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Methyl Bromide Poisoning. GRAY, P. H. K. (1944).

J. roy. mav. med. Serv., 30, 214.
Toxic effects fall into three distinct groups: those

brought about by pure gassing, the systemic effects of
the vapour and the effects on skin and mucous mem-
branes. In the first instance death may occur from
anoxaemia or toxic paralysis of the respiratory centre.
Mild systemic effects include headache, giddiness,
diplopia, inability to accommodate and vomiting.
Severe effects include signs similar to alcoholic intoxica-
tion with disorders of gait and co-ordination. Methyl
bromide rapidly penetrates clothing, has an irritant
effect on skin and mucous membranes and produces
burns. Three cases of mild poisoning are recorded;
they occurred in ratings working in the engine-room of
a small invasion craft. The main points of interest in
the cases were persistence of the cyanosis and sweetish
odour in the breath, indicating that the elimination of
the gas from the system is a lengthy process; the absence
of any severe neurological and pulmonary symptoms
despite the fact that a considerable amount of the vapour
must have been swallowed and inhaled; the severity of
the burns.
Methyl Bromide Intoxication. HOLLING, H. E., and

CLARKE, C. A. (1944). J. roy. nav. med. Serv., 30,218.
Five incidents which gave rise to methyl bromide

poisoning with two deaths are described. In the first
the ill-advised testing of remote control of a methyl
bromide fire extinguisher caused a concentration of
5 4 per cent. of methyl bromide in the affected com-
partment. In the second, in the course of a fire in one
part of the ship, the methyl bromide apparatus in another
part of the ship was accidentally released and permeated
the cabins of two officers. In the third incident three
civilians working in the engine-room of a motor launch
complained of symptoms; some days later the methyl
bromide cylinders were tested and found empty. In
the fourth case the unexplained release of methyl bromide
in the engine-room of an M.T.B. resulted in methyl
bromide vapour permeating into a mess-space. Three
men lost their lives as a result. In the fifth incident
accidental leakage of a methyl bromide fire extinguisher
resulted in methyl bromide leaking into the wardroom
of an M.T.B. Five individuals were in the wardroom:
two died, one was unaffected. In the two fatal cases
the concentration of hydrolysed bromine in the blood
was 93 and 8-3 mgm. of non-volatile bromine per
100 c.c. In the two less severely affected cases it was
69mgm. per100c.c. and was unchanged11 days laterwhen
recovery had apparently taken place. Methyl bromide
casualties will best be avoided by taking care in the
maintenance of the methyl bromide apparatus.

Methyl Bromide Poisoning: Nervous Effects. CARTER,
A. B. (1945). Brit. med. J., 1, 43.
An account is given of a boy of 17 who had worked

at a methyl bromide producing factory for 18 months.
During the 6 months before admission to hospital he
had work in the refilling department, where fire extin-
guishers which had been insufficiently filled were re-
opened and refilled with methyl bromide. He was a
clumsy worker and there was an escape of gas with a
peculiar stale odour. Two months before admission he
noticed weakness of his legs with tingling in his toes and
difficulty with speech. He developed burns on his
hands. Later his hands became clumsy and his work
slower. He developed diplopia, and he was unable to
see objects close to him. On examination he was con-
fused, had a slurring ataxic dysarthria and was unable
to stand or walk owing to weakness of his legs. His
pupils were dilated. He had slight motor inco-ordina-
tion in the upper limbs with diminished tendon reflexes.
Abdominal reflexes were greatly increased. There was
flaccidity of the lower limbs with diminished knee jerks
and absent ankle jerks. The left plantar response was
extensor and there was motor ataxia in both legs. There
was precipitancy of micturition. After two days in

hospital the symptoms began to improve. A week after
admission he was greatly improved but showed
nystagmus. Seven weeks after admission he was dis-
charged with no residual sequelae and was advised not
to return to employment where methyl bromide was used.

