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Abstract

Objectives: To determine the distribution of family history and
the importance of parental smoking in Turkish people with
asthma.

Patients and Methods: 60 (46 female) asthmatics (41+15 years)
and 59 (47 female) age and sex matched non-atopic controls
(41+15 years) without any respiratory symptom were included in
the study. All of the subjects were non-smokers. All of the asth-
matics had positive skin prick test.

Results: In this study, 23 of 59 the asthmatics (40%) had severe
and 36 of 59 asthmatics (60%) had mild disease. We found that
prevalance of asthma in family members of the asthmatics was sig-
nificantly greater than in controls. 44 of the asthmatics (%75)

and 14 of controls (%23) had positive family history for asthma
(p<0.0001, OR 9.6, CI 4.1-22.3). Positive family history seemed
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to be comparable between severe asthmatics ( 17/23, 74%) and
mild asthmatics ( 27/36, 75%). The rate of positive family history
was 16/22 (73%) in the patients with bronchial hyperreactivity
(BHR), and 11/14 (79%) in the non-BHR asthmatics (p>0.05)
and tendency of a familial clustering did not show any difference
between patients with bronchial hyperreactivity and without
BHR. Parental smoking history was seen in 35 (60%) of asthmat-
ics and 42 (70%) of controls, (p>0.05).

Conclusions: Our study shows that there is a familial clustering
in Turkish asthmatic patients and genetic susceptibility is
important in asthma pathogenesis. Parental smoking history has
no effect on asthma pathogenesis in the middle-aged asthmatic
patient.
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Introduction

It is well known that asthma develops with effects of environ-
mental factors in the patients with genetic succeptibility to
asthma. Asthma is a disorder that has a complex genetic inheri-
tence (1). Asthmatic familial clustering has supported the pres-
ence of a hereditery component of asthma (2). Environmental
and behavioral factors such as western life style facilititates
appearance of asthma especially in the patients with genetic
succeptibility to asthma. It has been reported that 58.3% of
children with asthma had at least one parent who smoked,
38.5% were exposed to maternal smoking (3). Maternal smok-
ing during pregnancy can cause to impairment in airway devel-
opment and also has negative effects on the development of
lung function in early childhood (4). Exposure to environmen-
tal tobacco smoke predisposes to respiratory illnesses and




reduced lung function in infants and school-aged children
(5). In addition, relationship between passive exposure to
tobacco smoke and high prevalence of asthma and wheeze
are observed in early childhood (6) but not in late child-
hood (7) and teenage years (8). Tobacco smoke is capable
of either enhancing responses to antigens that normally
stimulate of IgE responses (9) and/or modulating responses
to favor production IgE antibodies (10) that are responsible
for BHR (11). So, exposure to tobacco is one of the impor-
tant and common environmental factors that predisposes
to asthma. Our aim in this study is to assess the distribution
of positive family history and the importance of parental
smoking in adult Turkish people with asthma.

Methods

Subjects

Patients were prospectively selected from subjects admitted
to outpatient clinic of Department of Pulmonary Medicine
in Marmara University Hospital. Age and sex matched
non-atopic subjects without any respiratory symptom were
selected as controls. 59 (47 female, 12 male) atopic asth-
matics and 60 (46 female, 14 male) non-atopic control sub-
jects were enrolled into the study. Before entering the
study, all of the subjects were asked to fill a standardized
questionnaire (ATS DLD-78A questionnaire) (12) with
questions about symptoms, duration of disease, other aller-
gic diseases, family history, smoking habit etc. and were
submitted to CXR, Water’s graph, lung function test and
methacholine challenge test, skin prick test. Diagnosis and
determination of severity of asthma was made according to
American Thoracic Society criteria (13). All of the sub-
jects were non-smokers. All of the asthmatics had positive
skin prick test. Demographics and clinical characteristics of
subjects were shown in Table 1.

Table 1. Demographics and clinical characteristics of the subjects

Asthmatics Controls
Subjects (n) 59 60
Gender (F/M) 48/11 46/14
Age (year) 41£15 41+15
FEV, (% predicted) 75.9+23.5 104.8+11.0
FEV,/FVC (% predicted) 72.0+13.8 86.4+4.6

Methacholine(PD,,,mg/mL) 4.3£5.2 -

Each subject gave his/her written informed consent to par-
ticipiate in the study. The study protocol was approved by
local Ethical Committee of Marmara University School of
Medicine.

Atopy was regarded as the presence of positive skin prick
test (14).

Skin Prick Testing

Skin prick testing (Center Laboratories, Port Washington,
NY,USA; MULTI-TEST applicator, Lincoln Diagnostics
Inc, Decateur, Illinois, USA) was carried out using house
dust mite, tree-mix, grass-mix, mold-mix, animal dander.
Skin prick tests were regarded as positive if the maximum
weal diameter was at least 3 mm or greater than negative
control for any of the allergens tested.

Spirometri and Methacholine Challenge Testing

The subjects performed FVC maneuvers (Sensormedics,
S5313, Ca, USA) according to the standardized methods
recommended by American Thoracic Society (15). The
best one of three acceptable measurements was accepted.
Methacholine challenge test (Mediprom dosimeter, FDC
88, France) was performed according to previous studies in
only mild asthmatics (16 ).

Statistical analysis

T-test for independent groups and y* test was used to assess
the difference between groups. Differences were considered
to be statistically significant when at p<0.05.

Results

In this study, 70% of the asthmatics had exercise-induced
asthma. Nocturnal asthma and aspirin-induced asthma and
allergic rhinitis was found in 73%, 12%, 70% of asthmatics,
respectively. 23 of 59 the asthmatics (40%) had severe and
the rest of the asthmatics (36/59, 60%) had mild disease.

