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S4 ASHM XN DNA 2BE NAR 282 A, ER2ZY ( (troponin |, Tnl), E2ZY T (troponin T,
TnT), CI2@B2%E! (myoglobin), C-8+8 S E (C-reactive protein, CRP) b 242} 2ABE & UE Ul JIX
ERC YEIGE SFE, 01 HUE MZSH0H, 0 5 X HIYR C-P1S R -2 WEIHE SELEX
Jlg® OIB8I HEMUACH E&, CHE HEIH MO JIEE0 22 10-mer 2012 FONA 2
QDNA & RIEStD, BN SUF (CRP) It EAAIH RS S 0|8 AHEUCH, VEIH L FONA,
QDNA D} SR FP0E= YBANSBUI LMBO2, FFZHEUI LK A2 FR0 HISH0
BXSH FFEFAUO HIOIH UEHIE BAS HOE = JUULCH. &% A2, LIHX A X BFS
HEIHHE SELEX D12 & OIS (R, I 2E C-EIS CHHA-AE HUEIH S8 8N =CI32&8

F4H8= ONA B RE & TR oIZ0ICH

1 A8

ojorst)| YEEON Mo} GBI X2YO| JBED A0
T ETSID, WA W@ (cardiovascular disease, CVD)
2 AANCR AT T MK Y4 =8 RO
ot USH [1], WEZHINAE @S0 A7
(westernization) ®0il @, AR A#S WHO SIHME 2
Ol UCH [2]. & DOIAME O JIX AW BE SOA,
HE SSTHUAM HE > ASH AISE FC YOl RFHYD
U= 24 H2AM (acute myocardial infarction, AMI) Off 2+
S0 SENLZ =2i81012 ).

HIHE 217 (World Health Organization, WHO) & & 2ol
22, U8 Al JIX & S JHXg BRLHNE S48 A2FM
Oz LESCH XY, ¥XS 8 (chest pain) 0| 20 F 0|4
N&sl= FR0UL, EM, @ T (electrocardiogram, ECG)
of B3It FCHE HL, AWM, & B X (cardiac marker) 2
20l MZUCI F0I10] FOEE ALY 3 40| LIEILE
= ZROICH[3]. AIARZAIIF (WHO) Ol 20, M3ets o
AXe &0 NE BXXHE FS88 T2, S8 o2FH0 O
Bt =7 XY@ Ucl=e 0 S S8 2% & UCH M3UXN T
XXt (biochemical marker) &=, R2 & & 2 +F9 ¢
4 SR XY T E DS Of UGA B3] =4 ag
8 Ses 20 (3],

307

S ADBM ICS MR AXNZHE 1954 3, AST
(aspartate aminotransferase) Jt AFRE 201 &AIOICE 1960
EOH #|8H0ll = CK (creatine phosphokinase) 7t AST & CHA
St 0, 1970 HUH0I EFH A= LDH (lactate dehydrogenase)
¥ 1 SAEAE (isoenzymes) 0l AIREI| AIEBIRACH
1980 WL =EHlle 20 |OIZQI CK S & 49 CK-MB Jt
€2l ARGISA, 24 AZEM NUIEZMH 828 (gold
standard) & XI9I® 310 [4]. J212 22 ¥ @ AlOION, &©
JgEHE B3 CK-MB B = JHXl isoform @& 2232
2M, CK-MB, 0DI22! {myoglobin) % EIZTY
(troponin) ® 2EDBII HAS HUABE M (monoclonal
antibody) & OIR8l= XNS8 SAHNAEIHY (automated
enzyme immunoassay) 0l M EIACH [5]. XY Ar-Z @ Crow
2, Se3A AMNBEA, HIZE ABSA, C-pg GuHE
(C-reactive protein, CRP) % QIE832!-6 (interleukin-6) S
8 E2IXY | (troponin |) 2 ®el, 0X FDA (Food and Drug
Administration) £218 Xl 23520 (4], O F 20 O
A= S0l ARED Y= S0

OH 5 F= 88 EXX (inflammatory or hemostatic
markers) &= &M AFBA AYOI (cardiovascular risk
factor) 2 M ZRSCL 028 WA C-2+8 MER F
S S OH8E DEXIDL BEEXI0H MoistE ogH0] OFE HE3|
XX B2 AEHOICH /7 vitro BIA, C-EIS CHHE S ot
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Z 20 Y AE ZUE DF UEHC Ol o5 3= JIE
ol 2EE C-et8 MRl 2 (complement) WA E &4
3AIDl= 5BE TEBC OotA C-P18 CHES2 JR 3N

S =E

ABOINE 2AF5= B0l Bl 2OILH [6].

2003 i, Q1210 AR 2RO ZM3ts B2 Ca¥ ol2W
2B D Y= EZEY (troponin) BA B DHAT BE
IAXEI ATEYC (7). ERHLUE Ca¥ 012 FEUANQ
TRC, AHSSIH Tnl & E2Z0IRA (tropomyosin) & &
SO TnT S 3 1K S9HE AL YSH, ERZZD)
QA BH HE (actin) 2 ZAQ Jt= EIAUE (thin
filament) Of EHBL [7). E2HEL 2 A330 AZY
X AHE ENSC. Tnl & TnT & £ S0l B2 8L
AU SETE 2232, 1.7 010+ [2).

