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BNP IS UNIQUELY REGULATED DURING INFLAMMATION 
T. Ogawa, J.P. Veinot, M.L. Kuroski de Bold, A.J. de Bold 

University of Ottawa Heart Institute, Ottawa, Ontario, Canada
The synthesis and secretion of the cardiac hormones atrial natriuretic factor 
(ANF or ANP) and brain natriuretic peptide (BNP) have been extensively studied in various states of cardiac dysfunction.  In these pathologies, changes in ANF and BNP plasma concentration take place coordinately such that the use of either hormone as a biomarker of cardiac disease is, in principle, interchangeable. An important and intriguing exception is the uncoordinated expression of cardiac hormones observed in the context of an inflammatory process. During acute cardiac allograft episodes, BNP plasma levels can significantly increase in the absence of a corresponding increase in ANF plasma levels. Similarly, some pro-inflammatory cytokines selectively promote BNP synthesis and secretion in cardiomyocyte cultures. In experimental autoimmune myocarditis, which histologically resembles human giant cell myocarditis, it was found that this model is also accompanied by a specific increase in BNP circulating levels. Angiotensin receptor blockade reverted this change. The cytokines involved however, differed from those characterized earlier through in vitro studies.  In general, these findings may be related to studies in humans by others showing that in sepsis plasma BNP levels increase in the absence of hemodynamic changes.In conclusion, BNP appears to be regulated uniquely in a setting of an inflammatory process. This sets it apart from ANF in terms of potential roles in the pathogenesis of disease and in its use as a biomarker of cardiac disease. Supported by the Canadian Institutes of Health Research.