Skin prick test was positive to 1 allergen in 40% of the
patients. Positive results to 2,3,4,5 different allergens were
found in 25%, 17%,10%,8% of the asthmatics, respectively.

We found that prevalance of asthma in family members of
the asthmatics was significantly greater than in the con-
trols. 44 of the asthmatics (%75) and 14 of the controls
(%23) had positive family history for asthma, (p<0.0001,
OR 9.6, CI 4.1-22.3), Figure 1. Positive family history
seemed to be comparable between the severe asthmatics

(17/23, 74%) and the mild asthmatics (27/36, 75%).

50 1 -
45 o Lo p=<0.0001
40 4] %75
L3 R—
o g -
Vg —
B0, essssune
457 desseepen
L —

T -

O T

ASTHMATICS

MNumber of subjects

CONTROLS

Figure 1. Family history of asthma in asthmatic subjects and controls.
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The rate of positive family history was 16/22 (73%) in
patients with BHR and 11/14 (79%) in the asthmatics
without BHR, (p>0.05). Tendency of a familial clustering
did not show any difference.

Parental smoking history was seen in 35 (60%) of the asth-
matics and 42 (70%) of the controls, (p>0.05), Figure 2.
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Figure 2. Parental smoking history in asthmatic subjects and controls, p>0.05.

Discussion

Our findings support the importance of the family history
as a determinant of asthma in Turkish population. There
was no significant association between parental smoking
and asthma in the adult population.

[t is known that smoking has negative effects on asthma.
Maternal smoking during pregnancy increases the
occurence of physician-diagnosed asthma during childhood
(17). Children with positive history of parental asthma
have greater incidence of asthma if there is maternal smok-
ing during pregnancy according to results of Italian
SIDRIA study (18). It has been reported that current envi-
ronmental tobacco smoke is only associated with wheezing
but not physician-diagnosed asthma (17). But it has also
been reported that exposure to current smoking increases
the risk of current asthma in children and in adolesence
despite being much less than in children (18,19). It is gen-
erally regarded that environmental tobacco smoke operates
as a cofactor not as a factor that induces asthma (17).
Smoking is one of the trigerring factors in patients with
asthma but the role of exposure to smoking decreases with
increasing age.

In our study, we could not observe a significant relationship
between family smoking and increased asthma incidence in
the adult group. Parental smoking history was not signifi-
cantly different between astmatics and controls. This find-
ing is consistent with the observation that environmental
tobacco smoke is cofactor. On the other hand, this result
may also be related to the high rate of smoking in Turkish
population.
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Asthma is a complex genetic disorder. The familial aggre-
gation (1,2,20), high asthma incidence in twin studies
(21,22), and high asthma prevalence in isolated, inbreed
population have shown evidence for genetic influences in
asthma. Familial aggregation was observed in asthmatics in
our study group when compared to controls. This finding
shows importance of genetic influence on asthma patho-
genesis like other reported studies. Futhermore, severity of
asthma was not effected by familial history of asthma in our
study population. Atopic asthmatic patients were included
in the study, because genetic features of these asthmatics
were also studied in another study.

Positive family history was not significantly different in
patients with or without nonspesific BHR. It has been
accepted that nonspesific BHR is a seperately inherited
phenotypic trait due to the discrepancy between nonspe-
sific BHR and symptomatic asthma (1). So, this observa-
tion can be accepted as an expected finding.

In conclusion, the familial clustering in Turkish asthmatic
patients showed that genetic susceptibility is important in
asthma pathogenesis. However, paternal smoking history
could not be considered as a factor on asthma pathogenesis
in the middle-aged asthmatic patient.
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CLINICAL STUDY

Is There a Seasonal Clustering of Onset of Acute
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Abstract

The etiology of sarcoidosis is not yet known and there are various
surveys reported on this issue. Some of this surveys are on the sea-
sonal clustering of the onset, which may be related to the etiol-

ogy.

Files of 50 patients who were diagnosed sarcoidosis between
January 1980 and September 1998 were retrospectively investi-
gated. The ones having erythema nodosum and arthralgia were
thought to have acute sarcoidosis and accepted as group I
(n=14) and the other as group Il (n=36). The onset season of
sarcoidosis was spring and summer in 10 (71.4%) patients in

Key words: etiology; sarcoidosis, seasons

group I and in 22 (61.1%) patients in group Il showing no sta-
tistically significant difference when the two groups are com-
pared (p>0.05).

As a result, determination of the onset or the diagnosis time in
sarcoidosis whether acute or not, is significantly more common in
spring and summer which may show that the etiology of sar-
coidosis may be related to exposure to some environmental fac-
tors.
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Introduction

Seasonal clustering of acute sarcoidosis has been reported in
various countries previously (1-7). To find out whether this was
valid for the patients in Ankara, a retrospective survey was pet-
formed between January 1980 and September 1998. Here the
clinical features of the patients with sarcoidosis presenting to
Hacettepe University Hospital Department of Chest Diseases
are reported and the seasonality of the symptoms of the patients
referring with erythema nodosum (EN) and arthralgia is inves-
tigated.

Materials and Methods

Files of 76 patients who were diagnosed sarcoidosis in
Hacettepe University Hospital Department of Chest Diseases
between January 1980 and September 1998 were investigated
retrospectively and only 50 were enrolled in the study due to
some missing data of the remaining patients. The patients pre-
senting with EN and/or arthralgia were accepted as group I
(acute sarcoidosis) and the dthers as group II. It may not be
easy and reliable to determine the onset of the sarcoidosis
symptoms other than EN and arthralgia since the disease usu-
ally has an insidious beginning, but it is more reliable with
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