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A CASE OF SEVERE ALLERGIC PULMONARY

REACTION TO GOLD

BY
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This report describes a case of severe puhiionary reaction
due to gold therapy of rheumatoid arthritis. The severity of
the reaction almost caused the death of the patient. ACTH
brought dramatic and lasting relief. The tinusual type of the
reaction and the importance of recognizing similar cases seem
to justify this communication.

The case. S. K,, a 6i year old woman. She had been es-
sentially healthy until her 57th year. Then she began to suf-
fer from a moderately severe rheumatoid arthritis particularly
affecting the knees. She was treated conservatively at home
but when after four years a contracture of the left knee
developed she was admitted to a rheumatoid arthritis ho-
spital.

Here she was given a course of intramuscular gold in-
jections. Having received 0.30 gms of one preparation her
eosinophil count rose to 10 per cent. Treatment was then
switched over to a different gold preparation of which she
received a total amount of 2,6 gms. The course was given
during two months. Her rheumatoid symptoms improved. In
order to prevent allergic complications she was given anti-
histamines. Possibly because of that she complained a little of
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dryness of the mouth. Her eosinophils under the later period
of treatment did not exceed 8 per cent. She was tlischarged
home on October S, 19^2.

The day after her return home she became acutely ill with
chills, temperature of 40° C, and severe prostation. She went
to bed but having had a temperature for two more days she
summoned a physician who gave her penicillin. She n(n\' re-
ceived penicillin by injection for five days but witbout any
improvement. Instead she developed dyspnoea and a dry non-
productive cougii. She was then admitted to an infectious
disease hospital.

On arrival there she had a temperature between ,̂ S and
,̂ 9 C. Her white count varied between 7-1 1000 per cu.nim.
with a normal tliffercntial. 'I'bc eosin()|ihils t!id not exceed 4
per cent, A chest x-ray shnwetl bilaterally blotchy densities
which Avere more marketl towards the lung bases. Treatment
with penicillin, streptomycin and terramycin in atletjuatc do-
sage did not improve her condition and she j^rew steadily
worse. The temperature climbed higher, her dyspnoea in-
creased ami fine pulmonary rales were heard over both lung
fieltls. An electrocardiogram siKnved "signs i)i myociirdial
damage".

With a history of three weeks undiagnosed febrile illness
after lier ilismissal from tiie rheumatoid arthritis hospital she
was transferred from tbe infectious disease hospital to the
metlical department. She appeared to be severely ill with a
stertorous type ot tiyspnoea and a respiration rate of 36 per
minute. Her taee had an asben pallor and her lips were
cyanotic. A new chest x-ray showed increasing pulmonary in-
liltratmns now occupying most of both lungs. No asthmatic
wheezing sounds were heard. There was slight etleitia of the
lower extremities.

The laboratory data showed a normal hemoglobin and
retl cell count and a white count between 8—9000 per cu.mm.
The total eosinophil count amounted to 1200 per CLi.inm. The
sedimentation rate was 93 mm. an hour. Urine contained a
small amount albumen, Blood culture and cold agglutinin test



Fig. I.
X-ray picture of lungs on the twelfth clay r>f disease (top) and on the
twentyninth (belou). On the thirtieth the ACTH was administered.



Fig. J.
X-ray picture on the fourth day rif AC'TII-thcrapy (top) JIKI

It is evident that the iiifihrations art disappfari
the t-lcvttith.



3o8

were negative. Electrocardiop;raiiis showed low voltage and
changes of S—T and T that might suggest a pericarditis. The
venous pressure was within normal range.

Treatment was continued with intravenous digitali/.ation,
oxygen hy nasal catheter and aureomycin. In spite of this her
condition deteriorated rapidly and within a few days there
was little douht that a fatal outcome could be expected within
24 hours.

It was annoying that no definite etiologic diagnosis had
been made for the pulmonary consolidations which apparently
were the cause of the patient's distress. Many suggestions,
however, were offered by the staff. It was obvious that this
not was a ease of common pneumococcal pneumonia, nor was
it that of an atypical pneumonia. No evidence of tuberculosis
\\"as found. A rapidly progressing carcinomatous invasion of
the lungs from some undisc()\'ereti and silent primary focus
was seriously considered. The signs of heart failure were,
though, so conspicuous that a cardiac disease was commonly
thought to be the most likely explanation. A coronary failure
or a pericarditis with chronic increasing pulmonary edema
was the diagnosis that had most advocates. The failure of
response to cardiac therapy did not contradict this opinion.

