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Abstract
The ventilatory management of trauma patients can present significant challenges. Its main aims focus on the reduction of the work of breathing, facilitation of an 
improvement in gaseous exchange, and on the avoidance of ventilation-induced lung injury (VILI). VILI is a pathophysiologic process consisting of several changes 
seen in ventilated lungs that have been attributed to the ventilation strategy employed subsequent to the traumatic lung injury. In order to avoid the major components 
of VILI, both maximal alveolar aeration and recruitment are needed to minimize the shear stresses in the injured lung tissue. Alveolar recruitment maneuvers have 
become the major goals of mechanical ventilatory support for patients with severe trauma over the last few decades. The importance of early lung recruitment with an 
‘open lung’ approach has been well documented in several studies and its application has been shown to preserve lung mechanics, attenuate lung mechanotrauma, and 
thereby reduce mortality during ventilation. Controversies nonetheless exist regarding the most appropriate form of their use in patients with pulmonary injuries as 
recruitment maneuvers may have several adverse effects. The main concerns center on exploiting high airway pressures during the recruitment process and its potential 
harmful consequences, such as barotrauma and hemodynamic compromise. The purpose of this article is to review the major concepts in the mechanical ventilation 
literature that outline the principles for the use of the open lung management strategy in patients that have been subjected to significant trauma and to delineate both 
the major techniques of lung recruitment as well as their potential complications.  
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Introduction
Trauma is a major source of morbidity and mortality in the United 

States [1].  In patients with multiple systemic injuries, chest trauma is 
the cause of death in twenty to forty percent of cases [1] and may result 
in several pulmonary complications including tension pneumothorax 
and flail chest with pulmonary contusion [2].  A different approach and 
ventilatory strategy is required for each of these conditions.

Mechanical ventilation has become a critical therapy for such 
patients with impaired pulmonary function [3]. Certain modes of 
mechanical ventilation may however in themselves be associated with 
multiple potential adverse effects, such as the development of atelectasis, 
pneumonia, pulmonary fibrosis and pulmonary edema in addition to 
decreases in lung compliance and gaseous exchange [2,3]. Many of 
these pathophysiologic changes seen in trauma victims are attributed 
to the ventilation strategies used and are therefore called ventilator-
induced lung injury (VILI) [4]. The main objective in the ventilatory 
management of patients with severe trauma should therefore focus 
not only on the reduction of work of breathing and improvement of 
gaseous exchange but also on the minimization of VILI.

This article reviews the pathophysiology and the principles 
governing the use of mechanical ventilation with alveolar recruitment 
in the management of trauma victims. The first part of this paper 
describes the role of VILI on the lung mechanics, the second part 
describes the recruitment principles of opening the lung, and the last 
part briefly outlines the complications of this strategy on different 
organ systems.

The role of ventilator-induced lung injury on lung 
mechanics 

Pulmonary injury may result from underlying traumatic lung 
process or by way of the injurious application of mechanical ventilation. 
Evidence suggests that the pathophysiology of VILI is multifactorial 
(Table 1) and results from the combined effects of barotrauma, 
volutrauma, biotrauma and atelectrauma. These mechanisms can 
initiate a cascade of events that result in an increase in systemic 
inflammation. Stress failure, which is the mechanical disruption of the 
alveolar-capillary barrier, can subsequently cause the release of local 
inflammatory mediators that can spill into the systemic circulation [5]. 
Such inflammatory mediators that have been detected in the systemic 
circulation of lung injury patients, include interleukin-1, interleukin-6, 
interleukin-8, interleukin-10 and tumor necrosis factor-α (TNF-α) [6]. 

The predominant factors that contribute to VILI are a combination 
of overdistension of aerated lung units and high distending transalveolar 
pressures. This is related to high volumes and pressures that occur at 
the end of inspiration due to excessive stress at the margins between the 
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nonaerated and aerated lung units [7]. When the transalveolar pressure 
falls below the critical closing pressure of alveolar units at the end of 
expiration it induces the repeated opening and closing of small airways 
such as alveoli and bronchioles that are atelectatic at end-expiration. 
It is these processes that define atelectrauma and are associated with 
an increased activation of pulmonary inflammatory mediators, 
which are released in both the lung and systemic circulation causing 
histological changes that are indistinguishable from acute respiratory 
lung syndrome (ARDS) [6]. 

Haitsma et al. [8] demonstrated that there is loss of 
compartmentalization of cytokines in VILI, causing an imbalance in 
the inflammatory response. These high levels of cytokines (particularly 
TNF-α) can trigger severe organ dysfunction. According to this study, 
the application of 10 cmH2O of positive end-expiratory pressure 
(PEEP) significantly diminished this loss of compartmentalization. 
Furthermore, both the absence of PEEP and high peak pressures have 
been shown to increase bacterial translocation from the lung into the 
systemic circulation in several further animal studies [9]. D’angelo 
et al. [10] illustrated that the application of prolonged low-volume 
ventilation with no PEEP even in normally functioning lungs causes 
injury to peripheral airways.

There have been numerous mechanisms proposed to explain 
the change in lung mechanics in the presence of injury. Gattinoni et 
al. [11,12] reinforced the idea that large portions of an injured lung 
are derecruited and not aerated during positive pressure ventilation. 
Additionally, they found that dependent portions of the injured lung 
are exposed to a compressive pressure and collapse after examining the 
effects of ventilator settings and posture. Their findings showed that 
dependent atelectasis was due to the increased weight of edematous 
lung and that subsequent lung injury was determined to be caused by 
large stresses in the parenchyma surrounding these atelectatic regions.

