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opinion about whether pneumoconiosis
causes or materially accelerates death the
doctors of the panels study the pathologist’s
report and examine the relevant organs.
They also consider the terminal illness and
the mode of death, which are available in
most cases. Furthermore, they usually have
a record of the deceased’s health over many
years. They are thus able to judge the
presence of chronic bronchitis and its in-
fluence on the cause of death. There are no
other physicians in the country who possess
the panels’ unique experience and oppor-
tunity of comparing their findings during
life with the appearance of the lungs after
death. This experience is based on about
20,000 clinical examinations and 4,000 post-
mortem examinations annually. The panels
have requested that the lungs be perfused
before examination, and the Association of
Clinical Pathologists issued a leaflet in 1971
advising this and its recommendation was
endorsed by the Brodrick Committee.
Differences of opinion between the coroners’
pathologists and the panels are not frequent.
Dr. Davies’s attitude to the panel is some-
what ambivalent, for while conceding that
membership of it can bring enormous ex-
perience of the pathology of pneumoconiosis
he criticizes panel members for lack of ex-
perience. The doctors of the panels are not
expected to become competent pathologists
overnight. When newly appointed they
examine necropsy material with an experi-
enced colleague, often in the presence of the
pathologist, and thus become familiar with
the morbid anatomy of the pneumoconioses.
Opinion on the cause of death is given not
by one but by two doctors. We acknowledge
the debt of gratitude owed to our colleagues
in the N.H.S., especially to pathologists,
chest physicians, and others who, in general,
appreciated that the panel doctors are
clinicians who have a difficult job to do
under circumstances which are sometimes
ill-understood and misrepresented.—We are,
etc.,
R. M. McGowaAN
W. RAYMOND PARKES
T. J. G. PHILLIPS
R. G. B. WILLIAMSON
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Propranolol in the Treatment of Migraine

SIR,—The paper, “Propranolol in the Treat-
ment of Migraine,” by Drs. T-E. Widerge
and T. Vigander (29 June, p. 699) prompts
me to report two patients in whom I suspect
propranolol to be a precipitating factor of
classical migraine.

Both patients were receiving the drug for
the treatment of hypertrophic obstructive
cardiomyopathy. The first, a boy of 19,
started propranolol 40 mg three times a day
in March 1972 and two weeks after the dose
was increased to 80 mg three times a day
he developed classical migraine for the first
time. Clonidine 50 ug daily reduced the
frequency and severity of attacks, though
they persist. The second patient, a woman of
48, similarly had never previously experi-
enced migraine and there was no family
history of the disorder. She started pro-
pranolol 10 mg four times a day in February
1972 and this was increased by stages to
80 mg three times a day in June 1973. In
April 1974 she presented after four episodes
of wvascular headache associated with
teichopsia and left-sided sensory disturbance.
Clinical examination, E.E.G., and brain scan
were normal and she has had no further
symptoms following the exhibition of
clonidine 25 ug twice daily.

Eight patients with hypertrophic obstruc-
tive cardiomyopathy on propranolol attend
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ischaemic heart disease and arrhythmias are
on beta-blocking drugs—mostly practolol or
oxprenolol—and I am not aware of migraine
presenting for the first time in this group.
—I am, etc.,

C. J. SHARPE

Cardiac Department,
Western Infirmary,
Glasgow

Smoking and Venous Thrombosis

SiR,—The papers by Dr. A. J. Handley and
Mr. D. Teather (27 July, p. 230) and by
Dr. P. Marks and Dr. P. A. Emerson (p.
232) show that non-smokers have a signi-
ficantly higher incidence of venous throm-
bosis in the legs after myocardial infarction
than smokers.

We have studied the prophylaxis of leg-
vein thrombosis in 203 patients who under-
went major surgery, were monitored by the
15] uptake test, and whose smoking history
was recorded. The original purpose of this
trial was to compare a group on low-dose
subcutaneous heparin, another receiving
electrical calf-muscle stimulation, and a
control group. The trial will be reported
fully elsewhere.

The overall results in these 203 patients
show no significant difference in the in-
cidence of postoperative leg-vein thrombosis
between smokers and non-smokers (see table
I). Only 19, however, were operated on as
emergencies, and probably the status of a
patient who has had a myocardial infarct
may be likened to that of a patient operated
on for an acute illness rather than as an
elective procedure. In the 19 emergency
operations there was a higher incidence of
postoperative leg vein thrombosis among
non-smokers (see table II). The figures are,
of ocourse, too small for statistical analysis,
but if the series were extended the difference
might well become significant.—I am, etc.,

A. V. PoLLOCK

the clinicc. A much larger group with S::mg Hospital,
TABLE I
Smokers Non-smokers
Total Thrugn‘l,lfgslis % Total Tlﬂregn\x,l;l)zis %
Control .. .. .. .. 33 12 364 55 24 43-6
Calciparine .. .. .. 24 16-7 36 2 56
Stimulator .. .. .. .. 21 333 34 12 353
Total 78 23 295 125 38 304
TABLE II
Smokers Non-smokers
Total T%regn\n’l;i)rslis % Total Tlﬂ:gn\:lsgs)is %
Ac'é“o;trol 2 1 50-0 4 50-0
Calciparine 3 0 0 0 0 0
Stimulator 3 1 333 3 2 66-7
Total 8 2 25-0 11 6 545
Non-acute
Control .. .. .. .. 31 11 355 47 20 425
Calciparine .. .. .. 21 19-0 36 2 56
Stimulator .. .. .. 18 333 31 10 323
Total 70 21 30-0 114 32 281
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