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A large number of studies have investigated mortality risk factors. Many prognostic markers of death and/or HF hospitalization have been identified and a few prediction models exist [START_REF] Ouwerkerk | Factors Influencing the Predictive Power of Models for Predicting Mortality and/or Heart Failure Hospitalization in Patients With Heart Failure[END_REF][START_REF] Pocock | Predicting survival in heart failure: a risk score based on 39 372 patients from 30 studies[END_REF][START_REF] Rahimi | Risk Prediction in Patients With Heart Failure: A Systematic Review and Analysis[END_REF][START_REF] Lupón | Prediction of Mode of Death in Heart Failure The Seattle Heart Failure Model[END_REF](11). But they haven't been implemented in the real practice. They are complex to use in conventional ward.

And most of studies used to create models are clinical trials whose population is different from real life in-patients. Indeed, they were younger, with a higher proportion of males, suffering more from coronary artery disease (CAD), and had less comorbidities. So, more knowledge was needed to help physicians and patients in real life.

Our team wanted to explore prognostic parameter of death with a cohort of patients coming to Grenoble-Alpes University Hospital with all types of HF and without exclusion criteria.

METHOD:

This is an prospective epidemiological study run at Grenoble-Alpes University Hospital in France. Our goal is to be as exhaustive as possible in order to have a realistic picture of the kind of patients admitted for acute heart failure and their management, from the beginning at the emergency ward to their discharge.

We selected all adults who consulted the emergency, or/and were hospitalized in cardiac or non- Etiologies, comorbidities, cardiomyopathies, drug treatment when non described on the files were suggested by the patient's history, biology and drug treatments. For example, patients were listed as diabetic if it was written on their medical files, or deduced from their treatments, or from their HbA1C.

We collected the time ( date and the hour) of admission, the ward where there were admitted : cardiac ward, non-cardiac ward, resuscitation or intensive care unit, discharge or death and the date of death in hospital. . We also collected biology (creatinine, hemoglobin, natremy, urea, Nt proBNP at the admission and the discharge, troponin, glycaemia, HbA1C, albuminemia) at the time of the admission to hospital. All these datas are available in the patients' digital medical files. The software used at Grenoble University Hospital is Cristalnet.

At year 1, we called each and every patient from the cohort. If they didn't answer despite several calls, we called their family if their contact details were known, or their general practitioners. We collected their vital status, possible death causes, hospitalizations (for cardiac or non-cardiac causes) and the date of the last news. When precise date of death was unknown, we chose the first day of the month when they died.

Statistical Analysis

Statistical analyses were performed using SPSS software (version 21, SPSS Corp, Somers, NY).

Continuous variables were expressed as mean ± one standard deviation (SD) and categorical variables were expressed as counts and percentages. Baseline characteristics of patients according to death were compared using a Chi2 or an unpaired t-test. according to average weight in the cohort are shown in Figure 1.

DISCUSSION:

In our analysis, NT proBNP and weight are strong independent risk factors of mortality in the elderly admitted to hospital for HF. A high NT proBNP at the admission and a weight under of 70 kilograms seem to yield a poor prognosis.

BNP and NT proBNP are strong independent risk factor of mortality and other cardiac outcomes after acute heart failure and also in chronic heart failure according to the 2016 European guidelines for diagnosis and treatment of acute and chronic heart failure. The published literature shows that BNP and NtproBNP are associated with all-cause mortality and composite outcomes in both decompensated and chronic stable HF populations and no superiority one against other (12) [START_REF] Groote | B-type natriuretic peptide and peak exercise oxygen consumption provide independent information for risk stratification in patients with stable congestive heart failure[END_REF].