The last choice was that the lung disease should be con-
nected with the gold medication given previously for rheum-
atoid arthritis. The increased value of the total eosinophils in
spite of her high fever was an argument in favor of this as-
sumption. It is well known that gold gives rise to different
allergic phenomena although such a pulmonary reaction was
unknown to us. It was, however, concluded that a course of
ACTH should he given on the suspicion that her pulmonary
infiltrations were due to an allergic gold reaction.

The strong possibility that she instead might have heart
failure due to for instance myoeardial infarction, did not make
this decision too attractive or even popular.

ACTH was given in a (.k)se of 10 mgms every six hour.
In order to minimize the risk of sodium and fluid retention
with consequently increasing pulmonary edema, one dose of a



mercurial diuretic was given simultaneously with the first
dose of ACTH.

The response to therapy was dramatic. The following
morning the temperature was normal, having th-opped from
39.2° to 36.4° C. Her dyspnoea had decreased ami the cyano-
sis had gone. X-ray examination which could not he perforniccl
until the fourth day of this regimen showed marked improve-
ment. The consolitlations were smaller anti a return to the
patchy type of infiltrations was discernihle. The sedimenta-
tion rate dropped in a few days from 93 to 1 i mm an hour.
All other symptoms of a successful ACTH-coursc followed
with increasing appetite antl sense of general wcll-heing. Most
of the x-ray changes disappeared during the first week of
therapy, as a matter of fact, during the first four days. See
the rocntgenngrams. The total eosinophil count decreased to
7S per cu. inrii. No fluid retention occurred. The ecg hecame
normal.

She was treated with AC'I'H for three weeks and dis-
charged atter 7 weeks stay in the hospital. A follow-up made
4 months later louml her in comparatively gootl health without
any abnormal cartliac or pulmonary findings. Her sedimenta-
tion rate was still not more than m mm an hour but she was
-somewhat bothered hv her had knee.

D i s r r ss ION

The rapid response to ACTH and the subsequent smooth
course of the disease excludes most of the discussed diagnoses
except an allergic pulmonary reaction. This did not at al! have
the character ol a bronchial asthma and the patient tlid not
have any previous history ol allergy. Not even during the
most serious phase ot the tiisease could any whee/.ing sounds
be heartl. It was t]uite apparent that the the eosinophils were
increased particularly when her high febrile condition is con-
sidered. Tiie response of the eosinophils to ACTH excludes
that the cause ot this couUI he a tiisease ol the suprarenals.



31O

The ahsccncc ni bronchial symptoms speaks in favor of the
assumption that it was a vascular reaction to gold that had
taken place. This possibility made it essential to find out
whether she hatl any signs of periarteritis nodosa. A muscular
biopsy from one deltoid muscle was done on the fifth day of
ACTH therapy. The histological picture was quite normal.
The subsequent course of the disease does not suggest this
diagnosis.

In our opinion it must have heen an allergic pulmonary
edema, a reaction of the pulmonary capillaries with increased
vascular permeability. The Loeffler syndrome with eosino-
philic infiltrations is an essentially benign disease which also
is of a transitory character. Moreover no intestinal parasites
were found. The peculiar fact that she had no other signs of
gold sensitization than these pulmonary findings is worth
noting as well as the complete absence of any signs of asthma.
The long duration, in all four weeks, w ith a slow but steady
progress of the disease should also be pointed out. Finally the
prompt recovery on ACTH indicates that this treatment is
essential.

A similar case in an allergic female has been described by
Vines and Clark {\g^\). Their case was also severely ill and
responded well to ACTH when this finally was given. The
cause of the allergy was unknown. Sante and Wyatt (1951)
call attention to a special type of pulmonary edema which is
localized to the central parts of the lungs leaving a marginal
zone free. They found this in seven patients of wbich all were
critically ill and some died. Three suffered from acute ne-
phritis, two from sulfa drug sensitization and two had peri-
arteritis nodosa. They believe this type of reaction to be
characteristic of allergic response of the pulmonary vessels.
They therefore coined the name antigenic or azotemic pulm-
onary edema. The present patient did not, however, have the
type of x-ray picture as described by Sante and Wyatt.

No similar cases are reported in the literature. The serious
condition and the rapid response to ACTH make it important
to recognize them in order to institute a lifesaving therapy.



S I M M A R Y

A case ot sc\*crL- pulDionary clisL-asc apparent ly tluc to

gold scnsit i /at ion is described. It is assumed that the reaction

took place in the lunii vessels. A C T I I broLi.^ht the lil'c-

threateninji disortler uiuier iiiiiiiediate control.
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