (CK-VB ness) cTnT > % &

=

BEAHHYEA(EIA)Y ¢ % CK-MB mass £
Aoz AMIC Z7], BF F& 9499 A
A g =7 o Felxth. CK-MB mass
AALe] 35 AMI ¥ =254 #8x9 =
7] g, AEAAE Y monitoring, EXHE
g A9 dFH|AH Fol9, EIA 5202 =

A3, FRAE < 5-8 pg/l oIt}
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AN FT dAF A 6A1Nd = CK-
MBXET CK-MB mass’l & UgE=7 22
o] Eo|EE myoglobin®th ©§ &t} A#FF7}
AAFsEE, 2dpg/l/h o] 2, Z& 90E°|WH
4u} ol Frijitt. #AF 8x%F CK-MB
mass37t 27 FA &L JdFE AAEL, 2

S84 7 & 4 e, 37 CAlA CK activity
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SN 25%Ad = 2/ELL A g,
2. CK isoforms

AMIS| Folx CK-MBS] 9AEE Fo]7]
3 o2 CK-MB isoform ¥®l(ratio)d =
A=, A7 2709 CK-MB (MB2, MBL1)
o} 37hel CK-MM (MM3, MM2, MM1)7} 1t}
Aol EAdteE e MB29F MM3o[H, w
oF Ao &Aool ZHiXH MB2/MB1H| 7} ¥
stdot. 933 ez MY Z71Add AL
A 59 Al #8310, high-voltage electro-
phoresis2 &A% JF 31X+ MBR/MBL <15 UL,
MM3/MM1 <07 U/L, 2 MB2 <2 U/L Sl

Myoglobin, MB ratio @ MM ratics F&
AdddEg 7MY, 12-24A R0 A7 &
o, @AEMAR 90F MM3/MMI ratio 7}
2 ool HAFAYU AHEE v,

3. Myoglobin

83 myoglobin® Z%3 A 7jdst

H, 8d4M FEeHe AL F2 PYPAT =5

&4l 2] 3}, MIe] ZV|Rdho] w9 {8310
dHEANA R HAFARE AT 5 Yot
dEdHozE MIZE 9HE W AAM =
Z1Zigd AMIE sy, 3838 o
Al, A 252 B3 FF, oy &4
rhabdomyolysis®} d#¥E AFA9 ZA, 27
i 22X x|y FAEF FH TN T4
&3t AP S HAEgY, dYdEAgY §
of AT AA= A, 8F L x Folz, I
A 83 92 8% <70-110pg/l, 2831 =
<17 pg/g creatinine o]t} ‘
Az AMIA 5L F 2-4A3
F5E F718t71 AlFsid, ECGEsl glolx
myoglobin®| F7}=¥ MlIe] 7}s5Aol &} &
% 6-10A17F Fol= myoglobin®] F717F githH
MIZE ol WEAFAE AN A 28E49
U 2538 Adsler Y. BALHAERE
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e fAME 10204 o) FE8 F7H
Aot Agez oleth YHEAXE 3 15
ug/ll/h ool A% 08 F W] o4 F7HA
HEHY ALVFE duigch SHASESL B
Adtelmz et YASAAE dselRE A
% ¥ 23 A2 PICAISE #ud 4 Utk

4. Heart fatty acid binding protein (H-FABP)

Myoglobin®] E9°|E2& Z738l7] 3 H-
FABPE ZA3l4, H-FABPE 2 AZd &
A3t A Z{QA= myoglobin/H-FABP 4]
7} 2001%eln, A S5HET. A4H
o2 AZTAMY gA(Z7|AY, AZM), A
23 g9 A Fol #&38ith ELISA 52
2 FA3H, e ¥A, 8F T& = T
i, FaxNe 84 2 8 Spg/Lol?, = 10
pg/Lulet Fo|td, H-FABP: Alddl 5ol
ol A&} A ZT/AE EXFT} Myoglobin/
H-FABP Y& 38, myoglobing] A2 £&
A 25 719 9% AEE 5 vk Myoglobin/
H-FABP H|7} 100 ®te| MIE <lv| 3ot