The OPTIMIZE-HF registry [START_REF] Fonarow | Organized Program to Initiate Lifesaving Treatment in Hospitalized Patients with Heart Failure (OPTIMIZE-HF): rationale and design[END_REF] shows the discharge natriuretic peptide had the best performance and was the most important characteristic for predicting It is relevant that obesity is an independent risk factor of heart failure [START_REF] He | Risk Factors for Congestive Heart Failure in US Men and Women: NHANES I Epidemiologic Follow-up Study[END_REF][START_REF] Murphy1 | Long-term cardiovascular consequences of obesity: 20-year follow-up of more than 15 000 middle-aged men and women (the Renfrew-Paisley study)[END_REF]. In a study of 5,881 patients, the risk of HF increased 5% in men and 7% in women for every 1 kg/m2 increment in BMI during a 14-year follow-up [START_REF] Divitiis | Obesity and cardiac function[END_REF]. But when heart failure is known, overweight and obesity are associated with better prognosis than underweight or normal weight: it is named the Obesity Paradox. [START_REF] Carbone | Obesity and Heart Failure: Focus on the Obesity Paradox[END_REF][START_REF] Lavie | Obesity and Cardiovascular Disease: Risk Factor, Paradox, and Impact of Weight Loss[END_REF][START_REF] Lavie | Obesity and heart failure prognosis: paradox or reverse epidemiology?[END_REF][START_REF] Lavie | Impact of Obesity and the Obesity Paradox on Prevalence and Prognosis in Heart Failure[END_REF] Obesity and overweight are definite in The World Health Organization (WHO) as "an abnormal or excessive fat accumulation.to the extent that health may be impaired." And no universal cutoffs to diagnose overweight or obesity have been well established. The commonly used parameters are BMI with cutoff >30kg/m² suggested by the WHO.

Many studies have explored that paradox. In a meta-analysis of 9 observational HF studies (n 28,209) in which patients were followed up for an average of 2.7 years, Oreopoulos et al. showed that compared with individuals without elevated BMI, overweight and obese HF patients had reductions in CV (19% and 40%, respectively) and all-cause (16% and 33%, respectively) mortality [START_REF] Oreopoulos | Body mass index and mortality in heart failure: a meta-analysis[END_REF]. Likewise, in an analysis of BMI and in-hospital mortality for 108,927 decompensated HF patients, higher BMI was associated with lower mortality [START_REF] Alpert | Severe Obesity and Acute Decompensated Heart Failure: New Insights Into Prevalence and Prognosis[END_REF].

Studies that explore the effect of weight loss reinforce that's paradox. For instance, in the study Weight Loss in Obese Patients With Heart Failure which gathered 1000 patients, weight loss was associated to higher mortality even though it was significantly adjusted for age, sex, BMI, New York Heart Association (NYHA) functional class, LVEF, HF duration, ischemic etiology, diabetes, and treatment : HR 1.89 [95% CI 1.32-2.68], P<0.001) [START_REF] Zamora | Weight Loss in Obese Patients With Heart[END_REF].

On the contrary, losing weight through exercise confers protection against mortality in cardiovascular disease [START_REF] Rossignol | Loss in body weight is an independent prognostic factor for mortality in chronic heart failure: insights from the GISSI-HF and Val-HeFT trials[END_REF]. Studies assessing mortality based on body fat and lean mass rather than BMI or weight alone have suggested that subjects losing body fat rather than lean mass have a lower mortality [START_REF] Allison | Weight loss increases and fat loss decreases all-cause mortality rates: results from two independent cohort studies[END_REF][START_REF] Lavie | Obesity and cardiovascular disease: risk factor, paradox, and impact of weight loss[END_REF]. This suggests that sarcopenia is the real mortality predictors. Indeed, cachexia and malnutrition are independent predictors of increased mortality in heart failure [START_REF] Anker | Wasting as independent risk factor for mortality in chronic heart failure[END_REF].

Many studies have proposed different explanation. The first hypothesis is the inaccuracy of the BMI in characterizing the severity of obesity. Most studies exploring the obesity paradox have used BMI to evaluate fat mass. In recent studies however, the improvement of survival on HF patients with a BMI over 30kg/ m² could not be verified when the Vo2 max is corrected on the fat mass. This suggested that Vo2max corrected on lean mass and VO2/VCO2 are most predictive (29) [START_REF] Lavie | Peak exercise oxygen pulse and prognosis in chronic heart failure[END_REF]. In fact, fat doesn't consume oxygen or receive substantial perfusion. This suggests that BMI is probably not the best to assess fat mass. Oreopoulos et al demonstrated that BMI classifies 40% of patients with HF in the wrong group [START_REF] Oreopoulos | et al Association Between Direct Measures of Body Composition and Prognostic Factors in Chronic Heart Failure[END_REF]. Many studies have researched others parameters to evaluate excess fat mass predicting on mortality mainly hip and waist circumference. But currently, no superiority of those over BMI has been proved for the prediction of incident [START_REF] Loehr | Association of multiple anthropometrics of overweight and obesity with incident heart failure: the Atherosclerosis Risk in Communities study[END_REF].