It has also been shown that a critical factor leading to VILI is 
inadequate lung recruitment. The reason for this is that the adaptive 
processes to lung injury can initiate vascular cell proliferation and 
collagen deposition [13]. The potential for such detrimental changes can 
be avoided by lung recruitment and prevention of derecruitment thus 
avoiding the repetitive shear stress associated with opening and closing 
of unstable lung units [14]. Maximal alveolar aeration and recruitment 
are needed to minimize shear stresses in the lung tissue during 
inspiration [14]. The application of alveolar recruitment maneuvers 
should therefore be the major goals of mechanical ventilatory support 
for patients with severe trauma.

Recruitment principles
The use of low tidal volume and limited airway pressure ventilation 

is the only ventilatory strategy that has shown a decrease in acute 
respiratory distress syndrome (ARDS) mortality in several randomized 
studies. Two major randomized controlled clinical trials demonstrated 
that this protective ventilation approach leads to a marked improvement 
in clinical outcome [15,16].  It is however known that low tidal volumes 
lead to progressive lung derecruitment that can actually be detrimental 

in patients with significant pulmonary contusions. Richard et al. [17] 
illustrated that the reduction of tidal volumes from 10 to 6 mL/kg, 
while keeping the PEEP constant, was responsible for significant lung 
volume loss corresponding to alveolar derecruitment. Furthermore, 
Cereda et al. [18] demonstrated the principle of derecruitment in 
a study showing that low tidal volume ventilation could induce a 
progressive decrease in compliance which could be prevented by using 
a higher PEEP level. The traditional mechanical ventilation approach as 
seen in patients with pulmonary contusion uses low to moderate levels 
of PEEP to support oxygenation by preventing or reversing alveolar 
atelectasis or flooding. 

Halter et al. [19] demonstrated that when alveoli are opened 
with a recruitment maneuver they can still collapse without the use 
of adequate PEEP. Concurrently, those recruited alveoli that do not 
collapse are unstable and vulnerable to shear stress–induced damage. 
Therefore, a recruitment maneuver used without adequate PEEP could 
potentially exacerbate VILI [19]. Ranieri et al. [20] showed that PEEP 
mainly caused hyperinflation of those alveoli previously recruited 
by high tidal volume ventilation. On the other hand, with the use of 
low tidal volumes, the effect of PEEP was one of alveolar recruitment 
counterbalanced by derecruitment [20]. 

Amato et al. [15] demonstrated significant improvement in 
pulmonary function and a higher rate of weaning from the ventilator 
when lung protective ventilation was used in patients with ARDS. Their 
ventilation strategy was based on maintaining low inspiratory driving 
pressure with low tidal volumes and the preferential use of limited 
airway pressure, simultaneously using a higher PEEP to keep the 
end-expiratory pressures above the lower inflection point of the static 
pressure volume curve of the respiratory system.

It has also been shown, that in patients with ARDS, the use of a 
higher PEEP combined with lower tidal volumes is associated with 
a lower concentration of inflammatory cytokines and mediators in 
bronchoalveolar lavage fluid and blood [6]. One can thus say that both 
the PEEP and the tidal volume are interactive variables the appropriate 
selection of which determines the extent of lung recruitment. 

Optimal positive end-expiratory pressure selection  
The application of PEEP plays a fundamental role in the lung 

protective strategy with the aim of minimizing lung collapse [17]. It 
has several beneficial effects on gaseous exchange, edema formation, 
release of inflammation mediators and lung mechanics [2,3,17]. The 
extent of end-expiratory collapse depends on two phenomena: the 
maximum volume pressure achieved during the previous inspiration 
and the gravitational forces, which are the superimposed pressures that 
compress the most dependent regions of the lung. Crotti et al. [21] have 
shown that there are unique opening pressures related to different lung 
regions. It is the lowest in the nondependent lung, intermediate in the 
mid-lung, and highest in the most dependent lung region. Recruitment 
of the most dependent lung region associated with atelectasis typically 
occurred at pressures as high as 45 cmH2O. Derecruitment was shown 
to occur by decreasing the PEEP level from the total lung capacity 
thereby causing progressive collapse of the most dependent regions, 
which were formally subjected to the greatest superimposed pressure. 
Furthermore, alveolar collapse was shown to occur maximally between 
a PEEP of 0 and 15 cmH2O in patients with acute lung injury (ALI) or 
ARDS. The recruited lung thus, tends to stay open at pressures lower 
than the initial pressure that had been used to open it. 

Based on the assumption that a lower inflection point (LIP) 

Barotrauma Ventilation with excessive end-inspiratory or plateau pressures
Volutrauma Ventilation with excessive tidal or end-expiratory volumes
Biotrauma Local and systemic release of inflammatory mediators
Atelectrauma Ventilation below the lower inflection point on pressure volume curve 

with cyclic opening and closing of alveoli

Table 1. Pathophysiological Components of Ventilator-Induced Lung Injury [4]. 
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represents alveolar recruitment, it is the LIP on the total respiratory 
system pressure-volume curve that is used extensively to set the PEEP 
in patients with acute respiratory failure [22]. This means that the LIP 
on the pressure-volume curve reflects the average critical pressure 
needed to reopen those regions of the lung that close during expiration 
[22].  