ERHY (troponin) 8 S014 (specificity) 0 S =Xl
Xl BEXIX (early marker) Jt OILISZ, UMK & HE
o )| HXIXZ2 22l X0i= 0|2229% (myoglobin) 1t &
T XESI0, 24 42F M L0 OISELC} [8]. C-His ©
WX (CRP) 2 JIEH Y& BEX XA & s8N HIXdE S8

oS

HOR Ml & A=, R AX0ICH [2].
Ol&S RO JIX8I HiE2 24

2 24 423N JC8
DNA Z2EE AIAE RS2 A, ER2EY | (troponin |, Tnl), &
2T T (troponin T, TnT), BI2E 2! (myoglobin), C-2S
St R (C-reactive protein, CRP) It 212t JBE £ A= Ul
NK SRS WEIHE HAHGID, 012 HEs DMUBALCH (=t
DEO SHUC= JISNCR ZUBH, WEIE OISt
DNA 2 EE S0 28 U2 MK 2003 &2 [9]
g A2X)

2 Jd A= W a8 Yy

2.1 cHT WS DR AEQ AX Q ST We/AN

CUASMIUBE  Hs54668 (pBlueScript-Tnl), MGC3889
(pOTB7-TnT), 6712372 (pDNR-LIB-myo), KU012980 (pCNS-

D2-CRP) Z%H EAADNES DNA & JHGIO 222
CHMAE WME= 82 ONA B XEELAZ IS, pET28

NPl BAADIS ONA B $H WZS HWEE NEHAC
[O2 1], 220 owy ws HXY WHRPEH CURS
LA HPLC JIE 22 BHBHATH

2.2 C-¢tE £ (CRP)-W R YWEHH MW

SELEX (Systematic Evolution of Ligands by Exponential
Enrichment) JII 8 O/E6t0 C~-8 CHHZF -2 & BEIHE
A SIUCH [10]. PCR 8 #18t 29 AR 20I= 43-mer
EF QSIAY2M, /n vito RNA B &0l OuraScribe T7
Transcription Kit 8 AIS5IACH 28 SESH (Z4: 50 mM
Tris—HCI (pH 7.4), 5 mM KCI, 100 mM NaCl, 1 mM NaCl,,
0.1 % NaN3) Of ZX CH4R (CRP), ANA # 30 22 2&%
., &EE RNA 2R E RT-PCR (95T, 58 — [95C, 12 -
55C, 12 >75C, 12203 8] ->72C,.88)8 &
o ONA 2 & &5tUCH in vitro RNA BIE S E RT-PCR JHX
o MEES 10 3 PISIHACH, 2SS HEE DNA Z24g

pGEM-T-easy vector 0ffl 22810, AE = HOIBIQUCH

308

2.3 CRP, HE}0, FONA, QDNA 83 &3

g E HEHH (80 nM) 2+ FDNA (5’-Cy3-CACCGACCAC-3":
40 nM), QDNA (5’-CACACTCGCC-Dabeyl-3": 120 nM) & 2 &
SERN (1m0 #2290 T 0IM 5 2 gt 5, 420A
30 2 F0| BEHH, FONA, QDNA ZE Dt B4 X B
Ol I SIJSCL T CWMI (CRP: 200 ng) &
FISt, 37 T OlAM 30 22t B S0I=% B} O1% ¥2S
BX30] AR Hnyw HOSAC (D7 3]

3 dNaAN

3.1 e Us NER WEIS X N SNE We/IA
(a) (o)

pET28C
{S5kbp)
L

pET28C

pBlue
¢ (5kbp)

0}

& n)”

TnT S
{1.2kbp) ™

(D& 1] ERZL (Tnl, TnT) 2 X8 HEQ AIX
(a) pBlueScript-Tnl {EcoRL, Xhol E¢) % pOTB7-TnT
(BamHI, Hindlll AS) BIIFE A
(b) PET28C-Tnl (EcoRI, Xhol EEt) % pET28C-TnT
(BamHI, HindIll &) JIIYES 2N
3.2C-Ei8 - EID MW

Cren )

[2% 2] C-8+8 SR (CRP)-Z 8 HEIH 8
3.3 CRP, YEIN, FONA, QONA 9% &3

(n=g (=D 1

ey

[ =3}

7[’] —
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{23 3] CRP, HEHH, FONA, QDNA B EFZ 0t
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A, EZXY | (troponin |, Tnl), EZREL! T (troponin T, TnT),

0122 28! (myoglobin), C-gtE Bt (C-reactive protein,
CRP) If 22t S8IR 4 A= UI Xl SRS YEIHE SHst
D, 019 HEE AITSI0l, O 2 X U2 C-M8 TGwy-2
B YEIH (5-CCAGTGGTGGTAGAGTGCGGTGATAATGGG
ATGATGCGTTTCC-3" ) # SELEX JIH & OI S350 SR
UCH EB, SEE BEH AOIMRO JNESAH 22t 10~-mer
20I2 FDNA 2 QDNA & HIXSHa], HE g (CRP) It &
BIAIH WM B2 0|8 AHREUCH HEHH X FONA,
QONA It JFER FR0ie LSO Y2, SH
2HENN QUK F2 B0 HISHO SN HI3E=H
Ol IESIH LIEHLH: BatE #oIR = AACH

R HRZ, LIMX Al JtX SR YEIGE SELEX J1E =
OI23101 SESLL, JIMEE C-gt2 HMy-JFE WEH
2l BN =2HZR P45s DNA 2R E & M0,
24 423N LY OtsdR BES AL Lol 2HESH 1T
UE XME= MR 0IZ0ICH
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