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RELAXIN IN ACUTE DECOMPENSATED HEART FAILURE 
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Relaxin is a naturally occurring hormone, structurally similar to insulin that mediates maternal physiological adjustments to pregnancy. It dilates arteries and veins via nitric oxide, endothelin-B receptors and VEGF. Relaxin decreases systemic vascular resistance(SVR), increases cardiac output(CO), improves glomerular filtration rate(GFR) and renal blood flow(RBF). These vasodilator and renal protective properties may be useful for treating patients with acute decompensated heart failure (ADHF). Synthetic relaxin, manufactured by recombinant DNA technology (Cothera, Inc. San Mateo CA), is identical to the naturally occurring hormone. It is administered by continuous IV infusion and has a half-life of <10 minutes. Biologic effects include decreased SVR, PCWP, BUN, Cr, and increased CO, CI, GFR, RBF. The PRE-RELAX-AHF Study evaluated 234 patients with dyspnea, radiographic congestion, elevated BNP levels, mild-moderate renal insufficiency, and systolic blood pressure >125 mmHg. Patients received IV relaxin or placebo up to 48 hours, in addition to standard heart failure therapy. Relaxin-treated patients had improved dyspnea, shortened length of stay, more days alive out of hospital, and fewer readmissions or cardiovascular deaths compared with placebo. Renal function parameters improved. The phase-III RELAX-AHF Study will evaluate 800 ADHF pts with mild-mod LV dysfunction receiving a 48-hour infusion of relaxin vs. placebo. The primary endpoint will be dyspnea improvement. 

