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[ Abstract] Objective

Application of dry biochemical analyzer in coronary heart disease

To probe the application of dry biochemical analyzer in coronary heart disease and to an-
alyze the clinical significance of myocardial enzyme change. Methods The myocardial enzymes in 60 patients were de-
tected with dry biochemical analyzer. Their change rule was dynamically observed. Results The levels of myocardial
enzymes in coronary heart disease were significantly higher than those in controls(P<C0. 01),the myocardial damage
extent was related with the enzyme activity in plasma. Conclusion Detecting the myocardial enzymes by dry bio-

chemical analyzer can diagnose coronary heart disease fast and accurately, which has the guiding significance to its

treatments and prognosis.
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