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Study on relationship between plasma NT- proBNT level with disease severity and prognosis in critical patients
Wu Hairong ,Guan Yunyan

(ICU.,Affiliated Wuxi Hospital s Nanjing University of Traditional Chinese Medicine ,Wuxi . Jiangsu 214001 ,China)
Abstract: Objective To investigate the influence of plasma N-terminal pro-B-type natriuretic peptide( NT-proBNP) level on the
prognosis in the critical patients. Methods 46 critical patients admitted to intensive care unit(ICU) in our hospital were detected
the NT-proBNP level on 1 d and performed the acute physiology and chronic health evaluation(APACHE [ ). According to 28 d
survival status,the patients were divided into the survival group and the death group. According to the APACHE][ scores,the pa-
tients were divided into three groups:<(15,15—25 and >>25 points. Results The NT-proBNP level in the 15— 25 points groups
was significantly higher than that in the <{15 points group(P<C0. 05) ,and the NT-proBNP level in the >>25 group was significantly
higher than that in the 15—25 points group(P<C0. 05). The plasma NT-proBNP level was significantly correlated with APACHE ||
scores in the critical patients(r=0. 658, P<C0. 01). Compared with the survival group.the plasma NT-proBNP levels and APACHE
Il scores in the death group were significantly increased (P<C0. 05). Conclusion The early increase of plasma NT-proBNP level im-

plies the poor prognosis in the critical patients, which has certain value to judge prognosis.
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