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Prognostic Role of Hyperuricemia in Acute Heart

Failure

Papel pronóstico de la hiperuricemia en insuficiencia cardiaca
aguda

To the Editor,

Recent advances have linked increased oxidative stress to a

direct decrease in myocardial function.1 One indirect marker of

oxidative stress is uric acid (UA). Increased serum concentrations

of UA have a predictive value for adverse events in patients with

heart failure (HF) and are associated with a worse hemodynamic

profile.2,3 Moreover, in patients with HF and elevated UA,

treatment of the hyperuricemia has clinical benefits that correlate

with the degree of UA reduction.4 However, no studies have

confirmed the association between serum UA concentrations and

worse prognosis in patients with acute HF.

We retrospectively evaluated the short- and long-term

prognostic implications of the serum UA concentration in patients

older than 50 years admitted to our internal medicine department

for acute decompensated HF, both de novo and acute chronic HF

(according to the criteria of the European Society of Cardiology).

The patients’ demographic data, cardiovascular history, functional

capacity for activities of daily living via the Barthel index, Charlson

comorbidity index, and New York Heart Association functional

class were recorded using the institutional information system

and electronic medical records. Also collected were the patients’
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Table

Clinical Characteristics and Laboratory Results of Acute Heart Failure Patients With and Without Hyperuricemia

Hyperuricemia (n = 167) Normouricemia (n = 77) P

Age, y 75.52 � 10 74.10 � 9 .280

Women 100 (59.9) 28 (36.4) < .001

History

Hypertension 107 (64.1) 45 (58.4) .399

Ischemic heart disease 66 (39.5) 28 (36.5) .638

Diabetes mellitus 64 (38.3) 34 (44.2) .338

Dyslipidemia 44 (26.3) 22 (28.6) .716

Obesity* 34 (20.4) 17 (22.1) .759

Atrial fibrillation 73 (43.7) 25 (32.5) .090

COPD 37 (22.2) 22 (28.6) .277

General assessment

Charlson index 2.65 � 1.4 2.66 � 1.4 .961

Barthel index 89.07 � 18.4 92.34 � 14.2 .027

Physical examination

Systolic blood pressure, mmHg 145 � 34 146 � 33 .875

Diastolic blood pressure, mmHg 81 � 19 81 � 15 .806

Heart rate, bpm 92.9 � 34 87 � 18 .199

Echocardiogram

LVEF < 50% 100 (59.9) 44 (57.1) .686

Drugs

Loop diuretics 137 (82) 66 (85.7) .596

ACEI/ARB 123 (73.7) 57 (74) .951

Aspirin 61 (36.5) 25 (32.5) .527

Laboratory values

Sodium, mEq/L 139 � 4 139 � 4 .075

Potassium, mEq/L 4.4 � 6 4.2 � 5 .317

Creatinine, mmol/L 137.1 � 67 122.7 � 48 .097

Hematocrit, % 35.5 � 6.9 36.4 � 6.8 .315

In-hospital mortality 22 (13.2) 5 (6.5) .780

1-y mortality 45 (26.9) 10 (13) .015

ACEI, angiotensin-converting enzyme inhibitors; ARB, angiotensin II receptor blockers; COPD, chronic obstructive pulmonary disease; HF, heart failure; LVEF, left ventricular

ejection fraction.

Values are expressed as no. (%) or mean � standard deviation.
* Obesity was defined as a body mass index � 30.
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clinical and laboratory values, treatments, and echocardiography

findings at admission and patient mortality during the index

admission and at the end of a 1-year follow-up period.

Subsequently, after the exclusion of patients with end-stage

disease in palliative care, patients with acute HF and hyperurice-

mia at admission were compared with those with normal

UA concentrations. The UA was measured in the first 48 hours

of emergency department admission; men and women were

considered hyperuricemic with plasma concentrations of

> 8 mg/dL and > 7 mg/dL, respectively. Quantitative variables

are shown as means � standard deviation and categorical

variables as percentages. The characteristics of the 2 groups

(hyperuricemic vs normouricemic) were compared using chi-square

and Student t tests. Logistic regression analysis and multivariable

Cox proportional hazard risk analysis were used to evaluate the in-

hospital and 1-year mortality rates. Statistical significance was

defined as P < .05.

