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acute coronary syndrome has been deepened.
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With the incidence rate of coronary heart disease increasing year by year, the research on biomarkers of
At present, the clinical biomarkers commonly used in the diagnosis of acute
coronary syndrome are myoglobin, creatine kinase isoenzyme, troponin, hypersensitive troponin and so on.  More and
more biomarkers have been found to be useful for early diagnosis, risk stratification and prognosis evaluation of acute coro-
nary syndrome. According to the mechanism and physiological effect of cardiac biomarkers, they can be divided into myo-
cardial cell injury biomarkers, endothelial cell related biomarkers, biomarkers of biological mechanical strain, inflammatory

factor related biomarkers and so on.  This paper reviews the research progress in this field in recent years.
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G, UM SR KA F2 GDF-15 7K IEAH
S W] GDF-15 AT 1E A0 i 3 50 1 AR 0
LRI BN, K GDF-15 W] R 23 14 0o 1.
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FH AT LA A A I PR _E AR S (5 B A,
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H A4 & 6 (interleukin-6, 11-6) H 11L-6 J& [
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R TE ., —TRA A 15 828 2456 0o B &
A ZE ) & B TL-6 S5 R8s L el Lo R A £ R
RO L 55 1 L 4 BRI FE T35 KUK A 56 . SOLID-TIMI
52 1R L IAE ACS KB R, TL-6 ¥R 5.0 4
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A Al A PR

6 4 &

A= P 7 1 I R A O I A R 12T Y
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P BRI I, PR RT BB 7 O LA E 1) 7 30 2
WAL B . NT-proBNP # RIS W0 ) 238 1)
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B TSR0 K J DL B 56 7K SF- (1 42 71, ke
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