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word "nycthemeron" comes from the Greek and means a
night and a day, or the 24 hours of a calendar day. And, as so
often happens, what at first sight looks like an absurd neologism
proves on consulting the Oxford English Dictionary to have a
respectable ancestry, for it seems to have entered our language
so long ago as 1628. Its appearances before the footlights have
since then doubtless been infrequent, but there it was all the
time waiting for its cue, now increasingly given by scientists
wanting an exact measure of many bodily rhythms. The "o"
in nyctohemeral links the two parts taken separately; the "th"
in nycthemeral derives straight from nycthemeron, is a
Greek theta, and so is pronounced as a single consonant.
The adjective nyctohemeral or nycthemeral denotes a

calendar day exactly. But many bodily changes have a periodi-
city that may be slightly shorter or longer than 24 hours. For
these the term "circadian" has been compounded from Latin
circa dies.1 The authors of this word have said "it will be used
to denote daily periods which may differ from 24 hours by
not more than a few hours." It therefore has a different
meaning from the other words commonly used to describe
daily events of interest to clinicians and physiologists, and it
may often be of service to them. It would have been more
serviceable still if it had escaped the attrition to which all our
language is constantly exposed. Unfortunately its later use in
a variety of senses other than the original2 has already dealt it,
though so young, a possibly mortal blow.

Often an author will be able to make his meaning clear
without recourse to recondite terms because language is more
than the sum of dictionary definitions. But when he does need
to express his measurements with unusual precision in relation
to the day he may find that greater care is needed than he
would have supposed, whether he is thinking of a livelong
day, a waking day, or even a hard day's night.

Coronary Occlusion in
Rheumatoid Arthritis

Arteritis is fairly common in patients with severe, advanced,
nodular rheumatoid arthritis.' 2 They complain of pain and
unpleasant sensations in different parts of the body remote
from articular structures. In the abdomen there may be
vascular complications in the spleen, kidney, or gut; in the
thorax the pleura, pericardium, and more rarely the myocar-
dium may be affected. The question therefore arises: How
often in rheumatoid arthritis does rheumatoid vasculitis cause
coronary occlusion? And, conversely, how often is vascular
occlusion in patients with rheumatoid arthritis unrelated to
the rheumatoid disease from which they are suffering?
Most studies have not shown any increase in the incidence

of myocardial infarction among patients with rheumatoid
arthritis,3 4 and some workers5 have produced evidence that
the disabled arthritic may be less prone to this disorder than
other people. E. S. Cathcart and D. H. Spodick,6 however,
reported a greater incidence of definite and probable coronary
artery disease in 240 patients with rheumatoid arthritis than
in a control group; all of five patients so diagnosed in life
had coronary artery sclerosis at necropsy. As F. Dudley Hart7
noted in his Ellman lecture, a patient with a severe disabling
disorder such as rheumatoid disease dies, as it were, by
inches, and deaths from cardiac disease are common in such
a group of ill, debilitated patients. Therefore good patho-

logical evidence must be found before the cardiac state can
be directly attributed to the arthritic disease.
To determine the aetiology of myocardial infarction in

patients with rheumatoid arthritis, I. Karten8 surveyed the
necropsy records of patients with rheumatoid arthritis
examined between 1941 and 1968 at the Goldwater Memorial
Hospital, New York. In seven patients with myocardial in-
farction no evidence of coronary arteritis was seen in the
histological sections available. In a four-year study of 102
patients with rheumatoid arthritis admitted consecutively for
in-patient treatment he found six who developed diffuse vas-
culitis: two of these six had myocardial infarctions. One of
these two patients survived; in the other at necropsy evidence
of coronary arteritis was found. She was a 62-year-old woman
and had been treated with corticosteroids. Fibrinoid necrosis
of the outer media and inner adventitia of a large part of
the circumference of a large branch of the artery was seen,
with a palisaded arrangement of large mononuclear cells
along the border of necrosis, resembling the picture seen in a
rheumatoid subcutaneous nodule. A part of the vessel running
deeply into the muscle wall showed irregular fibrosis and
obliteration of the lumen. Many irregularly shaped areas of
myocardial-cell necrosis and muscle-cell degeneration were
seen within which sarcolemma sheaths were still present, with
little or no condensation or dense scar formation. These areas
were infiltrated with scattered leucocytes and macrophages.
In several other sections of the heart many mural vessels were
strikingly thickened by intimal medial fibrosis, similar changes
being seen in vessels of the liver, pancreas, thyroid, and
adrenals. Macroscopically, the coronary arteries were large
and showed minimal atherosclerosis.

It is of interest that this patient had a peripheral neuro-
pathy in all four limbs, multiple decubitus ulcers, cachexia, a
staphyloccal pyarthrosis, and a terminal ileus, with haemorr-
hage from extensive ulcers in stomach and small intestine.
The one group of symptoms she did not have were those
suggesting coronary occlusion, the necropsy cardiac findings
being entirely unexpected. Karten notes that since 1941 at
least 75 instances of coronary arteritis in patients with rheu-
matoid arthritis have been recorded, almost all being first
detected at necropsy, where arteritis was also seen in other
organs. Of 55 patients with detailed records myocardial
infarction occurred in 18-that is, in only one-third of those
with coronary arteritis. This group included a relatively
greater number of patients with necrotizing arteritis and a
relatively greater number on corticosteroid therapy.