A total of 244 consecutive patients admitted for acute HF were

evaluated, 128 women (52.5%) and 116 men, with a mean age of

75 � 10 years and moderate comorbidity (Charlson index of 2.6). In

total, 144 (59%) showed a preserved left ventricular ejection fraction

(> 50%); 203 (83.1%) were receiving diuretics, and 180 (73.7%)

patients were using angiotensin-converting enzyme inhibitors and

angiotensin II receptor blockers. A considerable majority—167 of the

244 patients (68.4%)—had hyperuricemia at admission, mainly

women, and these hyperuricemic patients had a higher degree of

functional dependence and higher serum creatinine concentrations

than normouricemic patients with acute HF. Normouricemic patients

showed a greater tendency for diabetes mellitus and obesity (Table).

During the index admission, 27 patients (11.1%) died, with

28 more patients dying during the first year, giving a cumulative

1-year mortality rate of 22.4%. There was no difference in the

mortality rate during the index admission between acute HF

patients with and without hyperuricemia (13.2% vs 6.5%; P = .780);

however, 1-year mortality was significantly higher in patients with

acute HF and hyperuricemia (26.9% vs 13.0%; P = .015). After the

Cox regression analysis, high UA concentrations were still

associated with 1-year mortality (hazard ratio [HR] = 1.091; 95%

confidence interval [95%CI], 1.018-1.169) and the results indicated

a protective effect of a better Barthel index at admission

(HR = 0.979; 95%CI, 0.969-0.989).

Thus, hyperuricemia was a common finding in our patients

requiring hospital admission for acute HF, although its cause is

probably multifactorial, either due to the diuretic treatment

received, its frequent association with renal dysfunction, or

xanthine oxidase overexpression due to the proinflammatory

status.4,5 In line with the few available studies, our results show

higher long-term risk of death for patients admitted for acute HF

with hyperuricemia, although not of in-hospital death during the

index admission. However, there is currently no consensus on

whether hyperuricemia plays a direct pathogenic role in the

myocardium or whether it acts as a simple surrogate marker of

severity.

One question to consider is if the mere reduction in UA can be

beneficial in patients with HF. Further work evaluating the effect of

hyperuricemic treatment of these patients is required.6
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Infective Endocarditis due to Listeria
Monocytogenes: A Report of 4 Patients

Endocarditis infecciosa por Listeria monocytogenes: a propósito
de 4 casos

To the Editor,

Although the incidence of Listeria monocytogenes infections is

increasing,1 infective endocarditis (IE) is still an uncommon and

poorly studied disease, with only case reports and reviews

reported in the literature.2,3

Listeria is a nonsporulating, aerobic, Gram-positive coccobacillus.

Listeria. monocytogenes is only considered pathogenic in humans,

behaving as a zoonosis. It is usually acquired from food and causes

disease as an opportunistic infection in newborns, pregnant women,

and immunocompromised patients, although it can also affect

healthy individuals. Its clinical presentation is diverse; miscarriage,

sepsis, and meningoencephalitis are common, and it is generally

associated with high morbidity and mortality.2

The aim of this work was to describe the characteristics of

patients with IE caused by L. monocytogenes who were treated in

3 Spanish hospitals considered referral centers for this disease.

From a multipurpose database containing 1374 IE episodes

consecutively diagnosed between January 1995 and November

2015, we selected those caused by L. monocytogenes. The

characteristics of the 4 patients (0.3%) identified are described

in the Table.

Although we cannot draw any conclusions because of the small

number of patients, our patients do show some common features.

The patients were all elderly, older than previously reported ages

for infections of this bacteria.1,2 Although L. monocytogenes

typically affects women, IE is more frequent in men, particularly

in the setting of prosthetic endocarditis.2 Three of the 4 patients in

our series were diabetic, and all had received a valve prosthesis,

although the IE exclusively affected a native valve in 1 of the
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