
















Advanced heart failure is characterized by hemodynamic abnormalities
which may contribute to fatal decompensation and sudden death. To
assess the importance of left ventricular (LV) filling pressures achieved
early with intravenous vasodilator therapy in predicting clinical outcome,
total mortality as a function of PCW was determined for 456 patients with
advanced HF (EF .20+.07). IV vasodilators were titrated to approach
PCW<15 and SVR<1200. High PCW on therapy predicted outcome by
b th lif t bl d C l i I ti t ith PCW >16 R 2both life-table and Cox analysis. In patients with PCW >16 mm on Rx, 2-
year mortality was 48% vs. 29% with PCW <16 (p<.001). High PCW was
an independent predictor of overall mortality for HF patients. In contrast,
both baseline and final resting cardiac index was not a predictor of
mortality. Even when treated as a continuous variable cardiac index had
no predictive role.
Both ne roh moral acti ation and high left entric lar filling press resBoth neurohumoral activation and high left ventricular filling pressures
contribute to mortality in patients with advanced HF. Persistently high
PCW identifies patients at high risk who should be considered for
additional therapy or transplantation.







Although congestion is the main reason for heart failure hospitalizations, the 
ADHERE Registry data showed that close to 50% of patients have minimal or 
no weight loss during their hospital stay.  N=96,094







Patients with Class IV heart failure were assigned a congestion score 1 month 
post-discharge, then followed for 2 years. The differences between the 3 groups 
are significant (Mantel-Cox statistic). 2-year survival rates: 
No residual symptoms: 87%
1-2 residual symptoms: 67%
3-5 residual symptoms: 41%













Francis et al examined neurohormonal responses to diuretic therapy (IV 
furosemide 1.3 mg/kg) in 15 patients with severe chronic HF. Vasodilator therapy 
was withheld for 72 hours prior to neurohormonal assessments. After determining 
baseline values, hemodynamic measurements and blood samples were taken 

i di ll t 4 h f ll i f id i j tiperiodically up to 4 hours following furosemide injection.
As seen in this slide showing the response of hemodynamic variables at baseline 
(C) and following administration of the study drug, a significant impact was noted 
on the variables of HR, SVR, and LV filling pressure in association with 
furosemide administration. These indicators returned to control levels after 4 
hours.
Also, plasma norepinephrine levels, plasma renin activity, and plasma AVP levels 
were above normal at baseline in all patients, demonstrating that neurohormonal 
activation was already present in those patients with severe HF. As seen in this 
slide, injection of furosemide caused further significant increases in the 3 
variables measured: at 10 minutes, plasma renin increased from 9.9±8.5 to 
17.8±16 ng/mL (P<.05); plasma norepinephrine increased from 667±390 to 
839±368 / L (P< 01) d AVP i d f 6 2±1 3 t 7 6±1 9 / L839±368 pg/mL (P<.01); and AVP increased from 6.2±1.3 to 7.6±1.9 pg/mL 
(P<.05). All of these variables returned to baseline levels after 2 hours.
In addition, LV output was reduced within 20 minutes following furosemide 
administration (stroke volume index fell from 27±8 to 24±7 mL/min · m2 body 
surface area [P<.01]). 
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Despite this trial providing compelling evidence of a significant 
increase in adverse events, large numbers of patients hospitalized 
with acutely decompensated heart failure in the absence of 
cardiogenic shock or systemic hypoperfusion continue to be 
treated with inotropic agents. 





























•The difference in the timing of treatment appeared to be reflected in clinical 
outcomes. 