It seems, therefore, that the diagnosis of coronary arteritis
is made, like that of myocardial disease in rheumatoid arth-
ritis, more often on pathological than on clinical grounds,
ischaemic symptoms usually being absent. When angina of
effort or clinical evidence of coronary occlusion occurs in a
patient with rheumatoid arthritis, the underlying lesion would
usually seem to be atherosclerotic. Though R. L. Swezey9
considered most fatal myocardial infarctions in rheumatoid
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sufferers to be due to arteritis, the bulk of evidence points the
other way. Even in this group of patients, among whom
systematic disease is not uncommon, it seems that coronary
atherosclerosis causes a greater danger to life than coronary
arteritis.

Allergic Alveolitis
There are two main mechanisms underlying allergic broncho-
pulmonary disease. In the first one, which occurs in "extrinsic"
asthma (asthma due to an inhaled antigen) the antibodies are
usually of the reaginic kind, the immediate allergic reaction is
classified as type I and the susceptible subject as atopic.
In the second mechanism, which occurs in extrinsic allergic
alveolitis, precipitating antibodies mediate a delayed or
type III (Arthus) response. Unlike the type I reaction, the
type III response can occur in non-atopic subjects. Atopic
patients may display both types of allergic reaction as, for
example, in broncho-pulmonary aspergillosis.1 "Intrinsic"
forms of asthma (such as some of the "late-onset" type) and
of alveolitis (such as "cryptogenic fibrosing alveolitis") may
now be diagnosed less often as more extrinsic antigens are
identified. Doubtless a hard core of true intrinsic cases will
ultimately remain, and some of these may prove to be associ-
ated with autoallergic processes.2
The number of organic antigens known to induce an allergic

alveolitis is steadily increasing and, indeed, three more have
been added during the past year.35 Since repeated or inten-
sive exposure may be needed to cause disease in healthy
non-atopic subjects, allergic alveolitis is more often related to
occupation (for example, farmer's lung), hobbies (for example,
bird-fancier's lung), or habits (for example, pituitary snuff-
taker's lung) than to casual contact. Fungal spores have been
incriminated as the cause of allergic alveolitis in several
occupations including farming,6 the sugar-cane industry,7
mushroom farming,8 maple bark stripping,9 cheese washing,5
and malting.4 Animal proteins known to induce an allergic
alveolitis include avian protein in bird-fanciers,'0 bovine and
porcine protein in pituitary snuff-takers," and the weevil
insect protein in grain workers.'2 Enzymes of bacterial origin
(Bacillus subtilis) have recently been shown to cause both
bronchial and alveolar reactions among workers in factories
making biological detergents.3 '3
The clinical presentation of allergic alveolitis varies accord-

ing to the nature of the antigen, the frequency and intensity
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of exposure, and the susceptibility of the patient. Sudden
acute illness may occur when a sensitized person is exposed
to a massive dose of antigen. At the other extreme, persistent
exposure of a non-atopic subject to small concentrations of
antigen (as in the case of budgerigar fanciers) may lead to the
insidious development of pulmonary fibrosis.'4 The-classical
form of allergic alveolitis, as exemplified by farmer's lung,
usually presents with relatively acute attacks of dyspnoea,
tightness in the chest, and cough, sometimes with mucopuru-
lent or even blood-stained sputum. Constitutional symptoms
such as malaise, anorexia, nausea, headache, and fever are
common. These attacks tend to occur several hours after
exposure and thus, in occupational cases, will develop at the
end of the day's work with spells of freedom during absence.
from duty. Wheezing is rare and crepitations rather than
rhonchi will be heard. At this stage, the chest radiograph may
be normal or show a transient micronodular mottling. In
the subacute phase cough and dyspnoea on effort are more
persistent, anorexia may lead to loss of weight, and the radio-
graph shows a more dense and diffuse mottling, which may
not clear until several months after the patient has been
removed from exposure to the dust. In the final chronic stage
of the disease irreversible fibrotic changes occur in the lungs,
associated with productive cough, extreme dyspnoea, cyanosis,
finger-clubbing, and ultimately right heart failure.
The diagnosis of an allergic alveolitis should be suspected

whenever a patient whose job, hobbies, or habits expose him
to organic dusts presents with respiratory symptoms. The
diagnosis of alveolitis is confirmed by observing diffuse lung
mottling in the chest radiograph and by respiratory function
tests which show a restrictive spirometric pattern associated
with a reduced gas transfer factor (though these changes may
not be present during periods of clinical remission). The
allergic nature of the alveolitis is established by finding
precipitating antibodies in the blood and delayed type III
reactions to skin or bronchial provocation with the appropriate
antigen. Treatment consists of protecting the patient from
exposure to the causative dust and steroid therapy for the
acute illness. The potential role of specific desenzitisation and
disodium cromoglycate inhalations in the prevention of
allergic alveolitis has yet to be evaluated.

Luna Deserta
The first papers reporting in copious and minute detail on the
materials of which the moon is made have been published in
the American Journal Science of 30 January, now to hand,
making it a unique work in the history of scientific publication.
No fewer than 144 papers describe the results of analysing the
samples brought back by the Apollo 11 team last year.

For the first time man learns in detail about the elements,
the geological compounds, the radioactive isotopes, the gases,
the glasses, and the crystals of our largest satellite. But he also
learns that his imagination has overreached itself in peopling
the moon with living creatures. One paper' informs us that
"no viable life forms, including terrestrial contaminants, were
found when the sample was tested in 300 separate environ-
ments." And a second2 concludes that the evidence gained
so far indicates the moon has always been devoid of life.
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