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Introduction 

The definition of Acute respiratory distress syndrome (ARDS) 

developed by the American- European Consensus Committee 

(AECC) on ARDS in 1994 consisted of 4 main components: (1) 

acute onset of respiratory distress within 7 days of initial inciting 

injury; (2) hypoxemia; (3) bilateral infiltrates on frontal chest 

radiographs; and (4) pulmonary capillary wedge pressure 

(PCWP) of 18 mm Hg or less, or no clinical evidence of left atrial 

hypertension. This last requirement resulted in the exclusion of 

patients with congestive heart failure (CHF). The degree of 

hypoxia divided patients into 2 groups: patients were considered 

to have acute lung injury (ALI) if their PaO2/ FiO2 ratio was 300 

mm Hg or less whereas patients were considered to have ARDS 

(a subset of ALI) if the ratio was 200 mm Hg or less. ARDS/ALI 

can arise from direct injury to the lung parenchyma or from 

indirect systemic insults transmitted to the lung by the pulmonary 

circulation. Although more than 60 conditions have been 

associated with ARDS, the most frequent cause is sepsis, 

followed by pneumonia and aspiration. (Rubenfeld et al, 2005) 

Over the past two decades, a variety of interventions and 

intensive care strategies have been used in treating patients with 

ALI/ARDS. The current standard of clinical care for ALI/ARDS 

includes mechanical ventilation with lung protective strategies, 

coupled with judicious fluid management, adjunct nutritional 

support, and specific treatment of any known underlying cause of 

injury or disease. The only intervention to date that has clearly 

showed a survival benefit in controlled studies the adoption of 

low tidal volume ventilation strategies (6–8 ml/kg bodyweight). 

(ARDSnet, 2000) 
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An individual pharmacologic agent may in fact be effective in 

mitigating its intended target of pathology, but benefits to survival 

and other long term clinical outcomes may be obscured by 

remaining aspects of pathology. All these considerations 

complicate the design and analysis of clinical trials and reduce 

their resolving power. In general, evaluating therapies in 

ALI/ARDS requires multi-center studies of substantial size, with 

patient populations and outcome variables controlled with as 

much focus as possible. (Krishnan et al, 2008) 

 

 

 