5. Cardiac Troponin T (cTnT)

cTnTE A 5oy, Fd= A
£4A Y, dA4¥ ez AMIY 7] g
A, ALAANEY AFAF £, B¢
D A5 dF 44, A2 Ml (4, J
F3A AZAA F) T &35

EIAG o2 SA30, A 8 32 8%
Folx, FIA+= 0.lug/L olstelt). YJdHo
Z Mo o, ALHAEY FHA FA /&
3oy, FAugL A2 &4E ZE3 YErY
3, S-Sl 2A T Fo ARZAEYH. A
AME Ao BAIZF Fo HASIH A &
Aol AZEHES AT 5 Ut cTnTE &
2ol 50%l A FF F 3-4A3 Fo S,
1073 A 59 Alelole RIZE 100%E Y&
At} ¢TnTE myoglobin®]vt CK-MB massX
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olz7t o Fow HuA9 1008iAE &
AEA e Bl Sgol A5 A
TnT—:I Z7t= "7 AQ AlZdAls
ot cTnTE 3-49#d &AstE AAMe
‘20}% Z A} cTnTE 2-35F7 A
ola Aoy FSHEMAY

=

N

nslm o 0,

R <1 A | A (TR )

.—“H

M

0,

A8 £ PN
Al 02 pg/L/h
}?_‘-'Jr. —’—’S*ol‘-} =% Fukg Has
F401H, &doly e F 344 &
A £291 ¢TnTe 7t AZ&A4S UE
A EAFEAN  Fate] 2-3%°A  cTnT
cTnl7} 7=, ol EAEAN dxF AR
Ago] FHHE S YEAY.
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6. Cardiac Tropoin | (cTnl)

o

cTnl & A&

= 100% A2 FolHolth, X o2 c¢TnT
o Zoul, YFelyFee] WY WA ofFH A
2ulgo] o] &E I, yopaﬂ]ies, AEdg ==
S B &4 Tkl MI gx49] Zd
E ¥t EIA 522 A&y AAe 83 &
& 83 Folm, FIAE <01 ~ <20ugl
oltt. ddFoz AId HolHolmz A3d
Brolu Z8EF A M 13 Aeo]
o. cTnl= cTnTS ol §F 3-4A F

7 ste, 12-24A13kel HA o) o]Z0], 5-10
4 Atole] F1X =2 "ol Hgd wAEE
cTnTS v, CK-MB mass , Ck isoform
ratio, myoglobin 53 H| 523 Al7]o] F7}30

U HAS, TEF ASEY, HA24E F
Nz cTnT JG7|E0] H|sett), Aol 4
T AFdEge]l Qittd cTnles 2-3F¢Hd A
Fez2 Foley, ¢TnTE 2-37€ A& Fd
AN &g 7M.

7. Glyoogen phospharylase isoenzyme BB(GPEB)

ATHE FAte] 1723 GPBBE ©E A

44 A%
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ARt QHH dgmEst mos
CK-MB¢} v| <3ttt GPBB+ vl A3&4
27D G $880 GAHoE YIAAL MI
o 27 Ag, TIHUEFY AFFH
&5 zdiﬂ-:—:— faig 5o 23 Soln, 3
e <Tug/l ot 44d822 $% & A
SES2: GPBB-—] AZEE e FAE
# e wT BYEY Sefe &
of Ag FFsalth ECGHE 3t

Ao o}F 2

o

Z

=}
A
719l GPBB7} -"—7}9'}5}

| H|E0[X ©

8. AMIO| Zt&H =] CIXIe] B3}

1) 31 A

Mie] SEAA=
plasminogen activator inhibitor ¥ factor VIO
activityd 7} Sol9, ol g Fr7le A
g oS =34, CADA &3] A&

fibrinogen, plasminogen,

7 843E0, AdH 22 Ag0 oI A
A= T %

A3l E o] plasmin¥EA AAS
7}AIZ1 e}, '

2) 34 7] ¥t-g-(Acute phase reaction)

