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Abstract
Background: Particulate matter with diameter less than 10 micrometers (PM10) that originates from anthropogenic
activities and natural sources may settle in the bronchi and cause adverse effects possibly via oxidative stress in
susceptible individuals, such as asthmatic children. This study aimed to investigate the effect of outdoor PM10
concentrations on childhood asthma admissions (CAA) in Athens, Greece.
Methods: Daily counts of CAA from the three Children’s Hospitals within the greater Athens’ area were obtained
from the hospital records during a four-year period (2001-2004, n = 3602 children). Mean daily PM10 concentrations
recorded by the air pollution-monitoring network of the greater Athens area were also collected. The relationship
between CAA and PM10 concentrations was investigated using the Generalized Linear Models with Poisson
distribution and logistic analysis.
Results: There was a statistically significant (95% CL) relationship between CAA and mean daily PM10
concentrations on the day of exposure (+3.8% for 10 μg/m3 increase in PM10 concentrations), while a 1-day lag
(+3.4% for 10 μg/m3 increase in PM10 concentrations) and a 4-day lag (+4.3% for 10 μg/m3 increase in PM10
concentrations) were observed for older asthmatic children (5-14 year-old). High mean daily PM10 concentration
(the highest 10%; >65.69 μg/m3) doubled the risk of asthma exacerbations even in younger asthmatic children (0-4
year-old).
Conclusions: Our results provide evidence of the adverse effect of PM10 on the rates of paediatric asthma
exacerbations and hospital admissions. A four-day lag effect between PM10 peak exposure and asthma admissions
was also observed in the older age group.

Background
Several studies have reported associations between
ambient air pollution and asthma symptoms [1-6]. Particulate matter (microscopic solids or liquid droplets) that
are less than 10 micrometers in diameter (PM 10 ) can
penetrate deep into the bronchial tree and trigger
asthma exacerbations. An increase in emergency department visits or hospital admissions of asthma attacks has
been reported on the previous day or up to 3 days preceding the PM10 exposure [7-9].
The mechanism involved in these health effects
remains largely unknown and the pathogenic
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component of particles has not been clearly identified.
Particles are made of partially inert carbon which is not
thought to have bioactive properties. Fine particles also
contain transition metals, gases such as polycyclic aromatic hydrocarbons, and biological components such as
endotoxin, which are known to cause inflammation in
cultured lung cells [10]. The biologic effects have been
associated with increased levels of oxidative stress products, immunoglobulin E, and cysteinyl-leukotrienes
[11-13].
Sources of particulate matter can be anthropogenic
activities such as the burning of fossil fuels in vehicles,
power plants and various industrial processes or natural
phenomena such as dust storm events that contribute in
increased concentrations. Dust from natural sources,
usually large areas of land with little or no vegetation,
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may be transported through the upwind side of the
mountains by westerly and land-mountain breezes directed towards cities [14]. Sahara dust is transported by the
winds across northern Africa to Southern Europe, especially along the Mediterranean coastal areas [15,16]. On
the other hand, an interaction between ambient particulate matter and rain days may exist. The rain may wash
out the pollutants in air creating a washout effect [17].
In the city of Athens, Greece, annual PM10 concentrations show a decreasing trend in the last years; however,
the concentration levels are still high. The temporal evolution of annual averages of PM10 concentrations for the
period 2001-2007 at all the monitoring sites of the
greater Athens area [18] reveal that the annual average
values of PM10 concentration consistently exceeds the
annual limit value of 40 μg/m3 that is specified by the
EU Directive [19]. The PM10 violations (annual averages
over 40 μg/m 3 ) are strongly associated with the local
sources of PM10 [20].
The metropolitan area is mainly located in a basin
surrounded by high mountains on three sides and open
to the sea from the south. The extensive building of
Athens, the rapid increase of population and the number of motor vehicles affected the biometeorological
regime of the city. The urbanization effect referring
mainly to maximum air temperature and to the warmer
seasons of the year, causes discomfort to the inhabitants,
and mostly to the sensitive groups of population [21].
The relationship between particulate air pollution and
asthma exacerbations has been previously reported
[1-9]. However various environmental and weather conditions could have different effects in different areas.
The purpose of this study was to evaluate the possible
impact of suspended aerosol PM 10 particles on childhood asthma admissions (CAA) in the greater Athens
area.

Methods
Medical and Air Pollution Data

The medical data used in the analysis are the daily
counts of CAA of the three Children’s Hospitals in the
city of Athens, which were recorded in the hospital
registries during a four year period (2001-2004); these
hospitals cover 78-80% of the paediatric beds of the
Athens’ Metropolitan Area. All children admitted with
the diagnosis of “asthma”, “asthmatic bronchitis” or
“wheezy bronchitis”, aged 0-14 years, living in greater
Athens area were included. They were classified into
two age groups: 0-4 years and 5-14 years [22].
PM10 concentrations in the atmosphere were acquired
from the air pollution-monitoring network of 7 monitoring stations of the Greek Ministry of the Environment, Physical Planning and Public Works (Directorate
of Air and Noise pollution Control). The daily average
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of the PM10 measurements of each monitoring station
was calculated and the mean value of all the stations
included in the network of the grater Athens area represented the PM 10 daily concentration of the grater
Athens area.
Data Analysis

