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Selected Summaries

Acute Tropical Pulmonary Eosinophilia
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Institutes of Health, Bethesda, Maryland, USA and
Tuberculosis Research Centre, Indian Council of Medical
Research, Madras, India).Characterization of the lower
respiratory tract inflammation and its responses to
therapy. J Clin Invest 1987; 80: 216-25.

ABSTRACf
In order to evaluate lower respiratory tract inflammation
in acute tropical pulmonary eosinophilia (TPE) the
authors studied eight untreated patients in Madras (India)
by analysing their broncho-alveolar lavage (BAL) fluid.
Five of these patients were re-studied 6-12 days after
starting treatment with diethylcarbamazine (DEC). The
untreated patients had a significant increase in the total
number of cells recovered by lavage as compared to that
in control subjects (7 normals, 4 with asthma in remission,
and 4 with elephantiasis). The eosinophil was the predo-
minant type of inflammatory cell recovered (mean 54%
vs 2% in normal subjects and 10% in asthma). The calcu-
lated concentration of eosinophils in the epithelial lining
fluid of the lower respiratory tract was considerably
increased and appeared to be out of proportion to the
degree of peripheral blood eosinophilia. Moreover, most
of the eosinophils, both in the lavage fluid and the
peripheral blood of the patients, were degranulated. The
treatment with DEC resulted in clinical improvement and
showed a decrease in the peripheral blood and also in lung
lavage fluid eosinophil counts.

COMMENTS
Tropical pulmonary eosinophilia is believed to be the con-
sequence of a systemic allergic response to filarial infection
in certain susceptible subjects. It is characterized by
prominent pulmonary symptoms, constitutional manifes-
tations, intense peripheral blood eosinophilia, and
eosinophilic pulmonary infiltrates. A filarial aetiology is
strongly suspected on account of its excellent response to
DEC, and occasional demonstration of microfilariae in
the lungs.' In certain patients with TPE, the response to
DEC may be unsatisfactory, and recurrences are not
uncommon. If not treated effectively, some patients may
develop a variable degree of pulmonary fibrosis with
permanent disability.

This communication, which is based on the findings of
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an Indo-US project, confirms that patients with TPE
indeed have an eosinophilic alveoli tis whose intensity
decreases following a week's treatment with DEC. The
presence of degranulated eosinophils in the lower
respiratory tract suggests that the humoral factors liberated
by them may be important in the pathogenesis of
pulmonary changes. Accumulation of eosinophils in the
lungs is also seen in asthmatics following allergen
challenge as a late reaction.s These cells have been shown
to possess receptor sites for the Fe portion of immuno-
globulins, and may be activated by antigenic bridging.!
They are believed to liberate leukotrienes, platelet
activating factor, major basic protein and eosinophilic
cationic protein .• One of the currently popular hypoth-
eses for the pathogenesis of asthma holds that the toxic
mediators liberated by eosinophils may bring about airway
epithelial damage, thereby perpetuating airway inflam-
mation and bronchial hyper-reactivity which are so
characteristic of this disorder. 5 Why is it then that patients
with TPE do not manifest pronounced bronchospasm or
bronchial hyper-reactivity? The presence of eosinophils
(in relatively smaller numbers) in BAL fluid of patients
with cryptogenic fibrosing alveoli tis is usually associated
with advanced and progressive disease.s Considering the
toxic potential of eosinophils in the lung, it is indeed fortu-
nate that, despite the presence of these cells in vast
numbers in the lungs of patients with TPE, relatively
minor structural or functional derangements follow acute
TPE. Early effective treatment, however, must be
instituted in order to prevent permanent pulmonary
dysfunction.
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