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Asking a answerable question

Does Dopamine affect mortality rate of 
congestive heart failure ？
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Evidence

Reassessment of Dobutamine,  Dopamine, 
and Milrinone in the Management of Acute 
Heart Failure Syndromes, The American 
Journal of Cardiology, 19 September 2005, 
Pages 47-58.



Evidence-Base - Aim

They wanted to prove that acute, 
intermittent, or continuous use of 
inodilator infusions may increase 
morbidity and mortality in patients with 
acute heart failure syndromes.



Evidence-Base - Patient

In this registry, which currently 
comprises >150,000 patients, <3% 
presented with a systolic blood pressure 
of <90 mm Hg and approximately 50% 
presented with relative preserved 
systolic function (PSF). 



Evidence-Base - Patient

Approximately 14% of the patients in 
ADHERE were treated with ≥1 acute infusions 
of inodilator agents (dobutamine 6%, 
dopamine 6%, and milrinone 3%) in the 
hospital.
Furthermore, among home discharges of 
patients with a prior history of HF during this 
period, 1% were discharged on chronic 
dobutamine, and 1% on chronic milrinone
infusion therapy. 



Evidence-Base - Patient

Abraham and coworkers compared in-
hospital mortality in a subset of 65,180 
patients, 15,230 of whom were 
receiving either intravenous vasodilator 
therapy (nitroglycerin or nesiritide) or 
inodilator therapy (dobutamine or 
milrinone). 



Evidence-Base - Result

Importantly, 15% of patients receiving inodilators had PSF. 
The inodilator-treated patients with preserved systolic 
function (PSF) had a higher mortality rate (19%) than all 
other inodilator-treated patients (14%). 
Patients with PSF who were treated with inodilators also had 
a higher mortality rate than patients with PSF who were not 
treated with inodilators (19% vs 2%, respectively).
Among the inodilator-treated patients, those with PSF also 
had a longer hospital stay compared with all other 
inodilator-treated patients (mean, 12.9 vs 9.6 days).
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Evidence-Base - Conclusion

Randomized, controlled studies conducted to 
date do not support the use of intravenous 
inodilator agents (dopamine, dobutamine, 
and milrinone) in the acute, intermittent, or 
chronic setting.
Despite the belief that these agents improve 
symptoms acutely and facilitate diuresis, this 
is not substantiated by data from randomized 
trials. 



Evidence-Base - Conclusion

In contrast, the use of these inodilators may 
induce hypotension and arrhythmias and may 
cause myocardial injury. 
In addition, short-term use of these agents 
has also been associated with increased 
postdischarge mortality, particularly in patients 
with ischemic heart disease.



Evidence-Base - Conclusion

Data from recent registry studies indicate 
that these inodilator agents are being used 
in a significant number of patients with 
normal or high systolic blood pressure and 
PSF (preserved systolic function). 
Available clinical trial data do not support 
the use of dobutamine, dopamine, or 
milrinone in this population. 



Evidence-Base - Conclusion

The effects of inodilator therapy, when they are 
used specifically in patients with hypotension 
because of a low-output state, remain to be 
determined. 
Accordingly, we recommend that inodilator
therapy with dopamine, dobutamine, or milrinone
should only be used in patients who have low 
blood pressure because of low cardiac output in 
spite of a high LV diastolic pressure and who are 
not responding to other treatments. 



Oxford centre for EBM levels 
of Evidence

Systemic review of randomized central 
trial
Different population
Different clinical centers
Prospective cohort studies
Level 1a



Are the results valid? (1)
Was the assignment of patients to treatments 
randomized? Yes
Were all patients who entered the trial 
properly accounted for and attributed at its 
conclusion?
(1)Was follow-up complete? Almost
(2)Were patients analyzed in the groups to 
which they were randomized? Yes



Are the results valid? (2)

Were patients, clinicians, and study 
personnel “blind” to 
treatment? Unknown
Were the groups similar at the start of 
the trial? Unknown
Aside from the experimental 
intervention, were the groups treated 
equally? Yes



What are the results?

How large was the treatment effect?
How precise is the estimate of the 
treatment effect?



Will the results help me in my 
patient care?

Can the results be applied to my patient?
Were all clinically important outcomes 
considered?
Are the benefits worth the harms and 
costs?



Thanks for your attention!!!


