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pressor drugs may often terminate cardiac
arthythmias such as premature systoles, atrial
and ventricular tachycardias, atrial fibrillation,
sinus bradycardia and heart block when they
are associated with hypotension. If hypoten-
sion results from tachycardias in patients with
severe coronary-artery disease, vasopressor
therapy should be instituted as soon as vagal-
stimulating es fail to ter te the
arthythmia. Even if vasopressor drugs fail
to terminate a tachycardia, they have a salu-
tary effect because they sustain the coronary
blood flow until other antiarrhythmic agents
take effect. (Gold, H., and Corday, E.: Vaso-
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concentrations may have an opposite effectg
E also seems to bave a definite facilitating2
effect on motor reflex mechanisms.  Smalg
doses of E intravenously causes arousal fromg_
natural sleep. Larger doses produce proo.
longed stupor generally preceded by vomitingg
hyperventilation, and excitement. Analgm
without stupor has been reported in man, bul;
E seems actually to ize the anal

effect of narcotics. E in clinical dosage has
only slight effect on electroencephalogram;
E produces respiratory stimulation which mays
be central in origin. (Rothballer, A. B.: Thm;
Effects of Catecholamines on Central Nervou®.
System, Pharm. Rev. 11: 494 (June) 1959.5
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pressor Therapy in Cardiac Arrhyth New
England J. Med. 260: 1151 (June 4) 1959.)

VASOPRESSORS The induction of hemor-
rthagic shock in the experimental dog is ac-
companied by an initial fall in blood flow to
brain, heart, liver, bowel, and kidney followed
promptly by a “compensatory” rise in coronary,
hepatic, and usually in carotid artery flows
and further fall in renal and portal vein flow.
The administration of vasopressors (norepi-
nephrine, metaraminol) at this time further
increases carotid, coronary, and hepatic artery
flow, but renal and portal vein flows fall even
further. - This is probably the most econom-
ical redistribution of the circulation during the
hypotensive period of shock, although it must
be assumed that the use of vasopressors
increases the danger of renal and intestinal
necrosis.  (Williams, J. 1., and Corday, E
Rationale of Vasopressor Treatment of Cere-
br lar Insufficiency and C y Insuf-
ficiency, Dis. Chest 35: 561 (May) 1959.)

EPINEPHRINE Epinephrine (E) and nor-
epinephrine (NE) exhibit weak vasoconstrictor
effects when applied to the cerebral cortex.
Given intravenously their pressor effect over-
comes cerebral arterial vasoconstriction and
produces passive dilation. E may cross the
blood-brain barrier sufficiently to produce
slight central effects. E and NE increase the
activity of carotid and aortic baroreceptors
both by direct stimulation and sensitization,
and by raising the blood pressure. E secems
to be important in facilitating the actions of
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NORADRENALINE Following an infusiom
of noradrenaline for 1-2 hours, during whiclf:
time the systolic blood pressure was ‘main
tained at a 160-190 mm. Hg, hypotensios
occurred and lasted up to two hours. 1§
four subjects given infusions for seven hou
with constant-rate infusors it was found thaﬁ
the blood pressure declined during the mu
fusion for the first four hours and then re¢
mained steady. There was a considerable>
degree of hypotension after the infusion was
stopped. There was a decrease in skin bl

flow during and after the infusion but aﬁi
increase in muscle blood flow during and aftcg
the infusion. There is probably a clrculatmg
vasodilator present since the increase in musclg
blood flow is not due to a nerve reflex nor du&
to the local action of noradrenaline. (Lecesy
A. F., Mowbray, ]. F., and Peart, W. S.: BIao£
Flow and Pressure after Noradrenaline Infuo
sion, J. Physiol. 148: 43 (May 19) 1959.) 8
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ANALEPTIC Tetrazol given in rcpeate&
convulsant doses to dogs completely paralyzedi
with d-tubocurarine or decamethonium prds
duced’ a consistent hyperthermia at nmblcrg
temperatures above a range of 23 to 25
and a consistent hypothermia at lower tempe
atures. Increased cutaneous blood flow witl
resulting loss of body heat appears to be the
main factor in the hypothermic responsép

whereas increased heat production mdepcné
ent of skeletal muscle activity appears to bg
the major factor in the hyperthermic responsé3
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acetylcholine in the spinal cord, but ive

(Sh 1., and Nick , M.: Mechanismy
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of Thermal Responses to Pentylenctetrazol, J.
Pharmacol. & Exper. Therap. 126: 143 (Junc)
1959.)

