
























































FIG. 17.-September, 1943: the opacity in the upper zone FIG. 18.-November, 1943: the opacity has resolved. The
has migrated downwards (Case 11). bases have become clearer (Case 1 1).

In August menorrhagia occurred for two months. In November there was a leucocytosis
.of 15,000 per c.mm., with 3% of eosinophils.

She remained well during the next 12 months with a normal radiograph of the chest
and a normal blood count. There had never been evidence of renal damnage nor of
hypertension.

In January, 1951, she had a febrile illness for six weeks without chest symptoms;
radiography showed encysted effusion at the right base, clearing in three weeks. In June.
1951, the radiograph of the chest was normal, but the patient was being treated for
vaginismus. In July, 1951, she had relapsed, with pyrexia and further nodules, and in
January, 1952, was admitted to hospital with cardiac failure and bilateral " pneumonia."

This case has many features associated with polyarteritis nodosa, but on careful
examination of serial sections of at least five biopsies of nodules and of normal
tissues there has been no microscopic evidence of arterial disease.

Case 12.-A woman, aged 45 years, was referred by Dr. J. H. Dadds. She had no

family hisory of allergy. In August, 1944 (aged 39 years), when four month-s pregnant,
she had " bronchitis " lasting three months. In February, 1945, soon after her third
confinement, she developed a febrile respiratory infection with purulent sputum and
asthma, and since that time has had recurrent attacks -of asthmatic bronchitis, the longest
perio>d of freedom being about a month, and has steadily gone downhill. In February,
1949, she developed severe anorexia with recurrent vomiting and marked loss of weight;
In July she was admitted to hospital with oedema and later developed ascites, enlarged
liver with right-sided hydrothorax. The leucocyte count varied between 7,000 and 24,000
per c.mm., with up to 77% of eosinophils. During the next year she had persistent
bronchospasm with 5 to 8 oz. of purulent sputum and recurrent bouts of pleural pain
and fever. She had amenorrhoea for 13 months.

In November, 1950, she was admitted to the Brompton Hospital, London, with signs
of asthmatic bronchitis but without cardiac failure. She developed purpura of the legs
with weakness and paraesthesia of the left foot. She slowly improved with various
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Fic. 19.-February, 1947: gross opacities at the bases (Case 11). Aspiration
failed to reveal fluid.

Fin. 20.-June, 1948: lung fields clear (Case I 1).
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PULMONARY EOSINOPHILIA

antibiotics, organic arsenic, and breathing exercises, and was discharged in March, 1951,
to a convalescent home.

Radiographs of the chest in July, 1949, showed small bilateral pleural effusions with
an opacity in the right lower zone. In September, 1949, there was considerable cardiac
enlargement in addition. In March, 1950, scattered opacities appeared in both lungs
and slowly resolved by the following November, by which time her radiograph was
normal, save for some thickening of the lesser fissure. Bronchograms were normal.
Skin tests were strongly positive to egg, wheat, and pollens. Biopsy of muscle and
lymph node was negative, no arterial lesions being found. An electrocardiogram
suggested cor pulmonale.
A woman is described without an allergic diathesis who developed infective

asthma at 39 years of age with recurrent attacks and a downhill course over six
years of observation. There was an episode of anorexia followed by cardiac failure
and hydrothorax when there was a high eosinophilia. The cardiac dilatation
regressed. Pulmonary infiltrations were slight and bronchiectasis was absent.
Polyarteritis was not found in biopsy of muscle and lymph node.
Case 13.-A woman aged 45 years. Her mother had migraine; there is no other

allergic condition in the family. She had no respiratory disease except " rhinitis " for
the previous 15 years, until June, 1944, when she developed bronchitis when sleeping in
an air-raid shelter, followed shortly by attacks of infective asthma. In November, 1944,
she developed "pneumonia," with blood-stained sputum up to 15 oz. daily, with pyrexia
to 1030 F. which did not respond to sulphonamides. Asthma persisted, and, in January,
1945, she was admitted to hospital with consolidation of the left lower lobe and half an
ounce of brown, purulent sputum containing many eosinophils. The asthma cleared in
three weeks and the patient started to lead an active life, but in March, 1945, she devel-
oped signs of progressive cardiac failure and dilatation of the heart with nephritis and
hypzrtension. She finally died in July, 1945, in another hospital with anasarca and
uraemia; no post-mortem examination was done.

The results of investigations included leucocytosis between 30,000 and 60,000 per
c.mm., with an eosinophilia between 50 and 84% during her three months in hospital,
after which the blood count became normal. Tests for intestinal parasites, hydatid
disease, and polyarteritis nodosa were negative. Bronchoscopy showed thickened,
oedematous mucosa with much bronchospasm and masses of very sticky mucus contain-
ing Charcot-Leyden crystals and eosinophils with scanty organisms. Skin tests were
negative. Radiologically there were extensive opacities in both lower and mid zones
which cleared in a few weeks, but fresh opacities recurred when the patient was
symptomless.

After 15 years of "rhinitis" this patient developed infective asthma with pul-
monary consolidations, a large amount of purulent sputum, a leucocytosis up to
60,000 per c.mm. and a high eosihophilia. She later developed myocardial involve-
ment and progressive nephritis and died within 13 months of the onset. The
clinical picture has some features of polyarteritis nodosa, but muscle biopsy was
negative. A necropsy was not done.

TROPICAL PULMONARY EosINOPHILIA
Case 14.-An Anglo-Indian electrical engineer, aged 31, was born in Madras, where

he lived until he came to England in March, 1948. He was frequently in dusty factories
and stores. He had often had urticaria and his mother had asthma.

