
J ALLERGY CLIN IMMUNOL L o n n e u x  et  al, 1847 
VOLUME 95, NUMBER 5, PART 1 

and IgG-Af and observed in both parameters a 
progressive decrease related to the clinical im- 
provement of the two patients. We also found a 
high and significant correlation between IgE-Af 
and total IgE. Nevertheless, we found no correla- 
tion between IgG-Af and total IgE. Thus IgE-Af 
could be a good indicator of ABPA activity and so 
could be used as an important aid in the manage- 
ment of ABPA. 
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CD8 lymphocytic alveolitis has been reported in 
various disorders? One of the leading causes is 
hypersensitivity pneumonitis (HP). We describe here 
a case of CD8 lymphocytic pneumonitis with myositis 
and arthritis, associated with exposure to Aspergillus 
niger. Up to now, A. niger has been described as an 
agent of chronic necrotizing pneumonia, 2 bronchial 
asthma, 3 invasive aspergillosis, 4 and mycetoma. 
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Abbreviations used 
CPK: Creatine phosphokinase 

HP: Hypersensitivity pneumonitis 

CASE REPORT 

A 50-year-old nonsmoking man was admitted to the 
hospital in October 1991 because of a 6-week history of 
exertional dyspnea, weakness, myalgias, dysphagia, and 
arthralgias. He owned a fishing article store where he 
prepared bait with several compounds including corn 
flour, bread crumbs, oat, salt, barley, malt, coconut, 
polenta, and nitrates; all were mixed with a scoop and 
then manually packaged. 

Physical examination revealed inspiratory dry crackles 
in both lungs. Painful fingers and stiffness were noted. 
No rash or adenopathy was found, and results of neuro- 
logic examination were normal. No clear amyotrophy 
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was noted, but the patient had difficulty rising from a 
chair. Chest roentgenogram showed bilateral infiltrates 
in the lung bases, confirmed by a computed tomographic 
scan. 

The white blood cell count was 10,770/mm 3 with 64% 
neutrophils, 32% lymphocytes, and no eosinophils. 
Erythrocyte sedimentation rate was 30 mm/hr. The 
creatine phosphokinase (CPK) level was 5780 UI/L 
(normal value: 25 to 190); MB fraction was 2.1%. 
Hepatic enzyme levels, as well as kidney and thyroid 
function, were within normal limits. No proteinuria was 
found. Room air arterial gas showed a pH of 7.44, Paoa 
of 66.6 mm Hg and Paco2 of 32.8 mm Hg. Pulmonary 
function tests revealed vital forced capacity of 2.59 L 
(52% of predicted value), forced expiratory volume in 1 
second of 2.22 L (62% of predicted value), and a 
diffusion capacity for carbon monoxide of 65% of the 
predicted value. Results of fiberoptic bronchoscopy were 
normal, and in the bronchoalveolar lavage the total 
number of cells was 390.106/L: macrophages 17%; lym- 
phocytes 72% with a CD4/CD8 ratio of 0.13; neutrophils 
7%; eosinophils 4%. All bacterial and fungal cultures 
remained sterile. Results of exhaustive viral serology 
tests (including the test for human immunodeficiency 
virus) were negative. IgE was 130 U/ml (normal value < 
140 U/ml); and results of tests for anti-JO-1, rheu- 
matoid factor, and antinuclear antibody were negative. 
Ouchterlony immunodiffusion of the serum revealed two 
precipitin bands in response to A. niger and remained 
negative for A. fumigatus, thermophilic actinomyces, 
Penicillium notatum, and pigeon serum and stool. 

The patient was discharged without any medication 
and was told to avoid the mixing operations. He could 
not be removed from his work environment because the 
store was a part of his house. 

Four weeks later, in the absence of major clinical 
improvement, we decided to perform pulmonary and 
muscular biopsies. At that time, CPK level had de- 
creased to 1405 UI/L, and the functional and radiologic 
abnormalities were unchanged. 

Electromyography showed mild myogenic disease. 
Histologic examination of the biopsy specimen of the 
right rectus femoris showed plurifocal perimysial and 
endomysial lymphocytic infiltrates with areas of degen- 
eration and regeneration. Pulmonary fragments ob- 
tained by pleuroscopy showed interstitial lymphocytic 
infiltrates and mild fibrosis without granuloma. Vessels 
were normal. Lymphocytes were CD3 positive (pan-T 
antigen) on immunohistochemical stainings of both bi- 
opsy specimens. 

A. niger was isolated from five compounds handled by 
the patient. A fungal glycoprotein extract was prepared 
with the isolated strain. For the patient, two precipitat- 
ing lines against this extract were observed by counter- 
immunoelectrophoresis, and numerous and intense 
bands were displayed by sodium dodecylsulfate-polyacryl- 
amide gel electrophoresis IgG immunoblot. Serum from 
a subject who was free of symptoms and worked in the 

same room, as well as a pool of sera from blood donors, 
were serologically negative. 