Based on the previous findings, it would be reasonable to assume that higher amounts of lean mass exert protective effects in patients with HF. A retrospective analysis of more than 47,000 patients with HF with preserved ejection fraction reported a significant protective effect of lean mass in predicting all-cause mortality, regardless of BMI or fat mass [START_REF] Schutter | Body composition and mortality in a large cohort with preserved ejection fraction: untangling the obesity paradox[END_REF]. An initial analysis of this study suggested that higher BMI and fat mass were associated with lower mortality. When adjusted for lean mass index (kg/m2), however, these associations were not supported, therefore suggesting that the protective component of high body weight and BMI was not fat mass but lean mass [START_REF] Alpert | Obesity and heart failure: epidemiology, pathophysiology, clinical manifestations, and management[END_REF].

However, those hypothesis are not supported by the next studies. A small study of 209 patients with chronic systolic HF had shown that both higher BMI and percent body fat ( calculated on the average of thigh, chest and abdomen in men and thigh, triceps and suprailiac in women) were independent predictors of better event-free survival [START_REF] Af | Body composition and prognosis in chronic systolic heart failure: the obesity paradox[END_REF]. Preliminary data in nearly 1,000 patients with systolic HF also showed the prognostic impact of body fat on total survival [START_REF] Lavie | Does body composition impact survival in patients with advanced heart failure (abstr)[END_REF].

The mechanisms by which obesity protects HF patients while inducing diastolic dysfunction and increasing the risk of HF remain unclear. In obese patients, there are hemodynamic abnormalities and structural cardiac changes: LV ( Left Ventricular) end-diastolic, right atrial pressure and pulmonary capillary wedge pressure increase [START_REF] Kasper | Cardiomyopathy of obesity: a clinicopathologic evaluation of 43 obese patients with heart failure[END_REF][START_REF] Friedman | Obesity and pulmonary hypertension: a review of pathophysiologic mechanisms[END_REF] central blood volume and stroke volume increase and induce increasing cardiac output. This leads to an initial LV dilation followed by a compensatory LV hypertrophic or concentering remolding without hypertrophy [START_REF] Owan | Trends in prevalence and outcome of heart failure with preserved ejection fraction[END_REF][START_REF] Forbes | Lean body mass in obesity[END_REF]. But it seems to be lean mass increase blood volume and cardiac output. The correct definition of lean mass is the sum of bone mineral mass, skeletal muscle mass, and residual mass [START_REF] Carbone | Obesity and Heart Failure: Focus on the Obesity Paradox[END_REF] . The hypothesis of the obesity paradox is based on the fact that the increasing of cardiac output lead to improvement cardiorespiratory fitness, performance and outcomes in HF [START_REF] Carbone | Obesity and Heart Failure: Focus on the Obesity Paradox[END_REF].

Furthermore, adipose tissue is an active endocrine organ able to synthesize many pro inflammatory cytokines participating/contributing in diastolic dysfunction such as IL 1b, TNF alpha and IL 18. CRP and leptins which were associated with increased risk of major cardiovascular events are also more produced in obese patients [START_REF] Frayn | Integrative physiology of human adipose tissue[END_REF][START_REF] Ballak | IL-1 family members in the pathogenesis and treatment of metabolic disease: focus on adipose tissue inflammation and insulin resistance[END_REF]. On the contrary, adiponectin an adipocyte-specific cytokine connected with increased risk of CV events decrease in conditions such as obesity (43) [START_REF] Pischon | Plasma adiponectin levels and risk myocardial infarction in men[END_REF]. In addition, obese patients secrete various others cytokines and neuroendocrine which may be protective such as tumor necrosis factor-alpha receptors which may neutralize the adverse biological effects of tumor necrosis factor overexpressed in HF [START_REF]Production of soluble tumor necrosis factor receptors by human subcutaneous adipose tissue in vivo[END_REF]. Moreover, higher circulating lipoproteins in obese patients may bind and detoxify lipopolysaccharides that play a role in stimulating the release of inflammatory cytokines, all of which may serve to protect obese HF patients [START_REF] Rauchhaus | The endotoxin-lipoprotein hypothesis[END_REF].

