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undermining of that principle if we were to revise-or per-
haps more important, if we were even thought to have revised
-our opinions by reference to those of any other body."

Doctors are unlikely to quarrel with the awards, since they
seem fair though not generous. Various matters will have to be
worked out with the Health Departments, and it is to be hoped
that delayed justice will be done to hospital medical assistants
by arranging for them a system of assimilation on to their new
scale which gives them the increases they are supposed to
have. It is to be noted that the Review Body is terminating
its continuous review, but it is not confident enough in the
present or future economic outlook to return to the previous
pattern of a two- or three-year review period. This alone is
some indication of the difficulties of its task.

Cholesterol Granuloma of the Lung
Foamy macrophages containing fat and cholesterol frequently
accumulate in the alveoli of chronically inflamed lung tissue.
This condition, variously called endogenous lipoid pneu-
monia, cholesterol pneumonia, and chronic pneumonia of the
cholesterol type, is seen in its most florid form in association
with bronchial obstruction, usually due to a tumour.
The air in the distal spaces is absorbed, and it is replaced

by bronchial secretion and plasma exudation. Infection soon
follows, and as the suppurative change proceeds to chronic
inflammation there is progressive destruction of lung tissue.
It is this disintegrating parenchyma that releases lipid
material, which is phagocytosed by macrophages lying free
in the alveoli. As organization proceeds, these fat-filled cells
are enclosed in dense fibrous tissue.' Similar changes may
occur in non-obstructive suppuration due to bronchiectasis
and lung abscess, and may also follow progressive fibrosing
lesions like pneumoconiosis2 and scleroderma.3 A primary
chronic pneumonia of cholesterol type in which there is
neither obstruction nor focal disease is also described.46
Cholesterol pneumonia must be distinguished from exogenous
lipoid pneumonia which follows the inhalation of foreign oils
of mineral, vegetable, or animal origin.7

D. L. Glancy and his colleagues have recently described a
somewhat different cholesterol granuloma of the lung.8 In
their 12 cases they noted focal, circumscribed lesions of micro-
scopical extent only. These consisted of needle-shaped
spaces surrounded by macrophages and foreign-body giant
cells, which in turn were enclosed in a dense zone of lympho-
cytic cells. There were smaller collections of foamy
macrophages in adjacent alveoli, and all stages of development
were noted from these up tp well-formed granulomata. The
macrophages usually stained positively for fat and cholesterol.

while the needle-shaped spaces were occupied by crystals
composed of a cholesterol-ester, either palmitate or stearate
or both together.

All the patients in this series had pulmonary hypertension.
Five had congenital cardiac malformations with shunts, two
had valvular disease, predominantly mitral stenosis, and
three had idiopathic pulmonary hypertension. Only two had
severe parenchymal pulmonary disease-sarcoidosis and
interstitial pulmonary fibrosis respectively. The remaining
ten had no significant lung lesions other than those directly
attributable to pulmonary hypertension-namely, vascular
changes and haemosiderosis.9 While the two cases with pul-
monary disease may have had a simple endogenous lipoid
pneumonia, it is unsatisfactory to include the cholesterol
granulomata found in the other cases in a similar category.

Glancy and his colleagues have considered the possible
causes of these lesions. As there was neither infarction of the
lung nor great siderosis of the lesions, these could not be
attributed to parenchymal destruction or breakdown of red
cells. There was no evidence of a disturbance in cholesterol
metabolism, nor did any of the patients have histiocytosis X
(a group of granulomas) or alveolar proteinosis, conditions in
which cholesterol crystals may occur in pulmonary granulo-
mata. Cholesterol-crystal embolism from atheromatous
pulmonary arteries was another possibility, but the lesions
were always extravascular and the degree of atheroma was
often mild. Nevertheless, it is possible for foreign embolic
material to traverse the wall of the pulmonary artery and
become sequestrated in the lung parenchyma.'0
The aetiology of these cholesterol granulomata remains

obscure. They seem to be related to pulmonary hypertension,
and were not found in the lungs of patients with normal
pulmonary arterial pressure.' These findings must be con-
firmed by a careful examination of the lungs of other cases of
pulmonary hypertension, so that an interesting pathological
lesion may be elucidated.
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Post-Gastrectomy Malnutrition
The early reports of the results of partial gastrectomy for the
treatment of peptic ulceration were highly enthusiastic. How-
ever, it is now clear'- that careful and prolonged follow-up
will show that loss of weight, anaemia, steatorrhoea, and
bone changes are not uncommon. In view of the many
patients submitted to this type of operation the total number
of them in the community with these complications is
considerable.
Among the commonest sequelae of gastrectomy is excessive

loss of weight occurring, in published series, in between 13
and 74% of patients after the Polya type gastrectomy (with
gastrojejunal anastomosis) and 5 to 42% after the Billroth I
procedure (with restoration of gastroduodenal continuity).
T. C. Everson4 concluded that weight loss was invariable
after total gastrectomy.

Explanations of this weight loss include diminished intake
of food and malabsorption. The latter has been attributed by
different authors to intestinal hurry, afferent loop stasis
(which in turn produces a blind-loop syndrome), jejunal
atrophy, and inadequate mixing of food with bile and
pancreatic juice. Malabsorption is more likely to occur with
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