The relationship between the LIP and the amount of alveolar 
recruitment has only been shown in a few studies. Muscedere et al. [23] 
described saline-lavaged lungs that were ventilated with PEEP both 
above and below the LIP of their static pressure volume curves in a rat 
model. Their findings showed that lungs that were ventilated without 
PEEP had significant decreases in compliance and marked histological 
injury. This is likely due to the resulting shear stress in airway walls 
from the distal airway collapse and inflammatory mediator release. The 
development of VILI in patients with ARDS may be a consequence of 
the same mechanism.

The relationship between LIP and alveolar recruitment was further 
investigated by Mergoni et al. [24]. The authors showed that there 
is an insignificant relationship between the amount of the alveolar 
recruitment determined by application of PEEP and the level of the 
LIP suggesting that recruitment had also occurred when the level of 
PEEP was raised above the LIP. The recruitment obtained by increasing 
PEEP to 10 to 15 cmH2O was only forty percent of the whole recruited 
volume, when the initial level of LIP was less than 10 cmH2O (in all but 
four patients). This suggested that a large amount of lung tissue was still 
recruitable when patients were ventilated with a PEEP level marginally 
above the LIP. 

Using a model of acute lung injury, Crotti et al. [21] studied five 
consecutive patients, who had ALI/ARDS according to the criteria 
suggested by the European American Consensus Conference on ARDS 
[25] performing thoracic CT scans at different PEEP levels and plateau 
pressures. They found that alveolar recruitment occurred along the 
entire pressure-volume curve, independent of the upper and lower 
inflection points and occurred progressively from nondependent to 
dependent lung regions. 

The lower inflection point on the pressure-volume curve should 
therefore not be used as the method of choice to calculate the level 
of PEEP as recruitment occurs along the entire volume-pressure 
curve, independent of lower and upper inflection points [22]. It 
would therefore seem more useful to obtain a direct measurement 
of recruitment at the level when PEEP is applied when putting into 
practice a ventilatory strategy aimed at recruiting most of the collapsed 
lung units.

It should be noted however that whilst PEEP holds unstable alveoli 
open it does not actually open them [17]. Instead, it is the sustained 
high pressures that open the alveoli and reopen the closed airway. For 
that reason, the PEEP should be increased to some degree after the 
recruitment maneuver is complete to preserve the newly recruited units 
since the normal lung becomes maximally inflated at a transpulmonary 
pressure of 30 to 35 cmH2O. Transpulmonary pressure can be defined 
as the alveolar pressure minus the pleural pressure (assumed to be 
close to 0 cmH2O) and it is the most important determinant of alveolar 
distension as opposed to the plateau pressure or peak inspiratory 
pressure [26]. Acute respiratory distress syndrome in the lungs of trauma 
patients associated with either indirect lung injury or extrapulmonary 
causes, responds more favorably to ventilatory startegies which alter 
the transpulmonary pressure [27]. This is because the predominant 
finding seen in such patients is a reversible or compressive atelectasis 

rather than a consolidated airspace. Thus it appears that recruitment 
is ultimately impacted by the pathophysiologic process producing a 
particular lung injury [28]. 

Recruitment techniques: Review of the literature
Open lung management (OLM) is a ventilation strategy aimed 

at preventing atelectasis and preserving surfactant function whilst 
facilitating optimal gaseous exchange [29]. The prevention of atelectasis 
by the application of OLM attenuates mechanotrauma, preserves 
lung mechanics, and reduces mortality during ventilation [30,31]. In 
a study by Schreiter et al. [32] in patients with severe chest trauma, 
OLM assessed by computed tomography examinations significantly 
reduced the amount of atelectasis [33]. Furthermore, OLM has been 
shown to reduce protein leakage into the alveolus, which inactivates 
the surfactant system [31]. A vicious cycle is subsequently triggered 
by an impaired surfactant system involving increased shear forces and 
mechanotrauma.  As shown in cardiac surgical patients, VILI can also 
be reduced or may even be prevented, by ventilating with OLM and 
thus reducing atelectasis [34,35]. The early application of OLM was 
also shown to significantly increase functional residual capacity after 
extubation, as compared with conventional ventilation and this effect 
was maintained up to 5 days after extubation [35]. 

The primary objective of OLM has three important steps: finding 
the pressure that is needed to open the lung concurrently with the 
collapse pressure for the patient’s lung; opening the lung; and keeping 
the lung open to minimize any cyclic alveolar opening-closing. The 
pressure needed to open the lung is reached with the peak inspiratory 
pressure, and the collapse pressure is determined by PEEP [29]. The 
use of recruitment maneuvers involves a sustained increase in airway 
pressure for thirty to ninety seconds or repeated periodic increases in 
inspiratory pressure over a short period of time [2,22,29]. This technique 
usually facilitates alveolar recruitment through the application of 
continuous positive airway pressure (CPAP) by setting the PEEP to the 
required pressure or via application of pressure-controlled ventilation 
(PCV) [2,22] . 

