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Editorial

Prednisone for Cardiac Failure in Patients
with Hypertension

In this issue of The Journal, Meng, et al present evidence for
the effectiveness of prednisone for treating symptomatic
Stage 3 or Stage 4 cardiac failure in patients with hyper-
uricemia1. Prednisone doses were according to clinician
choice, but the basis for these choices, ranging from 10 mg
to 60 mg/day, is unclear. Many rheumatologists might wish
to prescribe prednisone to treat the distressing symptoms of
acute gout in such patients but would hesitate because of
concerns that the heart failure would worsen because of an
increase in blood pressure2. The authors propose that the
amelioration of the symptoms of heart failure is the result of
an enhanced response to diuretics suggested by the brisk
diuresis that ensued. Inter alia, serum uric acid and creatinine
concentrations fell significantly, by 2.99 mg/dl (264 µmol/l)
and 0.16 mg/dl (9.52 µmol/l), respectively, and a significant
diuresis was induced. These data suggest that perhaps we
could relax our negative attitude to corticosteroid treatment
of acute gout in patients with significant heart failure,
especially when alternative approaches are problematic. 
Beyond the obvious diuresis that followed commence-

ment of treatment, the mechanism for this effect of predni-
sone is uncertain. The authors speculate that because renal
inflammation is a prominent component of widespread
inflammation in these patients, the potent antiinflammatory
action of prednisone is the likely mechanism for the diuresis
and improvement in the symptoms of cardiac failure. 
The authors reasonably suggest that their retrospective,

longitudinal, uncontrolled, observational examination of 191
patients in their institution demands a prospective random-
ized, placebo-controlled trial. These researchers have previ-
ously shown that prednisone was a potent diuretic in stable
heart failure patients with overt fluid retention3. This effect
they considered was likely due to dilation of renal medullary
vasculature mediated by increased response to atrial natri-
uretic peptide. It would be instructive to examine how
dependent the diuretic effect of prednisone is upon
concomitant diuretics in patients with heart failure in the
current study.
The patients in the current study were not stable but

decompensated with acute-on-chronic heart failure. The

authors argue that inflammation plays a significant role in
the acute cardiac deterioration and that raised uric acid in
these patients contributes to this process. The authors imply
that the reduction in plasma urate seen with prednisone
treatment is instrumental in reducing the inflammatory
process that contributed to the cardiac deterioration. More
plausibly, the compromised cardiac output led to reduced
glomerular filtration, and as renal function improved, urate
concentrations fell as expected. An aspect of Meng, et al’s
article that is unclear is whether the dose of frusemide
(furosemide) needed in these patients remained stable as the
urate fell1. Frusemide dose reduction that may have occurred
as patients improved will also be associated with a fall in
plasma urate concentrations4,5,6.
From a rheumatology perspective, it is true that attacks of

gout are common in people presenting with acute-on-chronic
heart failure (and other stressful, acute medical and surgical
conditions). Nonsteroidal antiinflammatory drug (NSAID)
therapy is commonly contraindicated because of the
propensity of NSAID to impair renal function, increase
blood pressure, and precipitate cardiac failure, all more
common in the elderly7. Colchicine is an unattractive option
for acute gout in these situations because of retention of the
drug in renal impairment. Intraarticular corticosteroid
therapy can be difficult if multiple joints are involved. 
The safety of using prednisone in decompensated Stage

3 and Stage 4 heart failure is not established by this uncon-
trolled study, and the drug is not recommended to treat
cardiac failure8. The study findings indicate the need for a
prospective, randomized, double-blind, placebo-controlled
study. Given the well-known adverse effects of glucocorti-
costeroids, careful attention to safety will be essential.
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