The Effect of Chronic Lead Poisoning on Arterial Blood
Pressure in Rats. GRIFFITH, J. Q., and LINDAUER
M. A. (1944). Amer. Heart J., 28, 295.
Fifteen healthy albino rats weighing 200 g. were

given 90 mg. of lead acetate daily, omitting every seventh
day. This is equivalent to 70 mg. of metallic lead. The
blood pressure, which was normal at the start, was
measured every fifteen days. The blood pressure was
measured four times in four animals, three times in seven
animals and twice in three animals. All the animals
survived until the thirtieth day, after which some were
killed and some died. Four animals survived until the
eightieth day. All the animals that survived forty days
had a systolic blood pressure above 150 mm. of mercury
and were therefore said to be hypertensive. The authors
therefore concluded that chronic lead poisoning can
produce arterial hypertension in rats.

The Absolute Efficiency of the Impinger and of the Electro-
static Precipitator in the Sampling of Air containing
Metallic Lead Fume. KEENAN, ROBERT G., and FAIR-
HALL, LAWRENCE T. (1944). J. industr. Hyg., 26, 241.
Exposure to lead fume occurs in those industrial

operations which entail heating lead to temperatures
above 1000° C., when the volatility of lead becomes
appreciable. Metallurgical operations, such as smelting
and the preparation of certain alloys, are sources of this
particular hazard, which is considered to be a peculiarly
risky one as the particle size of lead fume is very small.
Though previous investigations have been made by
means of the impinger and the electrostatic precipitator
on the fumes evolved by molten lead, the absolute
efficiency of the methods used has not been ascertained.

In the present investigation true metallic lead fume
was produced by means of a direct current arc (with one
of the electrodes containing a pure lead core) in a current
of purified nitrogen. The fume, diluted with air, was
drawn into a large mixing chamber and thence through
the impinger and the electrostatic precipitator. The
lead fume was found to have an average particle size of
03-0n4 micron, and its x-ray diffiaction pattern showed
it to consist of lead for the greater part, and not lead
oxide. Elaborate precautions had to be taken in order
to get the maximum efficiency of sampling. Means
were devised for measurement of absolute efficiencies by
direct comparison of the amounts of lead retained by a
sampling device with the total amount of lead drawn
through the apparatus. A collecting device depending
on surface contact with glass wool was found to be
100 per cent. efficient for collecting freshly formed lead
fume, and it was found that an AC electrostatic precipi-
tator of the type described was fully efficient at 25,000
volts, though not at lower voltages. The efficiency of
the large impinger used was found to increase with the
rate of air flow, and was nearly 100 per cent. efficient
for the collection of freshly formed metallic lead fume
at the highest rate of air flow. Its efficiency was inde-
pendent of the atmospheric concentration of lead.

Dinitrophenol Cataract in the Chick: Effect of Age.
ROBINS, B. H. (1 944). J. Pharm. exper. Therap., 82,301.
In 14 out of 15 chicks varying in age from 65 to 300

days, the ingestion of food containing 025 per cent.
dinitrophenol sodium led to the development of opacities
of the lenses. In 3 chicks opacities which developed
during the first few days upon drug diet cleared up later.
In one chick, 300 days old, no opacities were observed.
There were fine vacuoles in lens fibres under the anterior
capsular membrane and large destructive changes in the
posterior portion of the lens. Lesions on the anterior
portion of the lens usually healed in 6-10 days; those in
the posterior portion persisted.
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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. (1 944). J. idisatr.
DHg., 26, 328.
The butanol of commerce is normal butyl alcohol,

C4H9OH, 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 (I) 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 100-1 15 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.
PERNELL, C. (1944). J. indusit. HYg., 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. HIg., 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 bv
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 statisticallv 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.

Skin Hazards in the Mlanufacture and Processing of
Synthetic Rubber. SCHWARTZ, L. (1945). J. Amer.
m-led. 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 W orkers Extracting Beryllium
Oxide. VAN ORDSTRAND, H. S., HUGHES, R., and
CARMODY, M. G. (1943). Cleveland Cliniic (Quart.,
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
100- 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:
(l) 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., WITHERUP, S., and JOHANSMANN, R. (1944).
A,i,i. inite>-ni. 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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