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or two segments.removed and was reduced
in those having 3-5 scgments removed.
Average maximal breathing capacity, per
cent of rapid vital capacity expired in one
second, the 7 minute alveolar nitrogen and
arterial oxygen saturation were essentially
unchanged. (Miller, R. D., and others:
Pulmonary Function Before and After Pul-
monary Resection in Tuberculons Patients,
J. Thoracic Surg. 35: 651 (May) 1958.)

OXYGEN INTAKE The maximal oxy-
gen intake is dependent on both cardine
output and arteriovenous oxygen difference,
The widening of the arteriovenous oxygen
difference was due prineipally to diminu-
tion in mixed venous oxygen -content.
There was no significant change in arterial
oxygen tension from rest to heavy work;
the slight decrense in oxygen saturation
that was observed can be explained by the
pH change of the blood and the resulting
shift in the oxygen dissociation curve. The
venous oxygen tension showed no signifi-
cant change, even though the venous oxygen
content and saturation fell appreciably.
The end result of the phenomenon is to
maintain an adequate oxygen tension gra-
dient from capillary to cell. In aseertain-
ing the physiologie meaning of the maximal
oxygen intake, the relative importance of
cardine capacity and inercase in arterio-
venous oxygen difference must be deter-
mined. It is probable that in the nérmal
individual the ability to increase enrdiac
output is the more important of the two
factors, (Mitchell, J. H., Sproule, B. J.,
and Chapman, C. B.: Physiological Mean-
ing of Maximal Oxygen Intake Test, J.
Clin. Incest, 37: 538 (April) 1958.)

HYPOXEMIA On hypoventilation with
nir CO, retention develops and hypoxemin
progresses at an inereasingly rapid rate.
However, signifieant hypoxemia only he-
gins to nppear when the arterial CO, ten-
sion is over 60 mm. of mercury. Hypox-
emia of this sort may be caused by in-
creased metabolism without a concomitant
incrense in ventilation or by diminished
alveolar ventilation. The latter may occur
from a depressed total ventilation or by an
increased dead space ventilation such as
might occur with an inefficient anesthetic
.apparatus. The ventilatory neceds of a
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patient during anesthesin or in a mechnn
enl respirator may be predicted by end
culating the alveolar ventilation necessasy
to maintnin the normal CO, tension, menf
uring or assuming a normal dead spag
and then calculating the required total ve:
tilation. (Williams, M. H., Jr.: Quan
tative Relationships Between Hyporem
and Disorder of Pulmonary Function, Y
J. Biol. & Med. 30: 306 (Feb.) 1958.)
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PULMONARY DIFFUSION Th
function of the lungs depends upon tvg;
phenomenn: alveolar ventilation and alve®-
lar diffusion. The diffusing ecapacity &
normal resting lung is sufficient to suppg
ahout three times the normal resting
uptake, but this capacity must increase
order to denl with the O, uptake requi
by even moderate exercise. Thus the ré-
serve of diffusing capacity for O, is smn%
and respiratory failure may occur if di
fusing eapacity is impaired by disense. B
contrast, CO, diffuses over twenty timgs
more mpldly than O. so that climinatich
of CO, is never limited by diffusion, org
CO. retention, when it oceurs, is due B
inefficient ventilation, not to impaired dift
fusion. Resistance to pulmonary diffusiéfl
is provided hy the alveolar mcmbrnn§
which consists of the alveolar epithelium,
complex basement membrane and the cupE
lary epithelium. Any increase in thickne§
of this membrane or reduction in the nuli?r
ber of funetioning alveoli or cnplllnn@
will reduce diffusing eapacity. Normally
the alveolar membrane offers about 70 pid
cent of the total resistance to diffusion 6f
0. while the resistance of uptake into tig
red cells accounts for about 30 per cerf§
Methods for measuring diffusing capacity
utilize earbon monoxide gas (Dgo), sm@
measurements of Do, presents a number g
technical difficulties.” (Marshall, R.: Metfg
ods of Measuring Pulmonary Diffusing (Jii1
pacity and Their Signifieance, Proc. Ilo&
Soc. Med. 51: 101 (Feb.) 1958.)
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RESPIRATORY INSUFFICIENC&
Of those who survive an accident involving
coma and head injury, the main cause
denth is respiratory insufliciency ard
anoxin. The anoxia is due to central diF
tarbanees of the control of respiration, amd
reduction of complinnee of the lungs hy
N
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