Methylprednisolone 0.5 mg/kg/day was prescribed, 
and mixing operations were definitely stopped. Two 
months later, clinical, biologic, radiologic, and functional 
abnormalities had disappeared. Corticosteroids were 
slowly tapered and stopped without any clinical or 
functional deterioration. However, the patient was lost 
to follow-up after a few months. Two years later, accord- 
ing to his general practitioner, the patient was free of 
symptoms, and the chest roentgenogram was normal. 

D I S C U S S I O N  

The association of myositis, arthritis, and pneu- 
monitis suggests polymyositis after the exclusion of 
the usual causes of myositis (e.g., viruses, endocri- 
nopathy, drugs) and other connective tissue dis- 
eases. However,  the presence of a strongly CD8 
lymphocytic alveolitis evokes HP. 

To the best  of  our  knowledge,  only one limited 
study has repor ted  bronchoalveolar  lavage find- 
ings in cases of  dermatopolymyosi t is ,  showing a 
mixed cellular popula t ion  of macrophages  and 
lymphocytes in three  cases associated with pul- 
monary  fibrosisfi No f lank  CD8 lymphocytic 
alveolitis, as described here,  has ever been  re- 
por ted  in that  disease, and the dramat ic  re- 
sponse to modera t e  cor t icotherapy is also an 
u n c o m m o n  fea ture  in polymyositis.  6 In the set- 
ting of CD8 lymphocytic alveolitis, the afore-  
ment ioned  immunologic  findings lead us to pre- 
sume that  A. niger was the offending agent. 
Despi te  the fact that  the presence  of precipitins 
is a well known marke r  of exposure to an antigen 
source (with or without  active disease caused by 
this antigen),  positive immunoblo t  with negative 
controls,  one of which was pe r fo rmed  on the 
serum of the pa t ien t ' s  son who worked  in the 
same environment ,  deserves considerat ion.  7 
Moreover ,  the T- lymphocyte  infiltrates both  in 
lung and muscle (CD4 and CD8 staining was not 
available) could suggest the presence  of a similar 
immunologic  effector. Interestingly, we noted  a 
spontaneous  significant decrease in CPK level 4 
weeks after  the pat ient  was instructed to stop the 
mixing procedures .  

Nevertheless, HP still remains debatable in the 
absence of an inhalation challenge (with CPK 
measurements) ,  which surely would have been of 
great value, s Unfortunately, the patient declined. 

In any case, if we consider the diagnosis of HP, 
the occurrence of HP caused by A. niger as well as 
that of HP and polymyositis together have never 
been reported. 
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Several studies have reported that Dermatopha- 
goides pteronyssinus, D. farinae, and D. microceras are 
the most common house dust mites in Northern and 
central Europe. 1-5 Environmental factors such as 
poor ventilation, dampness, high humidity, and high 
temperature favor the growth of mites indoors?, 4, s 

There is increasing evidence that house dust 
mite allergens are important  in the etiology and 
pathogenesis of asthma. 6 Asthmatic symptoms im- 
prove in patients removed from allergen exposure 
at home. 7 However,  exposure to indoor allergens 
in public places is also of importance. 8, 9 

The most important  individual allergens derived 
from D. pteronyssinus, D. farinae, and D. microceras 
are the closely related, cross-reacting group 1 
allergens, Derp I, Der f I ,  and Der m I, respectively. 
These major allergens can be measured in dust by 
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immunoassays, and the concentrations inducing 
sensitization and triggering bronchial asthma have 
been suggested. 6 

Relatively few studies on mite allergen levels in 
public places have been reported. 4, s, 9 In a recent 
study, the levels of mite allergens in schools in 
Norway were reported, s 

The purpose of this investigation was to study 
the levels of the major mite allergens Der p I and 
Der f I in school dust in the LinkOping area in 
central Sweden and to relate these levels to some 
technical characteristics of the school buildings. 

METHODS 
Technical data on school buildings and classrooms and 

information about students and teachers were obtained 
from administrative persons at each school. Table I dem- 
onstrates some characteristics of the schools and class- 
rooms. In total, 29 classrooms in four schools were inves- 
tigated. The schools were randomly numbered from 1 to 4. 8 

Various cleaning methods were applied to the class- 
rooms studied. 8 Some information about cleaning fre- 
quency and cleaning procedures used for cleaning tables, 
chairs, and floors is given in Table I. 

Dust collection 
Dust was sampled from 5 m 2 of floors and from the 

horizontal surfaces of tables and chairs from 29 class- 