A recent study suggests that obesity create microcirculation dysfunction and structural microcirculation dysfunction mediated by inflammatory response induced by high level of fat.

Endothelium cells produced endothelium factors which both influence smooth muscle tonus and are influencing by hormonal factors like insulin and sympathic nervous system. When they balance to capillary vasoconstriction, it induce chronic hypoxia and so microcirculation alteration and organ dysfunction in obese persons. But that not explain completely the favorable impact of obesisty in survival. [START_REF] Sorop | The microcirculation: a key player in obesity-associated cardiovascular disease[END_REF].

An other study proposed a possible role of endothelial progenitor cells (EPC) dysfunction. In obesity, relatively deficiency of adiponectin and omentin which are able to attenuate reparative effects of peripheral tissues including myocardium and endothelium was found and improve angionesesis and neovascularization. Late outgrowth EPC, one of two type of EPC exhibit a protective impact on the endothelium mediating by proliferation and having the ability to promote angionesesis and collateral vessel growth. Increased adipocytes size is hypothesized to signal the recruitment of late outgrowth EPCs. In metabolically healthy obese individuals with HF the number of EFC in the circulation is frequently increased or near normal contrary in metabolically non healthy obese patients. [START_REF] Alexander E Berezin | obesity paadox in heart failure: the possible role of progenitor endothelial cell dysfunction[END_REF] . The causative role of progenitor cells dysfunction in obesity paradox is now intensive investigation.

Others explanations were proposed: advanced HF is a catabolic state end obese patients with HF may have more metabolic reserve [START_REF] Kalantar-Zadeh | Reverse epidemiology of conventional cardiovascular risk factors in patients with chronic heart failure[END_REF]. Additionally, overweight and obese patients with acute and chronic HF have lower levels of circulating atrial natriuretic peptides [START_REF] Mehra | Obesity and suppressed B-type natriuretic peptide levels in heart failure[END_REF]. Furthermore, obese patients with HF may have attenuated sympathetic nervous system, renin-angiotensin responses [START_REF] Lavie | Obesity and cardiovascular disease: risk factor, paradox, and impact of weight loss[END_REF]. And as result, they consult earlier ad not at the end stage.

Our population is aging (mean age 80 years old) whereas most of studies exploring prognostics parameters have a younger population. Datas about patients' height is lacking due to old age because they have lost height or they bent and calculating their BMI was impossible. Decreased physical activity and decreased energy expenditure with ageing predispose to fat accumulation and fat redistribution, but muscle loss, so BMI may not increase with adiposity. Two study suggested that BMI is also not the best parameters to evaluate fat mass in elderly due to the impossibility to calculate BMI and proposed to use waist circumference(52) [START_REF] Bastien | Overview of epidemiology and contribution of obesity to cardiovascular disease[END_REF]. Our study suggests that the elderly admitted for an acute heart failure with a weight under 70 kilograms have a poor prognosis.

The weight parameter is very easy and quick to use in clinical practice to screen patients with poor prognosis. Further studies should compare weight, BMI and others anthropometrics parameters in elderly in exploring their lean mass. It suggests that elderly with weight over 70kg shouldn't lose weight but should even gain some in a rehabilitation programs..

