crease during the conversion pe-
riod. We also observed that there
were no changes in leukocyte and
lymphocyte counts. We found
no studies that evaluated serum
ADA activity during sputum con-
version in the literature so there is
no data to compare with our re-
sults. Also, serum ADA activity in
drug-resistant cases is not known.
In these cases, serum ADA lev-
els are expected to be high as the
sputum positivity continues. The
relationship between ADA and
lymphocytes may be clarified by
new studies in drug-resistant cas-
es. Finally, the serum ADA level
is a highly specific parameter in
pulmonary tuberculosis patients.
Despite acute phase reactants
during sputum smear conver-
sion, serum ADA levels do not
decrease. For this reason serum
ADA may be a good parameter in
the follow-up of a chronic disease
like tuberculosis.
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Lung involvement in
inflammatory bowel dis-
eases

To the Editor: The rate of ex-
traintestinal involvement in in-
flammatory bowel diseases (IBD)
was reported as 21% to 41%.!
Pulmonary involvement patterns
include tracheobronchitis, tra-
cheal stenosis, bronchitis, bron-
chiectasis, interstitial lung disease,
necrobiotic nodule, serositis, and
pulmonary vasculitis.>***¢" Our
aim was to evaluate lung involve-
ment in IBD. Seventeen IBD pa-
tients were included in the study
with the approval of a local eth-
ics committee. IBD activity was
evaluated by clinical, endoscopic,
and histopathological findings.
Patients with a previous history
of lung disease were excluded.
Pulmonary function tests (PFT)
were carried out using a Jaeger
Master Screen Pneumo device.
Patients with normal PFT values
were examined for bronchial hy-
perreactivity with methacholine.
High-resolution computed to-
mography (HRCT) was obtained
using a Siemens Emotion 2003
Spiral CT (Munich, Germancy)
device. Fiberoptic bronchoscopy
was applied to 15 of 17 patients
who accepted the procedure.
Bronchoalveolarlavage (BAL) was
performed by standard technique.
Mucosal biopsies were also taken
from the middle lobe through the
lower lobe carina on the right, and
the upper lobe through the lingua
carina on the left. SPSS software
was used for the analysis of the
data. Fisher’s exact test was used
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for comparison of disease activity
to other parameters.

Of the 17 patients, 15 had ul-
cerative colitis and 2 had Crohn’s
disease. The mean age of 10 fe-
male (58.8%) and 7 male (41.2%)
cases was 41.0+12.5 years and
the mean duration of disease was
5.6+5.9 years. Six of the cases
were regarded as active IBD.
Respiratory symptoms were ob-
served in 4 (23%) cases. PFT
parameters were normal in all pa-
tients except one, who had restric-
tion. Bronchial hyperreactivity
was positive in 5 cases irrespective
of respiratory symptoms. HRCT
revealed pathology (air-trapping,
emphysema, peribronchial thick-
ening, bronchectasis, fibrosis,
frosted glass, bullae) in 15 cases
(88.2%).In BAL, the cell count of
7 cases (46,6%) indicated alveoli-
tis (lymphocytic 40% and neutro-
philic 6.6%) was present whereas
in the mucosal biopsy of 2 cases
(11.8%), submucosal inflamma-
tory cell infiltration was observed.
No relationship was found be-
tween disease activity and thorax
HRCT findings, PFT, and BAL
values (P=0.5).

Despite the amount of research
carried out on extraintestinal find-
ings in IBD, the pathogenesis still
needs clarification. In such diseas-
es, since there is an impairment in
the mucosal immune regulation of
gastrointestinal system antigens,
digestive enzymes, and bacteria
in the luminal content; activation
of immune regulatory cells by
the systemic circulation occurs.®
Respiratory system pathologies
can be classified as airway disease
(upper airway obstruction, acute
bronchitis, chronic bronchitis,
chronic bronchial suppuration,
bronchiectasis, bronchiolitis), pa-
renchymal disease (cryptogenic
organising pneumonia, pulmo-
nary infiltrates and peripheral
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eosinophilia, interstitial lung dis-
ease, necrotic nodule), and sero-
sitis (pleural effusion, pericarditis,
pleuropericarditis, myocarditis).?
Respiratory pathologies gener-
ally arise after diagnosis of IBD.
However, they may arise simulta-
neously or previously.’

Abnormalities of PFT in IBD
are not so common. Obstructive
and restrictive disorders and
bronchial hyperreactivity can be
observed.24101112 ‘These findings
become obvious especially in the
activation period of the disease.
A restrictive disorder was present
in only one (5%) of our patients.
However, the majority (64%) of
our patients were in a remission
period. Bronchial hyperreactivity
in the range of 17% to 45% was
detected in different studies.’*
We detected hyperreactivity in
29% of our cases. Abnormalities
such as bronchiectasis, air-trap-
ping, tree-in-bud appearance,
and ground glass opacity may be
observed in HRCT even when
there is no respiratory symptoms
in IBD.** Songur et al found
no relationship between HRCT
pathologies and PF'T.” Our study
also yielded no correlation be-
tween HRCT pathologies and
PFT.

Alveolitis may be lymphocytic,
neutrophilic, or eosinophilic ac-
cording to the presence of bron-
chiectasis, associated granuloma-
tous disorders, drug usage and
smoking.***1® Our study demon-
strated lymphocytic and neutro-
philic alveolitis in 40% and 6.6%,
respectively. Ground glass opac-
ity, neutrophilic alveolitis, and
restrictive-type PFT were ob-
served all together in one patient.
Tracheobronchial involvementhas
been defined in tracheal mucosa
biopsies of patients with Crohn’s
disease.® Tracheobronchitis may
be an extraintestinal manifesta-
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tion of Crohns disease and it
responds very well to inhaled
budesonide therapy. Camus et al
have shown an intense infiltration
of lymphocyte and plasma cells
in mucosa biopsies.” Karadag et
al have identified lymhocyte in-
filtration, fibrosis and thickening
in alveolar septas.* Submucosal
inflammatory cell infiltation was
identified in 2 of our cases.

In conclusion, there was no re-
lationship between the radiologi-
cal and hystopathological findings
of the respiratory system in IBD
patients. In our study, this may be
due to the small number of cases.
However, even in the absence of
respiratory symptoms, cases with
IBD should be evaluated for
pulmonary involvement because
extraintestinal involvement is fre-

quently observed in IBD.
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Influence of atopic his-
tory on cord blood IgE

To the Editor: An increase in cord
blood IgE (CB-IgE) is consid-
ered an effective immunologic
predictor which can be used to
screen neonates for the risk of
atopic diseases.” Maternal atopic
diseases and family atopic his-
tory have been proposed as two
important risk factors determin-
ing CB-IgE in neonates.*** To
determine the influence of atopic
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