In a study by Pelosi et al. [36], ten patients with ARDS were 
ventilated with a lung protective strategy using low tidal volumes and 
plateau pressures less than 35 cmH2O and subsequently recruited with 
the application of three consecutive sighs per minute for one hour 
at plateau pressures of 45 cmH2O in a volume control mode with 
an average PEEP of 14 cmH2O. The results showed that there was a 
marked decrease in intrapulmonary shunt as well as a significant 
increase in end-expiratory lung volume after 1 hour of sigh, which 
correlated with improvement in arterial oxygenation.  In another study 
using a CPAP mode to apply sustained inflation pressure of 30 to 45 
cmH2O for 20 seconds in fourteen patients with hypoxic respiratory 
failure and bilateral pulmonary infiltrates who had been ventilated 
less than seventy-two hours, Lapinsky et al. [37] found a significant 
improvement in the level of oxygen saturation that was maintained 
in ten of the fourteen patients for at least a period of four hours. In 
the four patients without an initial improvement the use of repeat 
recruitment maneuvers and institution of a higher PEEP similarly 
improved oxygenation. Using a lung-protective ventilatory strategy, 
Grasso et al. [38] studied twenty-two patients with ARDS.  The 
authors applied 40 cmH2O of CPAP for forty seconds as a  recruitment 
maneuver and defined patients as being responders if their arterial 
oxygenation increased by more than fifty percent from baseline. 
The outcome was a significant improvement in arterial oxygenation 
independent of the underlying cause of the ARDS. Finally, Schreiter et 
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al. [32] found increased arterial oxygenation and increased total lung 
volume in patients with severe chest trauma after utilizing intrinsic 
PEEP by pressure-cycled, high-frequency, inverse-ratio ventilation. 
These studies suggest that the principles of recruitment remain the 
same and should fulfill the fundamental concept of their use regardless 
of the strategy that is employed [2,39]. 

The majority of trauma patients are managed with pressure 
controlled ventilation and since its initial use, this ventilation mode 
has been a mainstay in the treatment of severe pulmonary injury 
[2]. Amato et al. [15] were one of the first groups to use in mode 
in combination with alveolar recruitment higher and showed an 
improved weaning rate as well as 28-day. The use of PCV allows one 
to control the ventilatory pressure throughout the ventilator cycle in 
order to generate the appropriate pressure necessary to expand the 
collapsed alveoli during a recruitment maneuver [2,3,22,39]. This is 
especially important in patients with severe chest trauma in whom the 
pressure needed for alveolar recruitment may reach values as high as 
60 to 70 cmH2O after which the peak inspiratory pressure is adjusted 
to the lowest level necessary to maintain an open lung. This so-called 
ideal pressure is typically 15 to 30 cmH2O lower than the obligatory 
recruitment pressure [2,3,29] . Such a pressure is achieved when arterial 
blood gases are found to be satisfactory in the context of stable tidal 
volumes. Concomitantly, the level of PEEP that is chosen, typically 10 to 
20 cmH2O, should preserve hemodynamics and demonstrate the most 
significant improvement in the PaO2  [39] . It should be noted however 
that although PEEP holds unstable alveoli open, it does not open them. 
If sufficient PEEP is not applied after the recruitment maneuver is 
complete, the improvement in lung mechanics and oxygenation will 
not be sustained and alveoli will collapse within seconds [40]. Thus it 
is necessary to increase the PEEP to some degree after the recruitment 
maneuver is complete in order to maintain patency of the recruited 
units [41]. Maintaining the lung open after the recruitment maneuver 
is especially important for the success of alveolar recruitment and it can 
functionally be monitored by measuring the partial pressure of oxygen 
in arterial blood, which reliably correlates with the amount of lung 
parenchyma taking part in gaseous exchange [29]. 

The process of derecruitment upon the sudden withdrawal of PEEP 
is most evident in those patients that require sustained elevated levels of 
PEEP to attain optimal recruitment. Using an animal model, Suh et al. 
[42] and demonstrated that repeated derecruitment accentuated lung 
injury during mechanical ventilation and found significant pathologic 
changes at the bronchiolar level, with a profound inflammatory cell 
infiltration as well as desquamation and necrosis of epithelium. Similar 
changes were found in another study in the surfactant-deficient 
lung by Enhorning and Robertson in an animal model [43]. Sudden 
derecruitment may occur during patient transport, suctioning of the 
airways and during aerosol therapy. Added to which, the composition 
of inspired gas may play a role on recurrence of atelectasis and in 
maintaining the recruitment effect, as more rapid derecruitment occurs 
at a higher fraction of inspired oxygen [44].  

To summarize, upon completion of a recruitment maneuver, 
the lung should should generally ventilated in a pressure controlled 
mode with sufficient PEEP to keep the lung open at a level just higher 
than closing pressure (the pressure at which the alveoli collapse). The 
ventilator is typically set to obtain the lowest possible airway pressure as 
well as the lowest possible tidal volume and driving pressure (defined as 
the peak inspiratory pressure  minus total PEEP) [28]. Ideally, the tidal 
volume should be between 4 and 6 mL/kg and the driving pressure less 
than 15 cm H2O [29]. This is to ensure proper elimination of carbon 

dioxide elimination and to avoid possible shear forces to the lung [29]. 

Complications of open lung management
In general, when OLM is used with caution, no complications are 

expected. However, OLM has the capability to affect several different 
organ systems. The main effect of ventilation with OLM on the 
circulatory system is a reduction in the preload [45]. More specifically, 
the effect on left ventricular contractility is directly related to the overall 
left ventricular function. Increasing the intrathoracic pressure will 
not affect left ventricular contractility if the left ventricular function 
is good [46]. However, an increase in intrathoracic pressure will lead 
to an augmentation of left ventricular contractility in the presence of 
left ventricular failure [46]. This is likely due to increased intrathoracic 
pressure causing a reduction in left ventricular afterload [46]. 

