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of opacity all over the right and left lung
fields. The astic attack was relieved only
after giving 100 mg of hydroordsone sodium
succinate intravenously.-We are, etc.,
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Propranolol and the Hyperactive Caroid
Sinus Reflex Syndrome

Su,-The hyperactive carotid sinus reflex
syndrome is a physiopathological condition in
which syncope, origina in the carotid
sinus and mnediated through a cardiac and/or
a peripheral vascular effect, develops on
compression of the carotid sinus. The carotid
sinus synde is an analogous physiopatho-
logical condition but of a higher grade as it
mani£ests itself spontaneously.'
The existence of a carotid sinus syndre

is a contrindication for the administration of
beta-adrenergic blocking agents as these
drugs inhibit sympathetic stimulation, im-
portant whenever vaal tone is increased.2
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carotid| sinus massage
Electrocardiograms (lead II) ro paient with hyperactive carotid sinus.reflex, syndrome. A. Right
carotid sinus cmrsioin: sinus arrest and junctional-escapes. B. Carotid sinus coDmpression after
propranolol: cardfiac iniiinis ehnced. C. Carotid sinus massage after atropine: no effect on
cardiac activity.

As the existence of a hyperactive carod re-
flex s e might also be a containdica-
tion for any therpy with beta-adrenergic
blocking drugs, all the patients from our
outpatient department who are to be put
under treatment with propanolol are pre-
viously tested for a hyperactive carotid sinus
reflex syndm was diagnosed. A test dose
Franke's procedure.34
A 62-year-old man with grade III chronic

coronary insufficiency was to be treated with
propranolol in an initial daily dose of 120
mg. On compression of the right carotid
sinus he was found to develop a brief syn-
cope and marked bradycardia resulting from
sinus arrest followed by junctil escapes
(see fig., A). Thus a hyperactive carotid sinus
refex syndrome was d. A test dose
of 2 mg of propranolol was administered
intravenously as a bolus injion and 10
minutes later hyperextension of the head
provxed a more prologed syncope and a
more marked bradycardia than previously.
Thus the hyperactive carotid sinus reflex
syndroe had been transformed into a caro-
tid sinus syndrome after propralol.
Digital compression of the carotid sinus for
a shorter period than previously provoked a
much more lasting sinus arrest 15 minutes
after propranolol (see fig., B).
Twenty minutes after prIpranolol 1

of atropine was ineted intravenously; five
minutes later th right carotid sinus was

mssaged for several seconds. No effect was
observed either on the electrical activity of
the heart (see fig., C) or on the clinical con-
dition of the patient. This last procedure
and the corresponding result show the in-
nocuity of our methods.

It is imperative to search for a hyperactive
carotid sinus reflex syndrome in every patient
who is to be treated with beta-adrenergic
bloking drugs and this therapy avoided if
the syndrome is diagnosed and the participa-
tion of a central cardiac mechanism in it
demonstrated.-I am, etc.,

ARIEL J. REYES
Fundacion Procardias,
Durazno 2025,
Montevideo, Uruguay

1 Thomas, J. E., Mayo Clinic Proceedings, 1969,
44,127.

2 Isasi, E. J., Reyes, A. J., and de Bayarres, M. A.,
Arquivos Brasileiros de Cardiologia, 1969, 22,
215r.

3 Franke, H., Deutsche medizinische Wochen-
schrift, 1967, 92, 1155.

4 Grand, A., and Lapicorey, G., Coeur et
Midecine Intense, 1972, 11, 265.

New Ideas on Vitamin D

SIR,- Professor lain Maclntyre (14 April,
p. 120) referred to our point of view regard-
ing the role of parathyroid hormone in the
regulation of 1,25 dihydroxycholecalciferol
(1,25-(OH)2D3) biosynthesis. The statenment
which he attributed to me is at best only
partially correct.

Except under the abnorml hypo-
phosphataemic state, we believe that the
parathyrod glands do play an irt
determining role in the regulation of 1,25-
(OH)sD3 synthesis. Our experimen-ts1 have
been completely verified by Fraser and
Kodicek,2 by Hill and Mawer,3 and by
Rasmussen et al.4 It animals are made hypo
phosphataemic, the parathyroid hormone is
no longer required to stimulate 1,25-
(OH)2D3 synthesis.5 Of course we do not
know the molecular events involved in the
regulation, nor does anyone else to my
lnowledge. hough iv is possible that the
parathyroid hormone may stimulate 1,25-
(OH)!sD3 synthesis by changing ionic con-
centrations in the renal cell, the fact remains
that under normal physiological circum-
stances (excluding hypophosphataemia), as
far as we can presently surmilse, the para-
thyroid hormone plays a major role in the
stimulation of 1,25-(OH)2D3 synthesis. We
know of no other points of view which have
adequate experimental support.-I am, etc.,
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Malignancy of Bronchial Adenoma

SIR,-With reference to your leading article
on this subject (19 May, p. 378), there must
be others like myself who were surprised to
reai that bronchial adenomas are white.
Possibly some are in some circtumstances,

 on 20 M
arch 2024 by guest. P

rotected by copyright.
http://w

w
w

.bm
j.com

/
B

r M
ed J: first published as 10.1136/bm

j.2.5867.662-a on 16 June 1973. D
ow

nloaded from
 

http://www.bmj.com/