Since 1942 he had had attacks of asthma, cough, and whitish sputum every few
rnonths, one of which started in January, 1949, and continued until he was admitted to
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Hammersmith Hospital, London, in May, 1949. He was then afebrile and there were
widespread rhonchi in both lungs: the tip of the spleen was palpable (he had had
frequent malaria). A maximal white blood cell count showed 46,000 per c.mm., with
eosinophils 34,500 (75%). A chest radiograph was normal. The sternal marrow con-
tained a high proportion of developing eosinophils. Two different 24-hour specimens of
sputum were examined by Dr. M. E. Solomon, of the Pest Control Laboratory, and
found to contain certain mites, Tyroglyphus farinae. Intradermal tests with a ground-
up suspension of this mite gave a much more marked reaction than with a control sub-
ject, but later controls on other subjects gave some reactions comparable to the patient's.

Treatment with anthisan for five days was ineffective. With " carbazone " by mouth
there was exacerbation of symptoms for the first two days, but then symptoms and
physical signs cleared dramatically. A blood film five weeks after admission showed
W.B.C.s 12,000 per c.mm., eosinophils 1,320 (11%), at which time he was free from
symptoms.

A typical case of tropical pulmonary eosinophilia, in which mites were found
in the sputum by a trained expert, is described. There was an excellent response to
organic arsenic by mouth.

Case 15.-A Tamil clerk, aged 38, was born in Colombo and worked there. He was
not exposed in warehouse or stores. His father had " asthma " and his mother " bron-
chitis." Between 1929 and 1932 he had a persistent cough with periodic asthmatic bouts
and dyspnoea. His symptoms recurred between 1942 and 1944, but he was otherwise
well until he arrived in England in 1947. In August, 1947, he developed increasing
cough, sputum, breathlessness, and wheeze, with a fever of up to 1000 F.

On admission to Hammersmith Hospital, London, he was found to be very wheezy
and distressed. The spleen and liver were not palpable. Radiographs showed a miliary
mottling in both lung fields. The W.B.C.s were 47,000 per c.mm., with eosinophils 37,600
(80%) and eosinophil myelocytes 3,290 (7%). The sternal marrow showed a gross
predominance of adult eosinophils. There were numerous eosinophils in the sputum
with a mixed flora, but no mites (routine'laboratory examination by Carter's method).
No parasites were found in the stools and the urine was clear.

Skin tests gave no significant reaction to standard allergens. An intradermal injection
of white cells from his own blood and of histamine showed reactions of the same order
as in a control subject.

Treatment with benadryl had no effect. After four intravenous injections of organic
arsenic, symptoms, signs, and radiographic changes cleared dramatically in a week. The
eosinophil count returned to normal in two months. He was last seen in April, 1948,
and had remained well.

A typical case of tropical pulmonary eosinophilia cured by organic arsenic is
reported.

EosINOPHIL PLEURAL EFFUSION
Case 16.-A man, an English factory worker, aged 41, in 1927 was ill for three weeks

with right-sided pleurisy. In 1942, while serving in the Middle East, he had an attack
of fever, cough, and pain in the right chest which lasted two days and a similar attack
three months later. Radiographs of the chest showed no significant abnormality.

In February, 1947, he developzd " influenza," with fever, headache, and joint pains,
which lasted a few days. A month later he had an ache in the right chest, slight pyrexia,
and cough which responded to treatment with sulphonamides. In April, 1947, pleuritic
pain developed on both sides, with malaise, headache, and aches in the limbs. On admis-
sion to Hammersmith Hospital, London, in May, 1947, he was afebrile and there were
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signs of a small right pleural effusion. The pleural fluid was yellow, turbid, sterile and
contained no tubercle bacilli (cultured in guinea-pig); R.B.C.s 900 per c.mm., W.B.C.s
3,600, eosinophils 3,276 (91 %); proteins 4.4 g. %. A blood count showed W.B.C.s 11,000
per c.mm., with eosinophils 1,430 (13%). His sputum contained some degenerate eosino-
phils, mixed flora, but no tubercle bacilli. Radiographs revealed a small right pleural
effusion with no infiltrations. The Mantoux test was positive. No parasites were found
in the stools, urine, or blood. Biopsy of an axillary lymph node showed no significant
abnormality. Skin tests with routine allergens, sulphonamides, dope rubber ash (with
which he worked), and with flora from the sputum were negative.

Shortly after admission, a pleural rub appeared at the left base and later a trace of
pleural fluid was seen transiently at radioscopy. Twice weekly radioscopy showed no

lung infiltrations.
In late June, 1947, generalized enlargement of the lymph nodes and spleen was

observed. There was no fever and the blood eosinophilia persisted. By July, 1947, the
pleural effusion, which had consistently shown eosinophilia, had absorbed and he was

allowed up. He then developed pain in the right hypochondrium and the liver rapidly
increased in size to the level of the umbilicus; a peritoneal rub was heard over it.
There was no fever and the blood eosinophilia was unaltered. Liver function tests were

normal. The pain and general upset subsided and he was discharged in August, 1947;
the liver was still palpable to the umbilicus, the spleen just palpable, and the chest clear.
The B.S.R. was 46 in 200 mm. at one hour, and W.B.C.s 13,000 per c.mm., eosinophils
780 (6%).

'Over the next year the liver gradually subsided, and by June, 1948, it was only just
palpable and the spleen impalpable. The eosinophilia had disappeared. He was last
seen in July, 1951, and has remained well.

An unusual case is reported in which there was a small right eosinophil pleural
effusion and a mild blood eosinophilia. A transient, very small pleural effusion was

detected on the left, and over a period of three months there was enlargement of
the lymph nodes, spleen, and liver. Throughout there was mild blood eosinophilia.
The whole condition resolved in a little over a year.
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