In addition, the elevation of intrathoracic pressure and its effect 
on the cardiac output and preload have also raised concerns regarding 
the use of recruitment maneuvers with high-PEEP levels [47]. The 
mechanism for this effect may involve a reduction in shunt through 
a preferential distribution of perfusion to functioning lung units 
secondary to a decrease in the cardiac output [47]. The reduction in 
cardiac preload induced by the elevation of intrathoracic pressure might 
however be counterbalanced by the systemic effects of hypercapnia 
[47]. This is because a moderate hypercapnia can cause an elevation of 
cardiac output and a reduction in systemic vascular resistance [47]. The 
two most frequently observed side effects of recruitment maneuvers 
are therefore transient hypotension and associated desaturation. In 
a study by Grasso et al. [38], no significant hemodynamic changes 
were detected in patients who responded to recruitment maneuvers. 
However the effect observed in patients who did not respond to 
recruitment maneuvers was of a twenty to thirty percent reduction in 
the mean arterial pressure and cardiac output.

With regards to patients with severe chest trauma, Scheiter et al. 
[32] did not observe an increased rate of pneumothorax while using 
ventilation with OLM granted that such recruitment maneuvers were 
performed with low driving pressures. However, the use of recruitment 
maneuver in unilateral lung injury should be avoided in general because 
of the potential to increase lung volume by overdistention of the more 
compliant aerated alveolar units that are already open [29,48]. Such 
overdistension causes increased intrapulmonary shunting by favoring 
capillary collapse in the more compliant parenchyma and diverting 
blood flow into the collapsed regions [29,48]. Furthermore, this 
overdistention may also lead to a combination of severe hypotension, 
bradycardia, decreased cardiac output and increased pulmonary 
arterial pressure [47]. 

In all probability, the use of high levels of PEEP during OLM, do 
not increase intracranial pressure (ICP) in either the normal or injured 
brain.  Wolf et al reported that ventilation with OLM using PEEP levels 
up to 15 cm H2O did not increase ICP in severe brain injury [49]. 
However, there was an observation of a short and transient increase of 
ICP by the recruitment maneuver itself [50]. Furthermore, according 
to Huynh et al. [51], the ICP did not increase with PEEP levels up to 
15 cm H2O when high PEEP was used in the absence of recruitment 
maneuvers. However, the use of PEEP and recruitment in brain-
injured multitrauma patients who develop neurologic pulmonary 
edema must be considered along with hemodynamics and oxygenation 
[52]. Patients who have sustained brain injury should be adequately 
fluid resuscitated to avoid the potential preload reduction (described 
above) that occurs during ventilation with OLM. This effect decreases 
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the cerebral perfusion pressure due to a reduction in the mean arterial 
pressure and cardiac output.

Conclusion    
The primary objective of ventilation with OLM is to achieve an 

optimal level of gaseous exchange characterized by a maximal partial 
pressure of oxygen in arterial blood after performing a recruitment 
maneuver initiated by sufficient levels of positive end-expiratory 
pressure at the lowest possible pressure amplitude with a tidal volume 
less than 6 mL/kg. However, such a perfect scenario is not always 
achieved. In fact, the optimal method of performing the recruitment 
maneuver still remains elusive. Nonetheless, recruitment maneuvers 
appear to be warranted and may be life saving for trauma patients who 
require extremely high levels of positive end-expiratory pressure or the 
fraction of inspired oxygen  to achieve adequate levels of oxygenation. 
Further studies are however still needed to evaluate the potential 
benefit of the recruitment maneuver in trauma patients.

References

1. Chiumello D, Coppola S, Froio S, Gregoretti C, Consonni D (2013) Noninvasive 
ventilation in chest trauma: systematic review and meta-analysis. Intensive Care Med 
39: 1171-1180. [Crossref]

2. Papadakos PJ, Karcz M, Lachmann B (2010) Mechanical ventilation in trauma. Curr 
Opin Anaesthesiol 23: 228-232. [Crossref]

3. Papadakos PJ, Karcz M, Schwaiberger D, Lachmann B (2012) Lungs in critical care: 
new look at old practices. Mt Sinai J Med 79: 116-122. [Crossref]

4. Pinhu L, Whitehead T, Evans T, Griffiths M (2003) Ventilator-associated lung injury. 
Lancet 361: 332-340. [Crossref]

5. Chiumello D, Pristine G, Slutsky AS (1999) Mechanical ventilation affects local and 
systemic cytokines in an animal model of acute respiratory distress syndrome. Am J 
Respir Crit Care Med 160: 109-116. [Crossref]

6. Ranieri VM, Suter PM, Tortorella C, De Tullio R, Dayer JM, et al. (1999) Effect of 
mechanical ventilation on inflammatory mediators in patients with acute respiratory 
distress syndrome: a randomized controlled trial. JAMA 282: 54-61. [Crossref]

7.  Brower RG, Morris A, MacIntyre N, Matthay MA, Hayden D, et al. (2003) Effects of 
recruitment maneuvers in patients with acute lung injury and acute respiratory distress 
syndrome ventilated with high positive end-expiratory pressure. Crit Care Med 31: 
2592-2597. [Crossref]

