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PULMONARY RECEPTORS To
clarify the presence and nature of pres-
soreceptors in the pulmonary vascular
bed, the left lung of the intact dog was
perfused with normal saline under vari-
gble pressures and flow rates. About 6
to 7 seconds after acute hypertension was
induced in the pulmonary vascular bed,
bradycardia, systemic hypotension and de-
pression of respiration occurred simul-
tancously. The presence of an intact

suggested ns therapeutic measures.  (De
Coster, A., and Denolin, H.: Rexpiratory
Changes Following Inhalation of Pure
Oxygen in Normal Subjects and -in Pa-
tients 1with Pulmonary Emphysema, Rer.
fr. elin. biol. 2: 129 (Feb.) 1957.)

PHYSIOLOGIC RESPIRATOR De-
sign of an electronic device for the control
ot mechanical respirators in accordance
with the physiologie need of the individ-

vagus seems necessary as the resy g
was not elicited following ipsilateral (but
not contralateral) vagotomy. Also re-
quired is an impedanee to flow in the
distnl pulmonary venous bed, suggesting
that the majority of the receptors are
located in the distal vasculature, (Down-
ing, S. E.: Reflex Effects of Acute Hy-
pertension in Pulmonary Vascular Bed
of Dog, Yalc J. Riol. & Med. 30: 43 (Sept.)
1957.)

PULMONARY EMPHYSEMA
Changes in minute volume, pH, oxygen
and carbon dioxide tension in arterial blood,
physiologic dead space and alveolar ven-
tilation were determined following the
inhalation of pure oxygen in 20 normal
subjects and in 20 emphysematous pa-
tients, In normal subjects, the changes
are in the range of normal. Following
oxygen inhalation by emphysematous pa-
tients, the minute volume decreased; the
oxygen saturation was or beeame normal;
the carbon dioxide tension increased with
concomitant decrease in pIl; the respir-
atory dead space increased in proportion
to the reduced alveolar ventilation. Pro-
gressive increase in the respired oxygen
concentration nnd use of artifieial respi-
rators that ereate a positive pressure dur-
ing the initial phase of the inspiration are

ual is pr Primary museles of res-
piration stimulated by the respiratory
center itself were found to be most effec-
tive in triggering the clectronic device,
but even minor aceessory muscles such as
the platysma or the ala nasi have been
used successfully for many hours in an-
esthetized animals. Partially paralyzed
patients have been able to rely upon the
electronic control for their respiration for
periods of more than 24 hours at a time,
ineluding long periods of normal sleep
during which it was not necessary to ad-
just the skin ecleetrodes or the controls of
the electronic circuit. (Batson, R., and
others: Electronically Controlled Respi-
rator, Science 126: 819 (Oct. 25} 1957.)

OBESITY DYSPNEA The basic patho-
logic physiology of the well-documented
clinical entity ‘“eardiorespiratory syn-
drome of extreme obesity” is apparently
the inereased mechanieal work of breath-
ing eaused by large deposits of fat on the
chest wall and in the abdomen. Alveolar
hypoventilation leads to arterial hypoxemia
and hypercapnia. The hypoxemia in turn
produces cyanosis, secondary polycythemia
and pulmonary hypertension, usually with
electrocardiographice evidence of right ven-
tricular overload. The hypereapnia leads
to somnolence and decreased sensitivity
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