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SURFACTANT The syndrome of progres-
sive respiratory distress, pulmonary edema,
and increased pulmonary surface tension was
induced in dogs by exposure to oxygen ten-
sions greater than 530 mm. of mercury for
44.5 or more hours. Pulmonary surfactant
was extracted by endobronchial washings for
measurement of lipid composition and surface
activity. Five of the 8 dogs studied developed
respiratory distress without pul v edema.
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caused a 53 per cent increase in the choroid- Y
plexus fluid potassium jon. Although this may 3
reflect an action of the inhibitor on the peculiar §
secretory process of the choroid-plexus ce“s,m
it may well represent a nonspecific loss of i m-

tracellular potassium jon of the type pmducedg
by ouabain in cells in general. (Ames, A, 3
ngaslu, K., and Nesbett, F. B.: Effect of Pco.

Acctazol id and Ouabain on Volume and3
Com of Choroid-Plexus Fluid, 18

In these dogs, endobronchial wash surface
tension was normal or slightly increased and
total lipid distribution was normal. Esterified
fatty acids in the lecithin fraction were con-
sistently altered with a reduction in palmitate
and total saturated fatty acids. In the three
dogs who developed pulmonary edema, there
was an increased surface tension, increased
total lipid and protein and relatively decreased
total phospholipid. Esterified fatty acids in
the lecithin fraction were markedly altered
with palmitate levels about one-third normal.
Esterified arachidonate was present that was
attributed to intra-alveolar plasma. Electron
micrographs of the Jung after oxygen exposure
showed thickening of alveolar basement mem-
brane and alterations in structure of the lamel-
lar bodies of the alveolar epithelial cells.
(Morgan, T. E., and others: Alterations in Pul-
monary Surface Active Lipids during Exposure
to Increased Oxygen Tension, ]. Clin. Invest.
44: 1737 (Nov.) 1965.)

CEREBROSPINAL FLUID Reduction of
arterial Peg, by hyperventilation reduced the
rate of choroid-plexus fluid formation without
changing its clectrolyte compasition. Eleva-
tion of arterial Pgo, by 10 per cent CO. in-
halation increased the rate of choroid-plexus
fluid formation and increased by 9 mm. the
difference between its sodium and chloride
concentration, presumably reflecting a rise in
bicarbonate jon. There was no change in the
choroid-plexus fluid potassium ion. Chang-
ing Pco, on the cerebrospinal fluid side of the
choroid-plexus had little cffect on the elec-
trolyte composition of the fluid being formed.
Topical application of either acetazolamide (a
carbonic anhydrase inhibitor) or ouabain
caused a marked fall in the rate of choroid-
plexus fluid formation. Acetazolamide did not
affect clectrolyte composition but ouabain
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Physiol. 181: 516 (Dec.) 1965.)
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PULMONARY EMPHYSEMA Nine ofg
15 emphysematous patients had an mcrmscd0
blood flow into the thorax during inspiration. 3
In the other 6, however, flow was greatly re-S

duced or even arrested with a sxmultnneouSm
increase in transmural caval pressure and re-m
duction in transmural atrial pressure. ThlSo
was associated with gross hyperinflation of thqa
lungs and low diaphragmatic position. Pas-m
sibly this explains the peripheral edema ing
emphysematous patients without associated®
pulmonary hypertension or  cardiomegaly.s
(Naklyavan, F. ]., and others: Influence oS
Respiration on Venous Return in Pulmonary™
Emphysema, Circulation 33: 8 (Jan.) 1966.)
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PULMONARY EMPHYSEMA In stnble:)
emphysematous patients with carbon ledeQ
retention, the average diumal increase inS
Pco, was 8.2 = 2.2 mm. of mercury, which 1@
greater than the increase found in normnlsN
Highest values are obtained upon “:Al.mg‘g
most representative values at 10 A and thd®
greatest variation among values taken at 8:308
pa.  (Beerel, F. R., and others: Daily PcoD
and pH Fluctuations in Pul y Emphy

with Carbon Dioxide Retention, Amer. Rcum
Resp. Dis. 92: 894 (Dec.) 1965.)
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PULMONARY EMPHYSEMA On 16 qf
27 occasions, 15 minutes of IPPB did not dcm
crease arterial P¢o, in patients hospitalized wﬂlg
acute ventilatory failure secondary to chroni®
obstructive pulmonary disease with hyperfJo

capnia. Failures were due to inability to i
crease minute volume or because of mcreasmﬁ
metabolic rate or increased physiologic dea(B
space. (Sukumalchantra, Y., and ot} : Thit
Effect of Intermittent Po.rilicc Pressure Breath-
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ing (IPPB) in Acute Ventilatory Failure, Amer.
Rev. Resp. Dis. 92: 885 (Dec.) 1963.)

