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Abstract Objective To explore the effeclt of brain natriuretic peptide( BNP) of long — term mortality and prognostic value in pa-
tients with cardiovascular diseases. Methods A total of 276 patients with cardiovascular diseases were enrolled, and followed up for 7
years. They were divided into three groups according to the level of plasma BNP: BNP < 100ng/L; group 2, 101 - 1000ng/L; 1001 -
5000ng/L;group 4, BNP >5000ng/L. All causes of mortality were examined in relation to BNP levels during follow up. COX regression
was used to assess the relevance of baseline characteristics to risk of death. Results All cause death occurred in 91 (33% ) subjects.
Higher levels of plasma BNP were related to higher mortality. COX regression showed BNP was significantly associated with a increased
risk for all — cause mortality( P =0.000). In group 4, the mortality was 53.8% in three months and 100% in five years follow up. Con-
clusion BNP is a biochemical marker of increased risk of long — term all — cause mortality in patients with cardiovascular diseases.
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