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retrospective and prospective necropsy study. In the forward-
looking part (the more valuable, since the stomach and duo-
denum are likely to be examined with greater care) they found
that the incidence of acute gastroduodenal ulceration was
only 1.6% in a consecutive series of 1,037 necropsies, but that
the frequency rose to 21% in a group of 87 patients who died
of cor pulmonale.
The association of acute ulceration with burns is notorious,

and S. Sevitt14 has recently surveyed the experience of the
Birmingham Accident Hospital from 1948 to 1965. During
this period 477 burned patients admitted to the hospital died
from their injuries, and necropsies were performed on 291 of
these. Acute duodenal ulcers were found in 26 (8.9%) and
gastric erosions in 42 (14.4%), four having both gastric and
duodenal lesions. In this study the greater part, from 1951
onwards, was conducted prospectively. The value of this
approach is shown by the finding that the frequency with
which ulcers were found was lower before the prospective
study. The patients were divided into two groups: a " con-
trol " was composed of those with small burns and those with
larger burns who died either within 24 hours or later than
four weeks after burning ; the remainder were classed as the
"burned " series. Gastric and duodenal ulceration proved
to be two to four times as frequent in the burned as in the
control group.
The mechanism responsible for stress ulceration is poorly

understood, as is evidenced by the variety of local and
systemic factors which have been considered to be implicated.
An important factor may be intravascular stasis, which reduces
the venous outflow from the stomach."5 Gastric ulceration in
the rat, produced by restraint of the animal,'" is preceded by
a period of microvascular stasis beneath the surface
epithelium, while mast cell degranulation takes place
simultaneously in the mucosa. It has been suggested that
vasoactive substances, including histamine and 5-hydroxy-
tryptamine produced by the mast cells, might cause vascular
engorgement of the mucosa, which could in turn lead to
decreased mucosal resistance. Other humoral substances may
also play a part. For example, the intermittent administra-
tion of catecholamines to dogs through the left gastric artery
has been shown to lead to acute gastric ulceration'7 provided
that active gastric secretion continued.

Experimental stimulation of the hypothalamus is known to
lead to increased gastric acid output,"8 and this effect has
naturally been related to the known association of brain
damage with acute ulceration. Hypothalamic stimulation

also caused acute ulceration, an effect which can-at least in
the cat-be blocked by vagotomy."9 A pathway involving
A.C.T.H. may also be important20 21; increased cortico-
steroid activity after trauma could stimulate gastric acid out-
put and again predispose to acute ulceration. The other side
of the " ulcer equation "-mucosal resistance-has yet to be
defined adequately, as indeed has the relative importance of
all the mechanisms mentioned already.
There may be more factors. Sevitt speculates about

whether colonization by micro-organisms, particularly of
arteries within ulcer craters, might not lead to haemorrhage.
In a high proportion of his cases the ulcers were colonized
by yeasts, Gram-negative rods, or Gram-positive cocci, an
effect which was specially obvious in the artery at the base
of an ulcer in a patient who died of gastrointestinal bleeding.
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Stocktaking in Obstetrics
The latest issue of the British Medical Bulletin' is devoted
to some current problems in obstetrics. From the crisp,
confident opening chapter on the prevention of rhesus iso-
immunization to the closing bird's-eye view of trends in
maternal mortality in Britain the editor has preserved a
praiseworthy balance between clinical and academic, between
fact and theory, between mother and foetus, between obste-
trician and fellow-specialist, and even between Liverpool and
London.

In their turn the contributing authors have avoided
prolixity in setting out the three aspects, past, present,
and future, of any such stocktaking review. Where a
time-honoured belief is to be discarded, such as that cardiac
output falls in the last weeks of pregnancy, cogent evidence
is adduced. Where present views and practice merit clarifi-
cation, as in the management of renal failure in obstetrics
or of jaundice in pregnancy, firm guidance is offered. And
where a problem remains unsolved, as in the relationship of
renal glycosuria to diabetes or the mechanism of the adverse
effect of maternal diabetes on foetal survival, the challenge
is not ignored. If pre-eclampsia is a notable omission from
the range of subjects covered it is presumably because little
headway has been made of late in unravelling its pathogenesis
And it is to be hoped that the plea for routine antenatal
screening for bacteriuria is now superfluous, at least in Britain.

Writing for the Bulletin requires that the author be both
concise and precise. This multum in parve technique is well
exemplified by the paper on obstetric anaesthesia and anal-
gesia. It is a masterly condensation of current British
practice, though all obstetricians may not agree that pethi-
dine given early protracts labour or that the phenothiazines
have superseded scopolamine. Incidentally, if any traditional
drug is to be omitted from the obstetrical pharmacopoeia it
is castor oil, here recommended for the induction of labour
in diabetics. Placental insufficiency, a much narrower subject
than the relief of pain, is also reviewed succinctly, and
guidance is given on judging exactly when the baby's chances
of survival are better outside than inside the uterus. Unfor-
tunately treatment is still ineffectual when the degree of
prematurity of the foetus makes its chances negligible in
either place. Perhaps technical ingenuity will one day make
an artificial placenta available. And perhaps the etymologists
will soon provide an appropriate adjective to replace the
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clumsy " smaller-than-dates " to describe the foetus in cases
of placental insufficiency.
Above all this Bulletin shows how greatly obstetrics has

developed from pure midwifery to cover a multiplicity of
disciplines. Contributions from physiology and biochemistry
are well illustrated in the papers on folate metabolism, on
water and electrolytes, and on blood-coagulation failure in
obstetrics; from haemodynamics in the review of cardio-
vascular changes in pregnancy and labour; from pathology
in the consideration of post-partum pituitary necrosis; and
from biophysics in the evaluation of diagnostic ultrasonics.
The three issues a year of the British Medical Bulletin are

widely accepted abroad as representative evidence of modern
work in British medicine. They are no less valuable to
doctors in the home countries, and no British obstetrician can
afford to overlook this January 1968 number.

