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ABSTRACTS

Skin Hazards in the Manufacture and Processing of
Synthetic Rubber. ScHwaRrTz, L. (1945). J. Amer.
med. Ass., 127, 389.

The principal types of synthetic rubbers now manu-
factured are Buna S, Buna N, Butyl rubber and Neoprene.
Buna S is made from butadiene and styrene. Most of
the occupational dermatitis is caused by chemicals added
to these components. Workers in the pigment room,
those handling baled rubber exposed to soapslene and
talc, those making coagulating solution and those making
soap solution, should wear protective aprons and sleeves.
Buna N is made by reacting butadiene with acryloni-
trile: here dermatitis may occur from acrylonitrile
which may leak out of enclosed pipes. Modifiers are
primary skin irritants. Antioxidants (as phenyl B
naphthylamine) are sensitizers. Barium chloride may
cause a dry scaling eczema of the palms. Butyl rubber
is made from isobutylene and isoprene. The workers in
the mill sometimes develop burns and blisters of the
hands from the hot rubber and dermatitis from the
fumes of phenyl B naphthylamine and xylyl mercaptan.
There is comparatively little dermatitis in the manu-
facture of neoprene. Little dermatitis need arise in the
manufacture of synthetic rubber if plants are erected
with planned precautions and safety recommendations
are carried out.

Chemical Pneumonia in Workers Extracting Beryllium

Oxide. VAN ORrDSTRAND, H. S., HucHEes, R., and
CarMoDY, M. G. (1943). Cleveland Clinic Cuart.,
10, 10.

The exact process by which the beryllium oxide was
manufactured is not revealed, but no fluorides were
used. Three patients who were working in the process
gradually complained of shortness of breath followed by
a not very productive cough. The scanty sputum was
mucoid or frothy, and occasionally blood-stained. The
dyspnoea gradually became more severe and the patients
became apprehensive. The course was febrile up to
1000 F. The patients were cyanosed and had fine
crepitations over the lower half of both lungs. Two
patients were bronchoscoped: each showed a hyperaemic
tracheo-bronchial mucosa: the aspirated secretions were
negative to all pathogens. White blood counts were
normal. Symptoms preceded x-ray changes by three
weeks. The x-ray findings in order of progress were:
(1) diffuse haziness of both lungs; (2) soft irregular
areas of infiltration with prominence of the peribronchial
markings; (3) absorption of soft exudative infiltration
and the appearance of discrete small nodules scattered
throughout both lungs; (4) clearing of lung fields. The
course of the disease averaged about four months.
Similar symptoms and x-ray changes were observed in
six other patients besides the three described in detail.

Kerosene Intoxication. DEICHMANN, W. B., KITZMILLER,
K. V., WiTHErRUP, S., and JOHANSMANN, R. (1944).
Ann. intern. Med., 21, 803.

A case of fatal kerosene poisoning in a child is re-
corded. Vascular and parenchymal damage occurred
in the lungs resulting in a diffuse lobular pneumonia.
Kerosene damages the lung, not only as a result of
aspiration but as a result of haematogenous transfer
from the gastro-intestinal tract. Animal experiments
proved this theory. Kerosene was administered to
rabbits by mouth, intravenously and intraperitoneally.
The changes in the lungs were the same by all routes.
The tense yellowish-pink and red surfaces were moist,
smooth and glistening and the upper lobes were marked
posteriorly with subpleural haemorrhagic extravasations.
The cut surfaces were covered with frothy sero-
sanguineous fluid which oozed from the parenchyma
and filled the bronchi and trachea. Histological section
showed the vessels to be acutely congested with engorge-
ment of the venules and capillaries and frequent extrava-
sation into the interstitial tissue and alveoli. Alveolar
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oedema occurred after 12 hours. There was a patch-
work distribution of emphysema and collapse. The

picture bore a striking resemblance to that seen following
the inhalation of phosgene and hydrogen chloride.

Industrial Exposure to Butanol. TABERSHAW, 1. R.,
FAHy, J. P., and SKINNER, J. B. (1944). J. industr.
Hyg., 26, 328.

The butanol of commerce is normal butyl alcohol,
C;H,OH, and it is used chiefly as a solvent in conjunction
with other solvents such as naphtha, butyl acetate and
ethyl alcohol. It is used extensively in the manufacture
of raincoats. Investigations were made in six different
plants, and in all instances the chief complaints in order
of importance were (1) irritation of the eyes, (2) dis-
agreeable smell, (3) slight headache, (4) irritation of
nose and throat, (5) dermatitis of hands. At three of
the plants the butanol in the air was 100-115 parts per
million as a maximum. It is considered that concen-
trations below 50 p.p.m. produce no important effects,
and that systemic effects will not appear until 100 p.p.m.
is greatly exceeded. Dermatitis was prevented almost
entirely by the use of a protective ointment before work,
and a lanolin emollient after it.

The Collection and Analysis of Halogenated Hydrocarbon
Vapours employing Silica Gel as an Absorbing Agent.
PErRNELL, C. (1944). J. industr. Hyvg., 26, 331.

Carbon tetrachloride and tetrachlorethylene alone
were tested, but it is considered that the method employed
should be applicable to other halogenated hydrocarbons.
Air containing a known amount of the hydrocarbon was
passed through an adsorption train consisting of two
U-tubes, the first of which contained a drying agent, and
the second, 10 gm. of silica gel. In the analysis, the gel
containing the adsorbed vapour was digested with alco-
holic potassium hydroxide, or an aliquot part of an
alcoholic extract of the gel was burnt, and the products
collected in sodium hydroxide. The chloride was deter-
mined by the Volhard method. With hydrocarbon
concentrations of 90-340 p.p.m., such as may be expected
in workroom atmospheres, and with sampling rates of
1-2 litres per minute, recoveries of 90-95 per cent. were
obtained, whilst with concentrations of 2200-3000 p.p.m.
and sampling rates of 6-9 litres per minute about 80 per
cent was recovered.

Carbon Monoxide Polycythaemia. BRIEGER, H. (1944).

J. industr. Hyg., 26, 321.

Polycythaemia is believed to be a regular sign of
carbon monoxide poisoning, and it may be observed
days or months after all carbon monoxide has been
removed from the blood. Experiments were made by
the author both on dogs and men, the COHb and Hb
being determined by the spectrophotometric method
which gives Hb determinations in the presence of COHb.
Polycythaemia is believed to occur in the early stage of
CO poisoning, but in the author’s experiments on five
men a 6-19 per cent. formation of COHb in the blood
did not give it, nor did one of 9-10 per cent. in dogs.
In a group of four severely poisoned dogs, two developed
polycythaemia. In one of these dogs it reached its
maximum two days after the exposure to CO (which
caused 77 per cent. saturation), and the dog developed
permanent polycythaemia, persisting for more than a
year. Its red blood corpuscles were 35-45 per cent.
above the original level, and its haemoglobin 20-40 per
cent. above it. In experiments on chronic CO poisoning,
six dogs were exposed during eleven weeks for 6 hours
a day and 6 days per week to air containing 0-:0096 per
cent. of CO (causing 20 per cent. saturation). Five of
the dogs showed an increase of Hb after three weeks of
exposure, the increase being statistically significant in
two of them. The Hb values reached their maxima
after six weeks, the greatest increase being 45 per cent.
After nine weeks the Hb and red corpuscles returned to
about their initial level.
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