8. Haitsma JJ, Uhlig S, Göggel R, Verbrugge SJ, Lachmann U, et al. (2000) Ventilator-
induced lung injury leads to loss of alveolar and systemic compartmentalization of 
tumor necrosis factor-alpha. Intensive Care Med 26: 1515-1522. [Crossref]

9.  Nahum A, Hoyt J, Schmitz L, Moody J, Shapiro R, et al. (1997) Effect of mechanical 
ventilation strategy on dissemination of intratracheally instilled Escherichia coli in 
dogs. Crit Care Med 25: 1733-1743. [Crossref]

10. D’Angelo E, Pecchiari M, Baraggia P, Saetta M, Balestro E, et al. (2002) Low-volume 
ventilation causes peripheral airway injury and increased airway resistance in normal 
rabbits. J Appl Physiol 92: 949-956. [Crossref]

11.  Gattinoni L, Pelosi P, Crotti S, Valenza F (1995) Effects of positive end-expiratory 
pressure on regional distribution of tidal volume and recruitment in adult respiratory 
distress syndrome. Am J Respir Crit Care Med 151: 1807-1814. [Crossref]

12. Gattinoni L, D’Andrea L, Pelosi P, Vitale G, Pesenti A, et al. (1993) Regional effects 
and mechanism of positive end-expiratory pressure in early adult respiratory distress 
syndrome. JAMA 269: 2122-2127. [Crossref]

13. Parker JC, Breen EC, West JB (1997) High vascular and airway pressures increase 
interstitial protein mRNA expression in isolated rat lungs. J Appl Physiol 83: 1697-
1705. [Crossref]

14. Farias LL, Faffe DS, Xisto DG, Santana MC, Lassance R, et al. (2005) Positive 
end-expiratory pressure prevents lung mechanical stress caused by recruitment/
derecruitment. J Appl Physiol 98: 53-61. [Crossref]

15.  Amato MB, Barbas CS, Medeiros DM, Magaldi RB, Schettino GP, et al. (1998) 
Effect of a protective-ventilation strategy on mortality in the acute respiratory distress 
syndrome. N Engl J Med 338: 347-354. [Crossref]

16. Ventilation with lower tidal volumes as compared with traditional tidal volumes 
for acute lung injury and the acute respiratory distress syndrome (2000) The Acute 
Respiratory Distress Syndrome Network. N Engl J Med 342: 1301-1308.

17. Richard JC, Maggiore SM, Jonson B, Mancebo J, Lemaire F, et al. (2001) Influence 
of tidal volume on alveolar recruitment. Respective role of PEEP and a recruitment 
maneuver. Am J Respir Crit Care Med 163: 1609-1613. [Crossref]

18.  Cereda M, Foti G, Musch G, Sparacino ME, Pesenti A (1996) Positive end-expiratory 
pressure prevents the loss of respiratory compliance during low tidal volume ventilation 
in acute lung injury patients. Chest 109: 480-485. [Crossref]

19.  Halter JM, Steinberg JM, Schiller HJ, DaSilva M, Gatto LA, et al. (2003) Positive 
end-expiratory pressure after a recruitment maneuver prevents both alveolar collapse 
and recruitment/derecruitment. Am J Respir Crit Care Med 167: 1620-1626. [Crossref]

20. Ranieri VM, Mascia L, Fiore T, Bruno F, Brienza A, et al. (1995) Cardiorespiratory 
effects of positive end-expiratory pressure during progressive tidal volume reduction 
(permissive hypercapnia) in patients with acute respiratory distress syndrome. 
Anesthesiology 83: 710-720. [Crossref]

21. Crotti S, Mascheroni D, Caironi P, Pelosi P, Ronzoni G, et al. (2001) Recruitment and 
derecruitment during acute respiratory failure: a clinical study. Am J Respir Crit Care 
Med 164: 131-140. [Crossref]

22. Karcz M, Vitkus A, Papadakos PJ, Schwaiberger D, Lachmann B (2012) State-of-the-
art mechanical ventilation. J Cardiothorac Vasc Anesth 26: 486-506. [Crossref]

23. Muscedere JG, Mullen JB, Gan K, Slutsky AS (1994) Tidal ventilation at low airway 
pressures can augment lung injury. Am J Respir Crit Care Med 149: 1327-1334. 
[Crossref]

24.  Mergoni M, Volpi A, Bricchi C, Rossi A (2001) Lower inflection point and recruitment 
with PEEP in ventilated patients with acute respiratory failure. Journal of applied 
physiology 91: 441-450. [Crossref]

25.  Bernard GR, Artigas A, Brigham KL, Carlet J, Falke K, et al. (1994) The American-
European Consensus Conference on ARDS. Definitions, mechanisms, relevant 
outcomes, and clinical trial coordination. Am J Respir Crit Care Med 149: 818-824. 
[Crossref]

26. Stewart TE, Meade MO, Cook DJ, Granton JT, Hodder RV, et al. (1998) Evaluation of 
a ventilation strategy to prevent barotrauma in patients at high risk for acute respiratory 
distress syndrome. Pressure- and Volume-Limited Ventilation Strategy Group. N Engl 
J Med 338: 355-361. [Crossref]

27.  Gattinoni L, Pelosi P, Suter PM, Pedoto A, Vercesi P, et al. (1998) Acute respiratory 
distress syndrome caused by pulmonary and extrapulmonary disease. Different 
syndromes? Am J Respir Crit Care Med 158: 3-11. [Crossref]

28.  Verbrugge SJ, Lachmann B (1999) Mechanisms of ventilation-induced lung injury: 
physiological rationale to prevent it. Monaldi archives for chest disease=Archivio 
Monaldi per le malattie del torace / Fondazione clinica del lavoro, IRCCS [and] Istituto 
di clinica tisiologica e malattie apparato respiratorio, Universita di Napoli, Secondo 
ateneo 54: 22-37.

