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Abstract ; ST-segment elevation myocardial infarction (STEMI) is a disease that seriously threatens human life and
health. Although the treatment has been greatly improved ,there are still some patients who cannot benefit from it . Screening
a clinical marker with high sensitivity and specificity for prevention and treatment of STEMI is important . D-dimer is a
specific product of fibrin degradation , and fibrinogen degradation products ( FDP) can be used to determine the disease
caused by coagulation and fibrinolysis imbalance . The levels of D-dimer and FDP are significantly increased in the occur —

rence of STEMI ,and the combination of the two can improve the sensitivity and specificity of STEMI diagnosis ,and they are

also important for STEMI risk stratification , antidiastole and prevention .
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