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scanty, opinions are bound to differ. However, it seems that
in many respects Taylor and Miller are describing different
syndromes. Most neurologists and neurosurgeons would
accept that frontal and occipital headaches which are present
on waking, throbbing in character, and accentuated by bend-
ing or coughing or sneezing are usually organically deter-
mined. Most would also accept that disorders of memory and
concentration and transient vertigo (" dizzy bouts," with
transitory staggering brought on often by change in posture)
are common results of organic damage after closed head
injury. Like post-traumatic epilepsy, commonly appearing in
6 to 18 months after a head injury sufficient to give post-
traumatic amnesia of 24 hours or more, these symptoms must
surely be accepted as organic. They may resolve slowly, but
generally do so in the less severely injured patients in one to
two years after the accident. By contrast, any neurologist
who frequently examines patients for medico-legal purposes is
familiar with the type of injury which has produced no more
than a minor laceration of the scalp without impairment of
consciousness, an injury which if experienced in a domestic
environment or on a field of sport would have been forgotten
within a few days of the wound's healing, but which has
been followed by apparently prolonged and disabling sequelae.
Such patients often complain of " terrible " or " severe"
headache which is vertical in situation or described as like a
tight band, a weight, or sense of pressure. These symptoms
are characteristic of non-organic headache and are common
also in anxious or depressed patients who have never experi-
enced head injury. Many symptoms may be associated with
headache, but the physician often finds a striking over-reaction
during the examination, which is punctuated by sighs, groans,
and protestations of pain, and voluntary contraction of the
muscles of the neck often impairs passive movement of the
head. No neurologist of experience will accept that this syn-
drome, whether attributed to " hysteria " or to malingering,
could have an organic basis. One difficulty is to assess the
apparently intense depression, tension, and anxiety often seen
in such cases. There are certainly patients in whom lasting
phobias, related perhaps to the place of work where the
accident occurred, to working at heights, or to riding in motor
vehicles, are seen. The fact that symptoms often clear up in
a few months after settlement of a compensation claim cer-
tainly supports Miller's thesis8 about the nature of this type
of traumatic or " compensation " neurosis. The same may be
true of some " blackouts." Attacks like those described by
L. D. Osler and M. G. Fusillo as " a peculiar type of post-
concussive blackout " may follow head injury, fail to respond
to anticonvulsant therapy, yet cease abruptly after a substan-
tial financial settlement.

Thus it is difficult to draw any firm conclusions about the
aetiology and management of the post-concussional syndrome.
Morning headache of throbbing character accentuated by
movement, and vertigo induced by change in posture, together
with disturbance of memory and concentration, are common

and undoubtedly organic sequelae of closed head injury.
Occasionally they follow minor trauma. The most that can
be done in these cases is to advise adequate rest and relaxa-
tion, to give symptomatic treatment, and to reassure the
patient that almost certainly the symptoms will eventually
resolve. But when florid neurotic or " hysterical " manifesta-
tions follow trivial head injury, early settlement of any out-
standing compensation claim is the single most significant
factor contributing to ultimate recovery.
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Asbestosis
The first case of asbestosis was described as " typical fibroid
phthisis " by H. M. Murray in 1907,1 but it was another 20
years before there was an official inquiry into conditions in
asbestos factories.2 Soon afterwards W. B. Wood and S. R.
Gloyne3 thought that the disease was getting under control,
a view shared 15 years later by H. Wyers.' These authors
were concerned only with asbestos processing and textile
manufacture and their optimistic statements have not with-
stood the test of time and of the expanding use of asbestos.
It is true that in those factories where the asbestos regulations
of 19315 have been rigorously implemented the excess
mortality has been considerably reduced,6 7but on a national
scale annual " certifications " for asbestosis have been rising
since 1950.8

Asbestos has been used for at least 4,000 years,9 but it
became an important industrial mineral only at the end of
the last century. Since then its output has risen from about
500 tons to more than 3 million tons per annum.1010 It has
innumerable uses in building, shipbuilding, insulating, refri-
geration, paper, textile, engineering, plastics, and many other
industries. At present tests are being made with asbestos-
asphalt for road surfacing. 213 The labour force in many of
these industries is highly mobile and distributed over a large
number of small units. In addition there is a vast number
of " do it yourself " enthusiasts who may be exposed inter-
mittently to highly concentrated asbestos dust. The biological
significance of pulmonary asbestos bodies is not yet clear,"'
but they have been found in large proportions of necropsies
in widely separated areas.15 16