4 <Qhl AAdstE =4, 10,000-20,000/ p LA =
o] fxlolY, HESHALZH] 4 BT
HZ8 Holx= XAl A elastase- @ 1-proteinase

complex”t #2384 F713t,
ESRE 2¢ d¥g Fristy, A= 4-3¢
Aol @3y, A 24179 g2 50-70mmeo] o

2 7t A%l Hul ESRH 4% dnyge
At

F47] ¥r-ge¥l(acute phase proteins)e] ¥
3l2 C-reactive protein (CRP)2 12A13F ¢H
Z7tE9, A (20-50 mg/L)= 2-3¢ F9i
=23 dHFo] Qe ASE 159 ¢ A
A2 Foted, AMAr|gtE 4T #BHE
ot 28 Y CRPE EE SA4A&NA F7tst=
2 Z7] A= 24 gou, CRPY #4a7t



- RIREEEE B 21 & 2002 -

=& AT d3F7t £4 ¥t} Negative acute
phase proteinQ! albumin, transferrin & 3 A
g A

Cytokines< interleukin-69} TNF o Fo] &
7YerA gk, 27| A dol = AT S Qivh

3) AAYA R s=E

32 U7l F7138H, ol AHAARIAAME Y
Eld 4 o 8% AEdLE gadq, 1A¥
% BAAME FFoz RHolx HL7 glom
2 w4717 Ay E37 AE HAE dok
gt} Stress hormones®.Z catecholamines,
glucocoarticoid &°1 %718t} Renin-angiotensin-
aldosterone system¥ arginine-vasopressin =
JA| F7HEH, o] FAxrogr Aol it}

ol5A 719 atrial natriuretic peptide®} brain
natriuretic peptide®] SX+ left ventricular
¢jection fraction® HHo] 9o, ofF BA
AT

V. o8 RN

B ARAe] 498 05-1%0]0, RE o

P2ol A dAol TR BAEL Yolr}

Aol wal mobrTh MISH WA AZAbs
e

& NYHA I/HIQ! 7A$- 50%e) 21}
. Z7lel N2F Ve ASE G437}

Al e

AN Fomz Z7|AGsIE AsPE Aol &
g3t F8 4SS J=2, 3FIY, =2,
FF FolAR, FAULE UAGEIE o
"o

B Aozt HeAzaldA Hyo| 7
Axjojof stul, AL 90g/L VIS ARA
A &8 JedT Sodiume el ofo] o
3 renin ¥E7 F/E3, AREE EolT

...16...

Sodium 137 mmol/L Pi%F2 EHF3F A4FF Y
Bl 3L, potassium A& 4-5 mmol/L
@2 potassium #S A EFI AFE v
gt} Creatinine< AF A7 Titg AFHo=
A F7H3het,

HAA 7|5 L ejection fractiond =H 3t
AN = 9oy, ols HAREAL JFTE ¢
F AE M 2 HAoIY. AAVITH d

# & QAEZ+E rennin, angiotensin, aldo-

i
P
°,
A

sterone, cathecholamine, natriuretic hormone,
anti-diuretic hormone 2 endothelins©| AT
o| 2 norepinephrine®] 400pg/Lold<2 EZFT
o EE Vel TNF e EE& interleukin-6 5
o] cytokines® = dFo] Ut}

A3t 2 AF5 HA#FE N-terminal atrial
natriuretic peptide (NT-proANP), brain natri—
uretic peptide (BNP), cyclic quanosine mono-
phosphate (cGMP) &°] #-83}tt.

1. N-terminal atrial natriuretic peptide
(NT-proANP)

NT-proANPE ANP 9 d]a] uzd7]7} Zof
3 x7t S08AE wov EDTA plasma®l
A Ao ¢HARAelnz HRE A A ¥ A
5 @E ol8dHY. gAFHex AFAHY AT
Ao L J58H9 4% JAH 7830
EIA T2 = ZAsly, HAl= EDTA plasma
oltt, ¥F F3:X+= 0.11-060 nmol/Lo|t}.
ANPHE 9] F252 Adstgolnz HEAYE
# wedge pressure ¥ FHAA end diastolic
pressure 2 NT-proANPT A3#AA7F o).
F549 NYHA 1 38x= NT-proANPe| v
7 Fod, ANPE AYsA gorm=zF NT-
proANP S o2 FAF ARAS ad
U ANFEZE NT-proANPE 7|A ARE
o] 7tsAleo]l ¥, NT-proANPe ¥x9 ¢
AaAAel = dFo] HAY. NT-proANP7} 2.5
nmol/L ol 4ol FFE oY AFHE 9r
FHE 6).
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539 @A B8 NT-proANPS] 5 & 9