Diffuse Fibrosing Alveolitis
Inflammation and fibrosis occurring diffusely in the peripheral
gas-exchanging part of the lung, and affecting primarily the
alveoli, give rise to a characteristic disorder. The principal
symptom is progressive dyspnoea on exertion accompanied
by cough, either dry or with scanty, mucoid sputum. Com-
mon signs include increased respiratory effort, rales at the
bases of the lungs, and clubbing of fingers. Chest radio-
graphs show diffuse mottling or patchy consolidation but may
be normal. Tests of lung function reveal ventilatory impair-
ment, defective gas transfer, and decrease of lung compliance
without evidence of airways obstruction.

This disease has been given various names, including
diffuse interstitial fibrosis of the lungs, interstitial pneumonia
or pneumonitis, and Hamman-Rich disease. Recently the
term diffuse fibrosing alveolitis' has been used as a convenient
generic name for a broad category of disease having two
essential features: cellular thickening of the alveolar walls
with a strong tendency to fibrosis, and the presence of mono-
nuclear cells within the alveoli.2 Additional histological
features sometimes found in the more acute cases include
other forms of cellular exudate, fibrinous exudate, and
hyaline membrane. More chronic cases may show fibrotic
destruction of lung structure, honeycombing, and excess of
smooth muscle. Occasionally hyperplasia of lymphoid
follicles and epithelioid granulomas occur.

Reviewing the specimens taken at lung biopsy from 16
patients with diffuse fibrosing alveolitis, J. G. Scadding and
K. F. W. Hinson2 found that the degree of thickening of the
alveolar walls was correlated inversely with the number of
mononuclear cells in the alveoli. At one extreme were lungs
with much thickening of the alveolar walls and few intra-
alveolar cells, the changes being irregularly distributed
throughout the biopsy. This appearance they termed the
" mural " type of fibrosing alveolitis. At the other extreme
were lungs with little thickening of the alveolar walls and
many intra-alveolar mononuclear cells, mainly of the granular
type, the changes being uniformly distributed. This appear-
ance they termed the " desquamative" type of fibrosing
alveolitis. Radiographic appearances varied widely among
the patients, but widespread, well-defined mottling occurred
more often in those with the mural type, whereas patients
with the desquamative type most often had either opacities of
fairly uniform density above an elevated diaphragm or
irregular patchy consolidation at the bases with widespread,

ill-defined mottling. Treatment with corticosteroid sup-
pressed symptoms and signs in a few of the patients with
the desquamative type but in none of those with the mural
type.

A. A. Liebow and colleagues,3 who first described the
desquamative type under the name of " desquamative inter-
stitial pneumonia," considered that it warranted separation
from other forms of fibrosing alveolitis, because it differed
from them in histology, radiological appearance, and response
to corticosteroids. Scadding and Hinson's study, however,
shows that there is in fact no sharp distinction, but a range
of cases occur in which an inverse relationship exists between
alveolar thickening of the walls and intra-alveolar mono-
nuclear cells. Despite that, recognition of the differences
between the two ends of the range represented by the mural
and desquamative type is of practical importance.

Fibrosing alveolitis is occasionally found in patients suffer-
ing from certain diseases of unknown cause, notably those
associated with autoimmune phenomena, including rheuma-
toid arthritis, systemic sclerosis, Sjbgren's syndrome, and
idiopathic pulmonary haemosiderosis. Some other patients
with fibrosing alveolitis but without clinical evidence of these
diseases have autoimmune factors in their blood.4

Allergic reactions in the alveoli to several sorts of inhaled
organic dusts may cause illnesses with patterns of symptoms,
signs, and disordered function similar to that of fibrosing
alveolitis of unknown cause. And in some of these cases there
may be similarities also in histological appearances, especially
in the late stages. The term " extrinsic allergic alveolitis "
aptly describes the pulmonary disorder resulting from these
organic dusts.5 The classical example is farmer's lung, due
to thermophilic actinomycetes in mouldy hay.6 Similar pul-
monary reactions occur in bird-fancier's lung, due to
inhalation of dusts of pigeon and budgerigar droppings,7 8
bagassosis from sugar cane,' maple bark disease due to the
fungus Cryptostroma corticale,'0 wheat weevil disease due to
Sitophilus granarius in wheat flour," and mushroom-worker's
lung due to actinomycetes."1 These pulmonary disturbances
are usually accompanied by systemic reactions, including
fever, chills, and malaise, occurring a few hours after
inhalation of the dust. These responses are mediated by
precipitating antibodies, and serological tests for specific
circulating precipitins are a valuable diagnostic aid.
The differential diagnosis of fibrosing alveolitis includes

pulmonary disease due to the inhalation of certain inorganic
dusts, among which are asbestos, beryllium, and aluminium,
and also pulmonary lesions due to tuberose sclerosis,'3
generalized neurofibromatosis'4 and eosinophilic granuloma."
These disorders can usually be distinguished from fibrosing
alveolitis by their characteristic clinical and histological
features.
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