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I ntroduction

I ntroduction

Acute Heart Failure Syndrom (AHFS) is defined as
gradual or rapid change in heart failure signs and symptoms
resulting in a need for urgent therapy. These symptoms are
primarily the result of severe pulmonary congestion due to
elevated left ventricular filling pressures (with or without low
cardiac output). AHFS can occur in patients with preserved or
reduced gection fraction .

Concurrent cardiovascular conditions such as coronary
heart disease , hypertension, vavular heart disease, atriad
arrhythmias, and/or noncardiac conditions (including renal
dysfunction, diabetes, anemia) are often present and may
precipitate or contribute to the pathophysiology of this
syndrome (Remme WJ and Swedberg K.,2001).

The combination of the aging of the population in many
countries, and improved survival after acute myocardial
infarction has created a rapid growth in the number of patients
currently living with chronic heart failure ,with a concomitant
increase in the number of hospitalizations for decompensated
heart failure.

Coronary heart disease is the aetiology of AHF in 60—
70% of patients, particularly in the elderly population. In
younger subjects, AHF is frequently caused by dilated
cadiomyopathy, arrhythmia, congenital or vavular heart
disease, or myocarditis (McCullough PA et al .,2002).
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I ntroduction

Advanced heart failure and related acute decompensation
have become the single most costly medical syndrome in
cardiology. Patients with AHF have a very poor prognosis.
Mortality is particularly high in patients with acute myocardia
infarction accompanied by severe heart failure, with a 30%
12 month mortality.Likewise, in acute pulmonary oedema a
12% in-hospital and 40% 1 year mortality have been
reported.About 45% of patients hospitalized with AHF will be
rehospitalized at least once (and 15% at least twice) within
twelve months (Berry C et al.,2001).

AHF can present itself as acute de novo (new onset of
acute heart failure in a patient without previousy known
cardiac dysfunction) or acute decompensation of chronic heart
failure(Cleland JG et al .,2003).

The patient with acute heart failure may presentAcute
decompensated heart failure (de novo or as decompensation of
chronic heart failure), Hypertensve AHF,Cardiogenic shock,
High output failure ,Right heart failure.

AHF is a clinical syndrome, with reduced cardiac
output, tissue hypoperfusion, increase in the pulmonary
capillary wedge pressure (PCWP), and tissue congestion. The
underlying mechanism may be cardiac or extra-cardiac, and
may be transient and reversible with resolution of the acute
syndrome, or may induce permanent damage leading to
chronic heart failure (Fox KF et al .,2001).
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The clinicd AHF syndrome may be classified as
predominantly left or right forward falure, left or right
backward failure, or a combination of these.

The diagnosis of AHF is based on the symptoms and
clinical findings, supported by appropriate investigations such
as ECG, chest X-ray, biomarkers, and Doppler echo
cardiography (KrumholzHM et al.,1998).

The immediate goals of treatment are to improve
symptoms and to stabilize the haemodynamic condition. An
improvement in haemodynamic parameters only may be
misleading, however, and a concomitant improvement in
symptoms (dyspnoea and/or fatigue) is generaly required.
These short-term benefits must also be accompanied by
favourable effects on longer-term outcomes. This is likely to
be achieved by avoidance, or limitation, of myocardial
damage.

Mangment include medical therapy like :Oxygen and
ventilatory assistance,diuretics,vasodilators, Anticoagulation,
Angiotensin converting enzyme Inhibitors, b-blocking agents,
Inotropic agents.

Or Mechanical assist devices and heart transplantation
(Intra-aortic  balloon counterpulsation, Ventricular assist
devices, Heart transplantation) (KrumholzMH P et al .,2001).



