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Atrial natriuretic peptides elicit a vasodilator and a rapid, potent diuretic response. Mechanical stretch or injury of atrial and ventricular myocytes results in increased production of atrial natriuretic peptide and brain natriuretic peptide (B-type natriuretic peptide, BNP). BNP and N-terminal BNP (NT-pro-BNP) are used in clinical practice. Increased pressure or volume overload of either ventricle may result in release of BNP and NT-pro-BNP in serum. In pulmonary embolism (PE), the abrupt increase in the pressure in right ventricle may result in elevated serum levels of both BNP and NT-pro-BNP. Generally, elevated serum levels of these natriuretic peptides in PE reflect right ventricular dysfunction, and are an independent predictor of adverse outcome.  BNP and NT-pro-BNP could be elevated in primary pulmonary hypertension, chronic thromboembolic pulmonary hypertension, chronic obstructive pulmonary disease, chronic pulmonary fibrosis, and in cor pulmonale. Serum cardiac troponins are markers of myocardial injury and necrosis. Alterations in right ventricular supply and demand in PE and pulmonary hypertension result in right ventricular ischemia and injury, which results in release of cardiac troponins. Pulmonary embolism patients with elevated levels of cardiac troponins have a greater chance of developing RV systolic dysfunction, elevated RV systolic pressures, hypotension, and shock. In conclusion, serum levels of natriuretic peptides and cardiac troponins correlate with the degree of RV systolic dysfunction. The positive cardiac biomarkers in PE or in lung disease should not be misled as myocardial infarction. These markers reflect RV stretch and injury and aid in risk assessment in these diseases. 