ANALEPTICS ‘The clfect of Megimide and
Metrazol were studied in mice, rubbits and
dogs. - Megimide proved to be a convulsive
agent similar to Metrazol. It also acted as an
antagonist to the depressant action of pento-
barbital, urethanc and cthyl aleohol.  Subcon-
vulsant doses in dogs and mice would lead to
convulsions if the animals had previously re-
ceived large doses of morphine.  Megimide is
not a specific barbiturate antagonist, since it
will antagonize depression produced by drugs
of unrelated chemical structures.. No data
were obtained to indicate that Megimide was
a better antagonist than metrazol, in acute
barbiturate poisoning.  (Zapata-Ortiz, V., De-
LaMata, C. R., and Campos-lturrizaga, A.:
Effect of Bemegride (Megimide) and Metrazol
on Some Neurodepressors, J. Pharmacol. &
Exper. Therap. 125: 347 (April) 1959.)

BARBITURATE ANTAGONIST Trebu-
ron, primarily an anticoagulant drug, has been
noted to have analeptic actions in dogs anes-
thetized with pentobarbital. This activity was
investigated in dogs, rabbits and pigeons. A
reduction of time for return of righting re-
flexes in animals anesthetized with barbiturates
and given Treburon was statistically significant.
No toxic effects were noted. (Joseph, A. D.,
Jindal, M. N., and Patel, M. A.: Trehuron as
Barbiturate Antagonist, Lancct 1: 815 (April
18) 1959.)

INTRA-ARTERIAL THIOPENTAL The
effects of thiopental injected intra-arterially
have been studied on spiral strips of rabbit
aorta, after intra-vascular injections into the
ears of rabbits, and the profused hind leg
of dogs. Thiopental causes a contraction of
the isolated strips, a constriction of the pro-
fused vessels of the rabbit ear. This constric-
tion is-due to release of nor-cpinephrine from
structures in or near the artery wall. The con-
striction was not due to the alkaline pH of the
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solution injected. . Hexobarbital which has nog
caused vascular thrombosis has almost no cons
strictor action in the rabbit ear. The attempt
to ohserve a similar constrictor action of thiof
pental in the profused dogs hind leg wer
unsuccessful.  (Burn, J. H., and Hobbs, Rx
Mechanism of Arterial Spasm Following Intras
Arterial Injection of Thiopentone, Lancet 1z
1112 (May 30) 1959.)
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PHENOBARBITAL EXCRETION The:
acid-base equilibrium of the blood of chlorals
ized dogs was altered by experimentally m&)
duced hyper- and hypoventilation or by the
intravenous injection of hydrochloric acid N/
solution or sodium bicarbonate solution 3.3
per cent. Phenobarbital was determined wit

a spectrophotometric method. In a group og_
11 nephrectomized dogs, respiratory or metas
bolic alkalosis increased the level of pheno<
barbital in the blood. In a group of 47 dogg
the renal excretion of phenobarbital was found
to occur by a fltration-reabsorption procesg
and to increase with alkalosis. The pK OE
phenobarbital is 7.26; changes in pH of (h@
plasma will therefore exert an influence upo
the ionization of phenobarbital and concomgs
ittantly affect its excretion through the kidney
(Mollaret, P., and others: Acid-Base BaIanc§
and Renal Excretion of Phenobarbital, Compts
rend. Acad. Sc, 248: 2257 (April) 1959.) S
o
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BARBITURATE INTOXICATION Based
upon experimental data in dogs that aanloszﬁ
increased the excretion of phenobarbital bys
the kidneys by inhibiting tubular reabsorptiong
50 cases of barbiturate intoxication werd
treated with injections of 3 per cent solution§
of sodium bicarbonate (up to 5-6 liters pe
24 hours), Antificial ventilation was maing
tained in the cases with marked respiratorng
depression.  The authors report very favorable
results in their serics and no deaths.  (Mol§
laret, P., and others: Treatment of Barbiturate
Intoxication, Compt. rend. Acad. Sc. 248: 242~i
(April) 1959.) (Abstractor’s Comment; th
blood levels of barbiturate, pH or carbon dif
oxide substantiate these data.)
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