It's unexpected that diabetes appears to be protective of all-cause mortality on the univariate analyses on our study. It's well known diabetes is associated with developing heart failure and high mortality when HF is known [START_REF] Bertoni | Heart failure, prevalence, incidence, and mortality in the elderly with diabetes[END_REF][START_REF] Riet Ees Van | Epidemiology of heart failure: the prevalence of heart failure and ventricular dysfunction in older adults over time. A systematic review[END_REF]. Sleep Apnea Syndrome is also associated with better prognosis in our study although it is associated with a worse prognosis in HF in studies (56) [START_REF] Nakamura | Impact of sleep-disordered breathing and efficacy of positive airway pressure on mortality in patients with chronic heart failure and sleep-disordered breathing: a metaanalysis[END_REF].

But when diabetes and SAS were adjusted on the weight, the association disappears. The link between SAS and obesity is well established: obesity predisposes to SAS and their prevalence increases with the obesity epidemic. The prevalence of SAS is even higher in obese patients with diabetes mellitus [START_REF] Foster | Obstructive sleep apnea among obese patients with type 2 diabetes[END_REF].

Strengths and limitations

Our local cohort is exhaustive. We didn't define exclusion criteria. We included all patients admitted for HF whatever the etiology, comorbidities, or the ward where they were admitted to. It reflects the real life cohort of in patient with heart failure. It shows that the real population admitted for heart failure is older than cohorts in most studies exploring mortality risk factor after heart failure. The mean age of our patients is 80 years old, whereas in the main studies the mean age is between 65 and 70years old. This leads to wonder about its possible application to all studies for HF.

We choose a hard end point: all causes mortality that occurred for 36% of patients. Moreover, we had few loss of view (only two).

The scope of our study wasn't limited by a significant number of events. This doesn't bear a risk of overfitting in multivariable models.

However, our sample is small because it only covers one health centre for a relatively short period of time: 3 months.

Because our study is observational, the collected parameters are not complex. We have observed that 48% of patients admitted for heart failure had not benefited from an echocardiography. and when the act was performed the reports were brief. We met the same limitations with many of the collected clinical parameters because some of them were incomplete like albumin and pre albumin which could assess the nutritional status. Incomplete data make the follow up difficult. We don't explore the discharge Nt pro BNP because of lacking datas. Indeed, 67 discharge Nt proBNP were available.

In our study, we only collected information about cardiovascular disease and associated disease like COPB or SAS. We didn't take into account co morbid conditions and others histories like evolutive cancer which could be the origin of mild weight gain, which is more often the case in older adults. This may constitute a bias in our study.

We know that patients with HF must be managed by HF team with close collaboration between HF practitioners (primarily cardiologists, HF nurses and general practitioners) and other experts, pharmacists, dietitians, physiotherapists, psychologists, palliative care providers and social workers.

Older HF patients management is complicated by cognitive impairment, frailty and limited social support. The elderly specifies is frailty which is more common in those with HF [START_REF] Vida'n Mt | FRAIL-HF, a study to evaluate the clinical complexity of heart failure in nondependent older patients: rationale, methods and baseline characteristics[END_REF]. Frailty can be evaluated by a frailty score including walking speed (gait speed test), timed up-and-go test, PRISMA 7 questionnaire, Frail Score (60), Fried Score (61, 62) and Short Physical Performance Battery (SPPB). The nutritional state is included in their evaluation. So, their management requires additional geriatricians in order to take their specificities into account with closer contact between the specialised HF team.

Conclusion:

