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body positioning, (cautious) use of muscle relaxants, deliberate expiratory flow limitation, or to set external PEEP
as high or higher than airway opening pressure. Hopefully
more studies are in store to test this hypothesis.
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in nature. An inspiratory respiratory compliance of 2 to
2.5 ml/cm H2O before airway opening pressure is reached
has been measured in studies on complete airway closure8,12
and is suggested to reflect the compliance of the ventilator
circuit itself. A higher compliance would be expected if the
airway tree is included, as when complete closure is in the
periphery.13 However, it should be emphasized that central
airway obstruction does not preclude simultaneous peripheral airway damage. Surfactant depletion may add to both
central and peripheral airway instability and cause widespread closure and injury, also in distal airways.14,15
The other aspect carefully discussed by Coudroy et al.9
is the need to consider airway opening pressure when calculating respiratory mechanics. Interestingly, there was an
association between complete airway closure and autoPEEP, and no patient without auto-PEEP had complete
airway closure. Perhaps there is a link between these two
phenomena. Expiratory flow decreases when alveolar recoil
pressure decreases and airways get narrower with decreasing lung volume. At some point along the airway tree, the
outside and inside airway pressure may become equal (so
called equal pressure point16), and from here on toward airway opening the airway may be obstructed. This further
decreases expiratory flow (possibly resulting in an autoPEEP effect) and, if obstruction is complete, expiration
stops (complete airway closure). Moreover, with the next
inspiration, airway pressure has to exceed the auto-PEEP
and, if complete obstruction occurred, the airway opening
pressure. Whether deliberate expiratory flow limitation by
an external device can be a tool to balance complete airway
closure would appear to be of interest to evaluate in future
studies.
Finally, the authors discuss chest wall elastance and did
not see any increase in the obese patients. This may appear
surprising, but it should be emphasized that increased
weight of the chest wall (e.g., increased amount of fat) will
require more pressure only when the tissue is displaced
during an inspiration. When inspiration is completed, no
pressure is needed for displacement, only to keep the chest
wall expanded, and this pressure may not be any larger than
normal with an obese chest wall. What is surprising is that
the authors found a positive association between body mass
index and end-expiratory esophageal pressure. This can
hardly be related to an increased chest wall elastance but
may rather reflect chest wall weight. Otherwise the question remains, what causes an increased esophageal pressure
at end-expiration with increasing body mass index?
To summarize, the authors have put together data that
illustrate a new observation of respiratory dysfunction,
complete airway closure. It differs from the classic airway closure phenomenon that can be seen in peripheral airways,
whereas complete closure may have a more central location
in the airway tree. Can this observation have implications for
treatment to prevent the phenomenon of complete airway
closure? Potential interventions might include alteration of
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