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Abstract ; Objective To analyze the clinical significance of combined detection of serum brain natriuretic peptide(BNP) and hy-
persensitive cardiac troponin T(hs-cTnT) levels in patients with different types of acute coronary syndrome(ACS). Methods A to-
tal of 187 patients with ACS were enrolled,including 52 patients with unstable angina(UA),61 patients with non ST segment ele-
vation myocardial infarction(NSTEMI) and 74 patients with ST segment elevation myocardial infarction(STEMI). Serum BNP and
hs-cTnT levels were measured on the day of admission. Another 100 cases without organic heart disease were selected as healthy
control group. Results The levels of BNP and hs-¢TnT in ACS patients were significantly higher than those in the control group
(P<C0.012 5). Pearson correlation analysis showed that serum levels of BNP and hs-¢TnT in ACS patients had no correlation(P=
0.471). In the subgroups,the level of hs-¢cTnT in ACS patients from low to high were in UA group, STEMI group and NSTEMI
group(P<C0. 012 5). In the three subgroups,the patients with poor prognosis serum BNP levels were significantly higher than those
of patients who had been discharged from hospital, the differences were statistically significant( P<C0. 05). Conclusion The level of
BNP is closely related to the outcome of hospitalization in ACS patients, hs-cTnT could indicate the change of the disease. There-
fore,the combined detection of serum BNP and hs-¢TnT for the diagnosis of ACS disease has important clinical significance.
hypersensitive cardiac troponin T
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