NT-proANP (nmol/L)

e A — o Em e o o Rl e e e VR e e e e o e e e e e e e e e e e e mm e e mee e WA e e e M deA A sEe e e e e e e e o e o e e e e e e e e e e e

T8 e AY &5y A%
NYHA 1II

ARHA &F
NYHA III

ke FFAE FA4Y
NYHA IV

FH A= F34d

&

0.265-1.219
(578 0.725)
0.343-9.000
(F3+3t 1.527)
0.351-9.000
(gt 1.705)
2.419-7.730
(Frgk 5.172)

NYHA: New York Heart Association classification

2. Brain natriuretic peptide (BNP), B-type
natriuretic peptide

ANP, BNP ¥ CNP+= T334 o2 ANz i
&ttt BNP= siAl9] HoA LRAHRAR ¢
AMe AFel ¥ol EA3=Z brain BUhE
B-typec]2t B2+ Aol © ATty ANPS}
BNP9| FA42 A9 ulxsis], BNPE A4
Bol BEXF. mata HAAZZA F77F AF
s, A4ddge RAE P Folzrt o
EDTA plasmacl A A-Z0A 6AIZAHE AAFH
ot} dAHoZ AFAY A, A FF A
ERd 2 dF @A FE3H AZFZAF
AARE AR(GFE #A) HA= okaA7]d
AFHAoF Fry. HISFH(RIA, ElAeZE &F
§ln, A= EDTA plasmaelz, IF1xj= &
4 1.5-9 nmol/L °jt}. ¢tz o2 ANP/BNP
v} 1o]dolt},

BNP= AFH e A F7isid, &
oA} uret v HdY 2IJd 6 AEAH
I 2 X537 @B E o]&HT} BNPE #H
NABZA F713E22 arterial hypertension©]
U hypertrophic obstructive cardiomyopathy €|

Ao = ALEET, BNP= #H44A &3 94
T BAT JLBE olF FIA RE B¢ Y
¢rel At

=
=
21z
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3. Cydlic guancsine monophosphate (cGVIP)

cGMPS| 3l ANP, BNP 2 CNP 39
-2 gron HA natriuretic system< ¥Hg 3l
ok A ARA FE 90%e Kol ¢ #
ZAEE 7MY dd¥ ez ARHe A, F
I 9 Az #F, 4F A AMEHT, B4
HAFMA AAARTGARE ZHo= Frf. ZHA
o= Wo=AHH(RIA, EIA)E o] &8, HAE
EDTA plasma ¥ & &o|¥, Fxx+= % 1.6-
69 nmol/L, = 1 zmol/g creatinine ©j%o|t},

NYHA [ 7l = S840 glvat:s &%
¢cGMP FAo] 7t53lt}h. A &30 EHFA
D= 32 S o)A natriuretic peptide®t cGMP
7} E713th cGMPE 32§ A5t
IEMeo sEF AAALAE ¢ F Yok
cGMP7} 18 nmol/L u©|®rol® H 3§ gholm,

!
=

o]
gq
go

F 7. NYHA H7]d mE&cGMPELZ¥ 3
(nmol/L)
NYHA £F ethanol & H|F& A
NYHA I 4.80=2.20
NYHA II 6.30x2.50 7.90x2.30
NYHA III 9.00x3.20 10.80x=2.90
NYHA IV 9.50%+3.20 11.50£2.60

NYHA: New York Heart Association classification
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in the World Health Organization
MONICA Project-Registration procedures,

2001 doi7td swtd AF Aol jnE
AABTHE 7).
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