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fumigatus, an increased serum IgE value and a
positive specific reaction to A. fumigatus on an
IgE antibody test (RAST)2.

The diagnosis of ABPA in patients with CF is
frequent overlooked because the signs and
symptoms of each disease mimic each other.
Therefore, with a high index of suspicion, the
physician should be alert for ABPA in the
presence of clinical and laboratory findings
described above. Prick or intradermal skin
testing with A. fumigatus antigen provides a
screening test for ABPA, but confirmation
requires other evidence of the disease3. An
elevated level of total serum IgE is an important
immunological finding in the diagnosis of ABPA
in CF. A four-fold rise in total IgE, particularly
to above 500 IU/ml, is strongly suggestive of
the diagnosis of ABPA in children with CF12,
The presence of high IgE and positive
Aspergillus precipitins in conjunction with
clinical deterioration and new radiological
shadowing allow simplification of the diagnosis
of ABPA in CF'2, Both of our patients were
suspected to have ABPA as they had persistent
infiltrates and an obstructive pattern
unresponsive to bronchodilator therapy on
spirometry. Their elevated serum IgE led to the
diagnosis, and specific IgE levels in Case 1 and
positive skin test to A. fumigatus in Case 2
established the final diagnosis of ABPA.

The objective treatment fo ABPA in CF patients
is to control acute exacerbation and to prevent
lung damage. The first treatment choice is
systemic corticosteroids; inhaled corticosteroids
have been found to be ineffective3. Oral
corticosteroids decrease the likelihood of
permanent damage by suppressing the allergic
response and inflammation associated with the
colonization of A. fumigatus in the airways!3,
We aministered an initial dose of 1 mg/kg/day
prednisone to both patients and reduced the
dosage according to the clinical status of each.
Corticosteroids usually produce a satisfactory
clinical and immunologic response. However,
such therapy is frequently associated with the
well known long-term side effects of systemic
corticosteroids. Itraconazole, a new orally
administered azole antifungal agent of low
toxicity, has an activity against Aspergillus spp.
in vitro as well as in vivo. It has been shown to
be useful in reducing corticosteroid requirements,
reducing serum IgE concentrations and
improving pulmonary functions in some patients
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with ABPA!3:14, Treatment with prednisone was
not so effective in our first case, so itraconazole
was added to his therapy. With the
administration of this drug, his IgE levels started
to fall and the corticosteroid requirement was
decreased. no side effects due to therapy were
determined in the patient.

In conclusion, ABPA is a common complication
of CF that may be difficult to identify. Its
diagnosis requires a high index of suspicion. the
physician should be alert to the possibility of
ABPA whenever CF patients present with the
new infiltrates, high serum total IgE and other
positive parameters of A. fumigatus sensitization.
Once the diagnosis is established, treatment with
systemic steroids should be started in order to
prevent irreversible lung damage. Patients should
be followed-up for a long period, as relapses are
seen, and a prolonged period of treatment is
generally needed.
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