In conclusion, our study claim that being overweight and having a low admission NT proBNP are strongly associated with great prognosis on heart failure in the elderly. It is important to integrate the weight, and particularly the ratio of lean mass and the nutritional state of the care of older patients with HF admitted for HF. This suggesting the importance of encouraging close work between HF teams (included primarily cardiologists, HF nurses and general practitioners, pharmacists, dietitians, physiotherapists, psychologists, palliative care providers, social workers) and geriatricians in specialised unit for older adults. 
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  'insuffisance cardiaque est un problème majeur de santé publique. Les modèles prédictifs de risque de mortalité sont peu performants dans la pratique clinique quotidienne car les données de ces modèles sont issues d'études ou de registres où les populations sont différentes de la réalité du terrain car plus jeunes et moins co-morbides.
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	AF ARB Angiotensin II receptor blockers Atrial Fibrillation BB Beta Blockers RÉSUMÉ : INTRODUCTION : LHeart Failure (HF) is a major public health problem in western countries. Its prevalence is about 1-2% (1). The incidence approaches 5 to 10 per 1000 people per year (2). Incidence and
	BMI Body Mass Index prevalence rise steeply with age, especially after 60 years old (2). The Hillingdon study found that
	CAD Coronary artery disease in people aged 45 to 55 years old, HF incidence is 0,2/1000, and increases to 12,4/1000 after 85
	COPB Chronic obstructive pulmonary disease
	CVD Cardiovascular Disease years old (4). In comparison, the Rotterdam study identifies an incidence of 2, 5/1000 for people
	DBP Diastolic Blood Pressure aged 55 to 64 years old, and 44/1000 after 85 years old (5).
	HB	Heartbeat
	HF	Heart Failure
	HR	Hazard Ratio
	LV	Left Ventricular
	LVEF Left Ventricular Ejection Failure
	NYHA New York Heart Association
	[Données à caractère personnel] SAS Sleep Apnea Syndrom
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METHODE : Nous avons étudié la population hospitalisée pour insuffisance cardiaque au centre hospitalier universitaire de Grenoble Alpes sans critères d'exclusion afin d'étudier les facteurs pronostiques. Les patients inclus pouvaient consulter les urgences ou être hospitalisés directement dans un service de médecine ou de réanimation. Les données démographiques, cliniques, biologiques, thérapeutiques et le type de cardiomyopathie étaient recensés de manière prospective. Le pronostic à 1 an était recueilli. RESULTATS : 235 patients ont été inclus du 21 novembre 2016 au 21 février 2017 dont 75% de femmes (135). L'âge moyen était de 80,3+/-12,5 ans. La fraction d'éjection du ventricule gauche moyenne était de 47.7+/-16.9% dans le groupe survivant et 48+/-17.7% dans le groupe non survivant. La mortalité à un an était de 36% (n= 86). La prise en charge en service de cardiologie n'influençait pas le pronostic. Un poids supérieur à 70kg et un taux bas de NT proBNP étaient associés à un meilleur pronostic. L'Odd Ratio était de 0,97[0,96-0,98], p<0,0001 et de 1,89[1,15;3,09] p=0,01 respectivement. CONCLUSION : Le poids, le pourcentage de masse maigre et le statut nutritionnel sont des paramètres à intégrer dans la prise en charge des patients insuffisants cardiaques âgés au sein d'une équipe multidisciplinaire comprenant des spécialistes de l'insuffisance cardiaque, de la nutrition et de la gériatrie. MOTS CLÉS key words : heart failure, risk factors, overweight, elderly, obesity paradox FILIÈRE : Cardiologie et maladies cardiovasculaires

INTRODUCTION :

Despite drug treatments available in HF to avoid hospital admission and reduce morbidity and mortality, HF prevalence and mortality seem to remain high

[START_REF] Ponikowski | ESC Guidelines for the diagnosis and treatment of acute and chronic heart failureThe Task Force for the diagnosis and treatment of acute and chronic heart failure of the European Society of Cardiology (ESC)Developed with the special contribution of the Heart Failure Association (HFA) of the ESC[END_REF]

. The mortality rate is about 24.4% for age 60 and 54.4% for age 80 at 5 years follow-up, frequently due to non-cardiovascular causes (54.3% of cases), and does not decline over time (3). Clinical characteristics of patients with heart failure have changed in the last decades. Indeed, cases of heart failure with preserved ejection fraction have increased in the last 30 years. It is known that drug treatments lack efficiency in reducing mortality for this type of HF

[START_REF] Owan | Trends in prevalence and outcome of heart failure with preserved ejection fraction[END_REF]

.

