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Summary

Summary

Acute respiratory distress syndrome (ARDS) was first
described as a clinical syndrome comprising obvious respiratory
distress, severe hypoxemia, diffuse infiltrates on chest
radiographs, and decreased lung compliance, associated with a
variety of underlying medical and surgical conditions. A spectrum
of acute lung injury exists in which ARDS represents the most
severe end. The American-European Consensus Conference on
ARDS attempted to define a milder form of injury, which they
labeled acute lung injury (ALI). ARDS was first described in
1967. Until recently, most reported mortality rates exceeded 50%.
However, the mortality from ALI and ARDS has decreased as
laboratory and clinical studies have provided new evidence to

improve therapeutic strategies.

Improved understanding of the pathogenesis of ALI and
ARDS has led to important advances in their treatment,
particularly in the area of ventilator-associated lung injury.
Standard supportive care for ALI and ARDS should now include
a protective ventilatory strategy with low tidal volume ventilation.
In addition, novel modes of mechanical ventilation are being

studied and may augment standard therapy in the future.

Several reports have shown that collapse of the lungs

appeared to be directly related to degree of hypoventilation, and
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AIM OF THE WORK

Discussing new and conventional strategies for lung
recruitment in acute respiratory distress syndrome (ARDS)
and some lights on ARDS and its management
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INTRODUCTION

Acute respiratory distress syndrome (ARDS) and acute lung injury
(ALI) were first described in 1967, and are characterized by the
abrupt onset of clinically significant hypoxemia (when partial arterial
pressure of oxygen [PaO2]/fractional concentration of oxygen in
inspired air [FIO2] <300, the disorder is termed ALI and when
Pa02/F102<200, the disorder is termed ARDS), with presence of
bilateral diffuse pulmonary infiltrates on radiograph (Wheeler and
Gordon, 2007).

ARDS can occur in the setting of either direct (pneumonia,
aspiration, contusion) or indirect (sepsis, trauma, pancreatitis) lung
insults, and is associated with intra pulmonary disorder and multi-
organ dysfunction syndrome (Bastarache et al., 2009).

The last 40 years have showen remarkable increase in the recognition
of this syndrome and there is general agreement that the outcome
from ARDS remains relatively poor nevertheless, very encouraging
prognostic information seems to reflect improved understanding of
the pathophysiology and response to therapy of ARDS (Darryll et al.,
2008).

Management of patients with ALI and ARDS aims to treat the cause,
maintain Oxygenation using nontoxic FiO2 (<0.7), Positive end
expiratory pressure (PEEP) and mechanical ventilation, protective
ventilator strategy by adopting a low tidal volume < 6 high PEEP
with <30 cm H2O static end-inspiratory airway pressure (plateau
pressure) to guard against barotrauma, , support, treat other organ
system dysfunction or failure and adequate early nutritional support
(Fishman and William, 2007).



Although mechanical ventilation provides essential life support it can
worsen lung injury, mechanisms include regional alveolar
overdistension, repetitive alveolar collapse with  shearing
(atelectrauma) and oxygen toxicity (Meade et al., 2008).

Lung protective ventilation seeks to limit alveolar distension, recruit
non-aerated alveoli, and prevent further alveolar collapse (Sud et al.,
2010).

On the other hand high PEEP may be associated with excessive lung
parenchyma stress, strain and negative hemodynamic effect resulting
in systemic organ injury (Imai et al., 2003).

Therefore, lung recruitment maneuvers have been proposed and used
to open up collapsed lung while PEEP counteracts alveolar
derecruitment due to low tidal volume ventilation (Pelosi p et al.,
2001).
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