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CEREBRAL BLOOD FLOW Passive hy-
perventilation of lightly anesthetized paralyzed
human volunteers to a Pacg, of 19 mm Hg
decreased cerebral blood flow from a control
value of 44.1 ml/100 g/min during normo-
carbia to 25.3 ml/100 g/min, a 43 per cent
reduction. Additional reduction of Pagg, to
10 mm Hg lowered CBF an additional 17 per
cent to 21 ml/100 g/min. Two of six subjects
attained minimum CBF at 19 mm Hg and
failed to show further decreases on subsequent
lowering of Paco,. When Pago, was main-
tained at 19 mm Hg and sufficient sodium bi-
carbonate was infused to raise arterial pH from
7.63 to 7.79, CBF increased 17 per cent de-
spite a reduction in cerebral perfusing pres-
sure. Metabolic alkalesis can exert a slight
dilating cffect on cerebral vessels. (Wollman,
H., and others: Effects of Extremes of Respira-
tory and Metabolic Alkalosis on Cerebral Blood
Flow in Man, J. Appl. Physiol. 24: 60 (Jan.)
1968.)

MICROTHROMBOSIS Circulatory col-
lapse in man may result in systemic co-
agulopathies as manifested by microthrombi in
the peripheral circulation. The incidence of
disseminated intravascular coagulation after
conditions of shock in man is not known. A
study of the occurrence of microthrombi was
done in 168 deaths, 112 deaths being asso-
ciated with varying intervals of shock and 56
deaths occurring suddenly without shock and
serving as controls. Microthrombosis was dem-
onstrated in the kidneys, liver, lungs and heart
at autopsy in 55 per cent of patients who had
suffered from shock prior to death. Eighty six
per cent of the cases were observed 24 to 48
hours after the onset of shock, but micro-
thrombi could be demonstrated as early as four
hours after the onset in 50 per cent of the
cases. Patients who came to autopsy eight
days after the onsct of shock showed an in-
cidence of only 38 per cent. The incidence of
microthrombi was highest in patients with
intra- and postoperative shock and severe in-
fections and lowest in patients with shock due
to myocardial infarction. One case of ques-
tionable intravascular thrombosis was observed
in the control group. It was concluded that
microthrombosis is a valuable criterion for the
postmortem diagnosis of shock. (Remmele,
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ABSTRACTOR'S COMMENT: Although no ther3
apeutic implications were made, this paperg
could be quoted as one among many of recent2
origin that suggest the use of heparin in t_he&
treatment of shock and b]ecdmg due to “con-
sumption coagulopathy.”
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ATRIAL FIBRILLATION Thirty patientsg
representing a “pure” group with idiopathics
atrial fibrillation were observed. The onset of§
the arrhythmia often occurred after emotlonaIcT:
or physical exhaustion, coughing, vomltmg,m
standing erect, or overindulging in food and:r
alcohol, sugg es!mg that some reflex vagal ac-g.
tivity, or an “excitatory factor,” or both, mavO
play 2 causal role. No patients in the seﬁcﬁg
had congestive heart failure, coronary insuﬂi-;;}
ciency, embolic phenomena, or required re<
version to sinus rhythm by electrical m*.lm.cL
Bouts of atrial fibrillation in these individuals®
without known heart disease are probablys
functional and benign. The occurrence ofy
cardiac signs or svmptoms out of pmportionS
to those due to the arrhythmia itself suggestsX
that underlying heart disease may be presentq
and that the patient may not have idiopathicS
atrial fibrillation. (Peter, R. H., Gracey, J. G..8
and Beach, T. B.: A Clinical Proﬁ’c of I{Im-h
pathic Atrial Fibrillation, Ann. Int. Med. 68:°
1288 (June) 1968.)

ACIDOSIS AND DYSRHYTHMIAS Th
relationship between metabolic acidosis andD
cardiac dysrhythmias was studied in 21 pn-

tients with acute myocardial infarction, estab-=
lished on clinical, electrocardiographic and bio3.
chemical evidence. Arterial blood gases andZ
pH were determined on admission, 24 hours2
later, and at the onsct of any cardiac dysthyth-8
mia. Blood pressure measurements were madeg
and noted at corresponding intervals. Thereg
was a close association between metabolic aci-m
dosis and hypotension. In addition, metn-O'
bolic acidosis was associated with a poorS
early prognosis, and its incidence rose with any

increasing prognostic index. Therefore, the,\J
metabolic acidosis reflected the severity of the”
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