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AIRWAY OBSTRUCTION About one-half
of patients with severe obstructive pulmonary
emphysema are not benefitted by intermittent
positive pressure breathing (IPPB). Many of
these patients cannot tolerate such respiratory
“assistance.” In 5 normal patients with an ex-
ternal obstruction to respiration which sim-
ulated that found in emphysema, when IPPB
was used, flow rate increased only during in-
spiration and expiration became greatly pro-
longed. Expiratory flow resistance was mark-
edly increased owing to very high end-inspira-
tory alveolar pressure because of increasing
machine-made pressure and premature expira-
tory éffort during insufflation. The resulting

great transpulmonary pressure, much in excess '

of the maximal effective pressure, caused air-
way closure, “trapping,” and greatly increased
work of - expiration. Though more potential
energy was built up on inspiration, it only suf-
ficed to accomplish about one half as much
of the expiratory work. Minute ventilation in-
creased somewhat, but -effective pulmonary
aeration was not improved due to the greater
gas exchange needed to compensate for the
increased expiratory work and the increased
physiologic dead space. Low IPPB pressures
(7 em. of water) decreased the work of breath-
ing 15 per cent. High pressures (25 cm. of
water) increased the work of breathing 250
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ventilation and increased functional residuzf
capacity and physiologic dead space greath2
Peak machine flow was insufficient for passivé
inspiration. These latter findings suggest wh
some patients cannot tolerate IPPB. (Jones
R. H., MacN, , J., and Gaensler, E. A3
E[fecis of Intermittent Positive Pressure Breazh:‘r
ing in Simulated Pul y  Empl
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EMPHYSEMA Normal and emphysematou}
lungs were fixed in inflation with formalis
vapor, dried and sectioned. In the emphy
sematous lungs it was possible to shaw patenf
bronchioles and alveolar ducts communicntmg
with emphysematous areas. Emphysema iF
considered to be a disease of alveolar septal
tissue rather . than the result of mechani

traumia caused by bronchiolar obliteration :mdﬁ
air trapping. (Pratt, P. C.: Correlation UE
Post Mortem Functions and Structure in Nordd
mal and Emphysematous Lungs, Amer. Reo
Resp. Dis. 83: 419 (Mar.) 1961.)
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EMPHYSEMA In emphysematous lungs thc::
elastic fibers are deranged, the bundles aboug
the alveolar ducts and the alveoli being fragS
mented, frayed or absent. Where broken, thes
retracted ends are often coiled. Areas of sudg
elastic tissue damage are associated with deg
formities of the airways and alveoli consistingS
of overdistended alveolar ducts, effacement o%
alveoli and fenestration of varying degree upfQ
to complete loss of alveolar septa, which

together produce the characteristic large mh
spaces of emphysema. At the sites of .'ulg
thracotic pigment deposition in mild emphys
sema, elastic fibers are seen to be delenomle&‘—"—
or lost, this change occurring most often at theS
junction of the respiratory bronchioles and thex
alveolar ducts. (Wright, R. R.: Pathologics
Changes in Elastic Tissue and Bronchi i
Chronic Pulmonary Emphysema, Amer. ReoQ
Resp. Dis. 83: 424 (Mar.) 1961.) =

172