29. Lachmann B (1992) Open up the lung and keep the lung open. Intensive Care Med 18: 
319-321. [Crossref]

30. Verbrugge SJ, Gommers D, Lachmann B (1999) Conventional ventilation modes with 
small pressure amplitudes and high positive end-expiratory pressure levels optimize 
surfactant therapy. Crit Care Med 27: 2724-2728. [Crossref]

31. Hartog A, Vazquez de Anda GF, Gommers D, Kaisers U, Lachmann B. (2000) At 
surfactant deficiency, application of “the open lung concept” prevents protein leakage 
and attenuates changes in lung mechanics. Crit Care Med 28: 1450-1454. [Crossref]

32.  Schreiter D, Reske A, Stichert B, Seiwerts M, Bohm SH, et al. (2004) Alveolar 
recruitment in combination with sufficient positive end-expiratory pressure increases 
oxygenation and lung aeration in patients with severe chest trauma. Crit Care Med 32: 
968-975. [Crossref]

33. Schreiter D, Reske A, Scheibner L, Glien C, Katscher S, et al. (2002) The open lung 
concept. Clinical application in severe thoracic trauma. Chirurg 73: 353-359. [Crossref]

34. van Kaam AH, de Jaegere A, Haitsma JJ, Van Aalderen WM, Kok JH, et al. (2003) 
Positive pressure ventilation with the open lung concept optimizes gas exchange and 
reduces ventilator-induced lung injury in newborn piglets. Pediatr Res 53: 245-253. 
[Crossref]

35. Reis Miranda D, Struijs A, Koetsier P, van Thiel R, Schepp R, et al. (2005) Open lung 
ventilation improves functional residual capacity after extubation in cardiac surgery. 
Crit Care Med 33: 2253-2258. [Crossref]

http://www.ncbi.nlm.nih.gov/pubmed/23571872
http://www.ncbi.nlm.nih.gov/pubmed/20071980
http://www.ncbi.nlm.nih.gov/pubmed/22238044
http://www.ncbi.nlm.nih.gov/pubmed/12559881
http://www.ncbi.nlm.nih.gov/pubmed/10390387
http://www.ncbi.nlm.nih.gov/pubmed/10404912
http://www.ncbi.nlm.nih.gov/pubmed/14605529
http://www.ncbi.nlm.nih.gov/pubmed/11126266
http://www.ncbi.nlm.nih.gov/pubmed/9377891
http://www.ncbi.nlm.nih.gov/pubmed/11842025
http://www.ncbi.nlm.nih.gov/pubmed/7767524
http://www.ncbi.nlm.nih.gov/pubmed/8468768
http://www.ncbi.nlm.nih.gov/pubmed/9375341
http://www.ncbi.nlm.nih.gov/pubmed/15377644
http://www.ncbi.nlm.nih.gov/pubmed/9449727
http://www.ncbi.nlm.nih.gov/pubmed/11401882
http://www.ncbi.nlm.nih.gov/pubmed/8620726
http://www.ncbi.nlm.nih.gov/pubmed/12615628
http://www.ncbi.nlm.nih.gov/pubmed/7574050
http://www.ncbi.nlm.nih.gov/pubmed/11435251
http://www.ncbi.nlm.nih.gov/pubmed/21601477
http://www.ncbi.nlm.nih.gov/pubmed/8173774
http://www.ncbi.nlm.nih.gov/pubmed/11408462
http://www.ncbi.nlm.nih.gov/pubmed/7509706
http://www.ncbi.nlm.nih.gov/pubmed/9449728
http://www.ncbi.nlm.nih.gov/pubmed/9655699
http://www.ncbi.nlm.nih.gov/pubmed/1469157
http://www.ncbi.nlm.nih.gov/pubmed/10628617
http://www.ncbi.nlm.nih.gov/pubmed/10834694
http://www.ncbi.nlm.nih.gov/pubmed/15071387
http://www.ncbi.nlm.nih.gov/pubmed/12063920
http://www.ncbi.nlm.nih.gov/pubmed/12538782
http://www.ncbi.nlm.nih.gov/pubmed/16215379


Karcz M (2015) Lung recruitment in trauma patients

 Volume 1(3): 76-81Glob Anesth  Perioper Med, 2015        doi: 10.15761/GAPM.1000120

36. Pelosi P, Cadringher P, Bottino N, Panigada M, Carrieri F, et al. (1999) Sigh in acute 
respiratory distress syndrome. Am J Respir Crit Care Med 159: 872-880. [Crossref]

37. Lapinsky SE, Aubin M, Mehta S, Boiteau P, Slutsky AS (1999) Safety and efficacy of 
a sustained inflation for alveolar recruitment in adults with respiratory failure. Intensive 
Care Med 25: 1297-1301. [Crossref]

38.  Grasso S, Mascia L, Del Turco M, Malacarne P, Giunta F, et al. (2002) Effects of 
recruiting maneuvers in patients with acute respiratory distress syndrome ventilated 
with protective ventilatory strategy. Anesthesiology 96: 795-802. [Crossref]