Preventive measures and legislation have lagged behind
clinical and pathological evidence. The rising numbers of
certifications for asbestosis contrast strongly with the declining
trends of most other mineral dust pneumoconioses. Part of
the increase is certainly due to a lower threshold of suspicion
and more accurate diagnosis. Probably many cases of
asbestosis were in the past classified as idiopathic pulmonary
fibrosis, bronchitis, or Hamman-Rich syndrome. Signifi-
cantly, not less than 58% of 315 newly diagnosed cases of
asbestosis were found in unscheduled occupations such as
laggers, brakeliners, and sprayers.1'
The pulmonary fibrosis caused by asbestos is a disabling

condition, but unlike disease produced by exposure to silica
and coal dust asbestosis also carries a serious risk of malignant
neoplasia of the bronchus and of the serous membranes, and
possibly also of carcinoma of the gastrointestinal tract.'7
The association between asbestosis and lung cancer was

first described by K. M. Lynch and W. A. Smith in 1935,'8
and has since been confirmed by many investigators. The
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Chief Inspector of Factories stressed the association in 1947's
and R. S. Doll and his colleagues have published follow-up
and cohort investigations20 21 which suggest that in at least
one factory the attack rates from bronchogenic cancer in men
who entered the industry after 1933 are not higher than would
be expected in the general population. But in the United
States E. C. Hammond and his colleagues22 reported 53
deaths from lung cancer in 300 consecutive necropsies of
insulating workers, and found the death rates from pulmonary
and pleural cancers seven times higher in asbestos workers
than in American white males.

Since J. C. Wagner and his colleagues23 first described
the occurrence of pleural mesotheliomata in the crocidolite
mining districts of South Africa many cases have come to
light elsewhere. In Britain most cases have been discovered
in London24 and at the larger ports where much asbestos is
handled in the shipbuilding industry."2 25 26 Diffuse
peritoneal tumours associated with asbestos exposure have
been reported.27 There seems to be little doubt that these
tumours-which as recently as 1960 were regarded as " rare
curiosities "28 are of occupational or environmental origin.
Wagner29 30 produced pleural neoplasms in animal experi-
ments, and his findings have now been confirmed by other
investigators.31 The important question of whether only
crocidolite or other types of fibres also, especially the widely
used chrysolite, have carcinogenic properties has not yet been
unequivocally answered."4
Two aspects of the asbestos-mesothelioma association are

very disturbing. In some cases extremely short exposures have

been reported.12 24 There is also growing evidence that
residents in asbestos mining or manufacturing districts and
those at risk by the brushing and washing of contaminated
working clothes can develop mesenchymal tumours or the
bizarre pleural fibrosis and calcifications which seem to be
associated with exposure to asbestos.32 33
The scope of the problems yet to be solved has been clearly

set out by J. C. Gilson in his summing up of a symposium
held in New York34 and in the report of the subcommittee
of the International Union against Cancer.35 The most
important of these problems are: the type of asbestos as a
factor in the risk of asbestosis and malignancy; the excess
risk of malignancy from asbestos in the absence of clinical,
physiological, and radiological manifestations of asbestosis;
the organization of prospective surveys to establish the risk
to industrial and residential populations; agreement on the
clinical, lung function, and the notoriously difficult radio-
logical criteria for diagnosing asbestosis ; agreement on the
most accurate type of dust measurements; and the clinical
significance of pleural plaques and of asbestos bodies.

In the meantime it is to be hoped that the promised
revision of the 1931 Asbestos Regulations36 will soon be put
into effect and that they will cover all workers at risk,
including those engaged in loading and transporting asbestos.
Present evidence suggests that crocidolite is the most danger-
ous of asbestos fibres and it may be possible to find suitable
substitutes for at least some of its uses. The uncontrolled
dumping of asbestos waste3' should not occur again. Finally,
in view of the long induction period of asbestosis and
malignancy the present restriction, that a worker claiming
disability benefits for mesothelioma under the Industrial
Injuries Act must have been employed after 4 July 1948,38
seems to be entirely unrealistic and should be abolished.
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Status Epilepticus: A Medical
Emergency

Despite modem treatment status epilepticus remains a danger-
ous condition carrying a high mortality. Its consequences
remain largely uncharted because in most instances reports
of treatment end with the control of the status or death. But,
since there is evidence that the longer the status continues
the greater the mortality, early treatment is important and
status should be regarded as a medical emergency.

Status epilepticus is defined as the occurrence of grand mal
convulsions without recovery of consciousness between fits.
The recognition of fully developed status is easy enough: not
only have fits been multiple and usually frequent, with per-
sisting unconsciousness, but other signs of physiological stress
-in the heart, lungs, kidneys, and in fluid and electrolyte
balance-may have developed. A practical problem is to
decide at what stage the patient needs transfer to hospital
and to the sometimes very specialized management that may
be required. Many patients in early status respond rapidly
to a simple increase in the routine anticonvulsants they are
already having. Moreover, when status supervenes in an
established case of epilepsy there is often adequate warning
in the form of increased frequency of fits, up to several a
day, but with recovery of consciousness between-so-called
serial epilepsy. In these circumstances a trial may be justi-

 on 24 M
ay 2023 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.3.5557.62 on 8 July 1967. D
ow

nloaded from
 

http://www.bmj.com/