  The index date was the date of hospitalization for heart failure. All clinical parameters were proposed for inclusion in a univariate We included a total of 235 patients from 21 th November 2016 to 21 th February 2017. The demographic characteristics are described in table 1.

	cardiomyopathies associated with AF, 13 (5%) dilated cardiomyopathies, 44 (12%) non explored
	cardiomyopathies. There were 40 (17%) patients treated at the admission by ACE inhibitors, 26
	(11%) by ARB, 95 (40%) by BB, 148 (63%) by diuretics, and 12 (5%) by anti-aldosterone. There
	were 55 (23%) patients treated at the discharge by ACE inhibitors, 56 (6%) by ARB, 129 (54%) by
	BB, 181 (77%) by diuretics, and 27 (11%) by anti-aldosterone.
	Prognosis
	In the surviving group, the mean left ventricle ejection fraction was 47.7 +/-16.9%, whereas
	patients who did not survive had a mean left ventricle ejection fraction of 48+/-17.7 %. No
	RESULTS:
	Patients' characteristics:
	Fifty seven per cent were women, 43% were men. The mean age was 80.2 years old. The mean
	LVEF was 47,8+/-16,9%. There were 86 (36.5%) deaths at one year. 2 patients were out of reach
	because they had changed residences. The mean weight was 70.7 kg and the mean BMI 27.5kg/m².
	77 (33%) were diabetic, 163 (70%) had high blood pressure, 34 (14%) had SAS, 130 (55%) had AF,

Cox proportional hazard model and all significant (p < 0.05) univariate correlates of survival were entered into forward stepwise multivariate Cox model. Survival of patients with weight according to death was evaluated using the Kaplan-Meier method and compared among groups using log-rank test. All tests were 2-sided and a p value < 0.05 was considered statistically significant. 39 (17%) COPD, 83 (35%) dyslipidemia, 60 (25%) were investigated for ischemia.

There were 85 (36%) ischemic heart disease, 58 ( 24%) valvular heart disease, 53 (22%) statistically significate difference was observed (p=0.9). The characteristics of patients with and without MACEs are given in Table

1

. Significant differences in weight were observed between patients with and without death (p≤0.0001). In univariate analysis, age, sex, SAS, diabetes, weight and Nt-proBNP appear predictor of death. In multivariate analysis, low weight and Nt proBNP were independent predictors of death (HR 0.98 [0.97; 1.00], p=0.04 and HR 1.69 [1.04; 2.74] p=0, 03, repectively. Table

2

shows Uni-and Multivariate Cox Analysis. Kaplan-Meier survival curves

Table 2 .

 2 Uni-and Multivariate Cox Analysis Predictors of all-causes mortality after an acute heart failure at one year.

		Univariate Analysis		Multivariate Analysis	
	Parameters	OR	P value	HR	P value
		[95% CI]		[95% CI]	
	Sex male	1.79 [1.13;2.84]	0.01	1.1 [0.85; 1.42]	0.46
	Age	1.03 [1.00; 1.05]	0.01	1.01 [0.98;1.03]	0.38
	Weight	0.97 [0.96; 0.98]	<0.0001	0.98 [0.97;1.00]	0.04
	BMI	0.97 [0.93; 1.01]	0.17		
	Diabetes	0.54 [0.33; 0.89]	0.02	0.73 [0.43;1.25]	0.26
	Hypertension	0.99 [0.52; 1.57]	0.97		
	SAS	0.31 [0.12;0.72]	0.01	1.42 [0.88; 2.26]	0.13
	AF	1.06 [0.69;1.62]	0.77		
	CBPO	1.06 [0.79;1.42]	0.68		
	Hypercholesterolemia	0.99 [0.79;1.23]	0.92		
	Family history of CAD	1.17 [0.43;3.1]	0.7		
	Care on daytime	0.83 [0.54;1.28]	0.41		
	Log NT proBNP	1.89 [1.15;3.09]	0.01	1.69 [1.04;2.74]	0.03
	Creatinin	1.14 [0.96;1.35]	0.1		
	Haemoglobinia	0.99 [0.98;1.00]	0.5		
	Natremia	0.99 [0.94;1.05]	0.88		
	Hospitalisation in cardiology ward 0.90 [0.59;1.38]	0.54		
	SBP	0.99 [0.98;1.00]	0.21		
	HB	0.99 [0.98;1.00]	0.36		
	DBP	0.98 [0.97;1.00]	0.07		
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