39. Papadakos PJ, Lachmann B (2007) The open lung concept of mechanical ventilation: 
the role of recruitment and stabilization. Crit Care Clin 23: 241-250, ix-x. [Crossref]

40.  Oczenski W, Hormann C, Keller C, Lorenzl N, Kepka A, et al. (2004) Recruitment 
maneuvers after a positive end-expiratory pressure trial do not induce sustained effects 
in early adult respiratory distress syndrome. Anesthesiology 101: 620-625. [Crossref]

41. Lim CM, Jung H, Koh Y, Lee JS, Shim TS, et al. (2003) Effect of alveolar recruitment 
maneuver in early acute respiratory distress syndrome according to antiderecruitment 
strategy, etiological category of diffuse lung injury, and body position of the patient. 
Crit Care Med 31: 411-418. [Crossref]

42. Suh GY, Koh Y, Chung MP, An CH, Kim H, et al. (2002) Repeated derecruitments 
accentuate lung injury during mechanical ventilation. Crit Care Med 30: 1848-1853. 
[Crossref]

43. Enhörning G, Robertson B (1972) Lung expansion in the premature rabbit fetus after 
tracheal deposition of surfactant. Pediatrics 50: 58-66. [Crossref]

44. Rothen HU, Sporre B, Engberg G, Wegenius G, Högman M, et al. (1995) Influence 
of gas composition on recurrence of atelectasis after a reexpansion maneuver during 
general anesthesia. Anesthesiology 82: 832-842. [Crossref]

45. Reis Miranda D, Gommers D, Struijs A, Meeder H, Schepp R, et al. (2004) The open 
lung concept: effects on right ventricular afterload after cardiac surgery. Br J Anaesth 
93: 327-332. [Crossref]

46. Denault AY, Gorcsan J 3rd, Pinsky MR (2001) Dynamic effects of positive-pressure 
ventilation on canine left ventricular pressure-volume relations. J Appl Physiol 91: 298-
308. [Crossref]

47.  Dyhr T, Laursen N, Larsson A (2002) Effects of lung recruitment maneuver and 
positive end-expiratory pressure on lung volume, respiratory mechanics and alveolar 
gas mixing in patients ventilated after cardiac surgery. Acta Anaesthesiol Scand 46: 
717-725. [Crossref]

48. Papadakos PJ, Lachmann B (2002) The open lung concept of alveolar recruitment 
can improve outcome in respiratory failure and ARDS. Mt Sinai J Med 69: 73-77. 
[Crossref]

49. Wolf S, Schürer L, Trost HA, Lumenta CB (2002) The safety of the open lung approach 
in neurosurgical patients. Acta Neurochir Suppl 81: 99-101. [Crossref]

50. Bein T, Kuhr LP, Bele S, Ploner F, Keyl C, et al. (2002) Lung recruitment maneuver in 
patients with cerebral injury: effects on intracranial pressure and cerebral metabolism. 
Intensive Care Med 28: 554-558. [Crossref]

51.  Huynh T, Messer M, Sing RF, Miles W, Jacobs DG (2002) Thomason MH. Positive 
end-expiratory pressure alters intracranial and cerebral perfusion pressure in severe 
traumatic brain injury. J Trauma 53: 488-492; discussion 92-3. [Crossref]

52. Lapinsky SE, Posadas-Calleja JG, McCullagh I (2009) Clinical review: Ventilatory 
strategies for obstetric, brain-injured and obese patients. Crit Care 13: 206. [Crossref]

Copyright: ©2015 Karcz M. This is an open-access article distributed under the terms of the Creative Commons Attribution License, which permits unrestricted use, 
distribution, and reproduction in any medium, provided the original author and source are credited.

http://www.ncbi.nlm.nih.gov/pubmed/10051265
http://www.ncbi.nlm.nih.gov/pubmed/10654217
http://www.ncbi.nlm.nih.gov/pubmed/11964585
http://www.ncbi.nlm.nih.gov/pubmed/17368168
http://www.ncbi.nlm.nih.gov/pubmed/15329586
http://www.ncbi.nlm.nih.gov/pubmed/12576945
http://www.ncbi.nlm.nih.gov/pubmed/23963132
http://www.ncbi.nlm.nih.gov/pubmed/4483194
http://www.ncbi.nlm.nih.gov/pubmed/7717553
http://www.ncbi.nlm.nih.gov/pubmed/15247107
http://www.ncbi.nlm.nih.gov/pubmed/11408444
http://www.ncbi.nlm.nih.gov/pubmed/12059898
http://www.ncbi.nlm.nih.gov/pubmed/11832975
http://www.ncbi.nlm.nih.gov/pubmed/1216836
http://www.ncbi.nlm.nih.gov/pubmed/12029401
http://www.ncbi.nlm.nih.gov/pubmed/12352486
http://www.ncbi.nlm.nih.gov/pubmed/19291279
http://www.ncbi.nlm.nih.gov/pubmed/19291279
http://www.ncbi.nlm.nih.gov/pubmed/19291279

	Title
	Correspondence
	Abstract
	Key words
	Introduction
	The role of ventilator-induced lung injury on lung mechanics  
	Recruitment principles 
	Optimal positive end-expiratory pressure selection   
	Recruitment techniques: Review of the literature 
	Complications of open lung management 
	Conclusion     
	References 