PULMONARY EMPHYSEMA The use
of bronchodilators in patients with pulmonary
cmphysema  unassociated  with an obvious
asthmatic component is not well established.
Nine patients with emphyscma were studied
before and after the administration of a bron-
chodilator (Acroline). The in vital
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brocascular Surgery, Surgery 59: 57 (Jan.) 9
1966.)
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HYPERBARIA Hyperbaric oxygenation
provided protection against hypoxia in the
canine hind limbs following abdominal aorticg
occlusion,  Breathing 100 per cent oxygen at>
3 ATA elevated the femoral venous Py, to aS
level higher than that measured before aortic§
occlusion while breathing air at 1 ATA. Ex-%,

capacity and forced expiratory volume were
small and inconsistent following the broncho-
dilator. However, a significant reduction in
total work per breath following bronchodilator
administration did occur and was attributed
to a consistent reduction in inspiratory air flow
resistance. Tt is suggested that the regular
use of nebulized bronchodilators may be of
value in the h t of pure pul y
emphysema.  (Miller, J. M., Gdll, G., and
Sproule, B. J.: Work of Breathing Before and
After Bronchodilators in Paticnts with Em-
physema, Dis. Chest 48: 458 ( Nouv.) 1965.)

RHEUMATOID LUNG Five varicties of
rheumatoid pulmonary discase have been
identified. They include: chronic pncumonitis,
diffuse interstitial fibrosis, discrete pulmonary
nodules with or without cavitation, rheumatoid

and rh toid pleurisy with

effusion. The diagnosis of rheumatoid lun
PO |

cess lactate production did not occur in thee,
former instance cither. (Wang, M. C. Il..§
and others: Hyperbaric Oxygenation: OxygenS
Exchange in an Acutely Ischemic Vasculars
Bed, Surgery 59: 94 (Jan.) 1966.)
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HYPERBARIC OXYGEN THERAPYg
Clinical trials of hyperbaric oxygen therapys
have now identified some bona fide uses of thish,
therapeutic modality. They include: carbong
monoxide intoxication, gas gangrene and cumg
pression sickness. Some reduction in operady
tive mortality has been achieved in surgeng
for congenital heart di in infants, Ithng
apparently been helpful in resuscitation ofS
some heart patients with low cardiac outpufy
syndrome with intact coronary circulations|
Recovery of partially ischemic limbs has beer
facilitated, especially in those instances wherd
surface infection exists and is promoting o8
causing local gangrene. (Baffes, T. G., ands
Agustsson, M. H.: Ch Concepts in HyS
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must be considered in patients with rh 1
arthritis when chest roentgen-ray changes are
detected. although other pulmonary discases
must be excluded.  (Petty, T. L., and Wilkins,

M.: The Five Manifestations of Rl toid
Lung, Dis. Chest 49: 75 (Jan.) 1966.)
HYPERCARBIA Deliberate  hypercarbia

under general ancsthesia for carotovertebral
arterioplasty was done to promote increased
cerebral blood flow. Underventilation per-
mitted easy regulation of both the amount and
rate of increase in the Peg.. A slow rise in
carbon dioxide tension (less than 2 mm. of
mercury per minute) and limiting such a rise
to 60 to 70 mm. of mercury proved desirable.
The incidence of induced neurological deficit
under hypercarbic anesthesia is favorably com-
pared to the incidence under local and gen-
eral anesthesia without hypercarbia. (Homi,
J., and others: Hypercarbic Anesthesia in Cere-

perbaric Oxygen Therapy, Dis. Chest 49: 8@
(Jan.) 1966.) w
S
HYPOTHERMIA The variations of pIB
values, carbon dioxide tensions and total cars
bon dioxide in blood and cerebrospinal flui
were examined in 6 patients who were opS
erated upon under hypothermia for a mrdiq%
vascular anomaly. At rectal temperatures of
31-32° C., there was a decrease in the differ
ence of the carbon dioxide tensions of ag
terial blood and cerebrospinal fluid. Thig
might indicate that the metabolic processes
the brain were reduced to a greater degree
than the concomitant blood supply. Duri:§
relatively short periods of hypothermia and
hyperventilation, the blood levels of sodiunfg
caleium and chloride and the cerebrosping®
fluid levels of sodium, calcium and inorganic
phosphate remained practically unchanged.