The relationship between CAA and PM 10 concentrations was calculated by the application of: a) Pearson c2
test, the most widely used method of independence control of groups in lines and columns in a table of frequencies, b) Generalized Linear Models (GLM) with
Poisson distribution because the medical data present
large divergence from a Gaussian (regular) distribution,
and c) Logistic Analysis. In the first step of the detailed
statistical analysis, the PM 10 concentrations were
grouped in two clusters, so that the first cluster contains
the lowest 10% (<22.07 μg/m3) and the second the highest 10% (>65.69 μg/m3) of the values, while the days of
the examined period were grouped in rainy days (daily
rain total > 1 mm) and days without rain. Besides, CAA
were classified in five classes (0, 1, 2, 3 and ≥4 admissions/day). The Pearson c2 test was applied in the constructed contingency tables checking the null hypothesis
that PM 10 concentrations and CAA are not related
(hence they are independent) to rain days. In the second
step of the analysis, the statistical importance of the correlation between the frequency of CAA and the examined PM 10 concentrations was examined by the
application of GLM with Poisson distribution [23], a
method of analysis which has been found to perform
satisfactorily in previous studies [24,25]. Poisson models
with log links are often called log-linear models and are
used for frequency data. In the models fitting procedure
we used as dependent variable the daily number of CAA
in the children’s hospitals of grater Athens area, while
the PM10 concentrations were used as independent covariates. Models’ goodness-of-fit was evaluated through
the deviance residuals [23]. Finally, Logistic Analysis is
applied to the data in order to estimate odds ratios for
each of the independent variables in the constructed
model. Logistic regression is useful for situations in
which prediction of the presence or absence of a characteristic or outcome based on values of a set of predictor
variables is desired. It is similar to a linear regression
model but is suited for models where the dependent
variable is dichotomous.

Results
A total of 3602 children (2274 males) were admitted for
asthma during the 4-year period (2001-2004). The intra
annual variability of CAA showed that a simple pattern
appeared regarding the 0-4 years age group. Asthma
exacerbations occurred during the cold months of the
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Figure 1 Number of monthly childhood asthma admissions for each age group during the period 2001-2004.

year (October-March) peaking in March, with a clear
subsequent decreasing trend that reached its minimum
in August in each of the 4 study years. The CAA of the
older age group (5-14 years of age) showed 2 peaks: the
primary one in May and the secondary in late September (Figure 1).
The day-to-day variation of the CAA of both age
groups for all the years examined (2001-2004), is presented in the upper graph of Figure 2. From this figure
it is crystal clear that CAA typically reached their minimum in the summer days, while asthma exacerbations
occurred primarily in the early spring and to a lesser
degree in the autumn. Moreover, the daily peaks in
early spring and autumn were consistent in the greater
Athens area in all the years of the study.
The day-to-day variation of PM 10 concentrations is
demonstrated in the lower graph of Figure 2. The variability in PM 10 concentration was more complex than
CAA; however, clear daily peaks appeared during early
spring and in the beginning of autumn.
The GLM analysis results -where the dependent variable is the daily number of CAA and the independent
covariate is the PM10 concentration- are presented in
Table 1; as dependent variable is the daily number of

CAA and the independent covariate is the PM 10 concentration There is a statistically significant (p < 0.05)
relationship for the day of admission (0-day lag)
between mean daily PM 10 concentrations (averaged
values from all monitoring stations) and CAA in the 514 year-old age group; namely, an increase by 10 μg/m3
on mean daily PM10 concentrations was associated with
an increase of 3.8% in the probability of CAA. No such
correlation was found in the 0-4 year-old age group.
The examination of the lag effect of mean daily PM10
revealed that a 1-day lag after the PM10 peak was associated with CAA decrease in the younger age group and
an increase in older children (-2.3% and +3.4% for a
10 μg/m 3 increase in mean daily PM 10 concentrations
[lag-1], respectively). Moreover, a statistically significant
4-day lag effect that occurred only in the older age group
was revealed; an increase of 10 μg/m 3 in mean daily
PM 10 concentrations was associated with an increase
4.3% in the probability of CAA after a 4-day lag period.
No such effect was found in the 0-4 year-old age group.
When Logistic Analysis was applied, the highest 10%
(>65.69 μg/m3) of the PM10 concentrations appeared to
approximately two-folds the risk of the number of CAA
in the top 10%, i.e. >4 cases with CAA per day, as
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Figure 2 Day-to-day variation of the CAA of children aged 0-14 years old (upper graph) and the PM10 concentrations (lower graph)
within each study year.

compared to the bottom 10%, i.e. 0 cases with CAA per
day, in the younger age group (OR = 1.51, 95%CI =
0.994-2.298, p = 0.054). Similar findings were also evident in the older age group (OR = 1.46, 95%CI = 0.9502.241, p = 0.084). When the top 5% of the PM10 concentrations (>76.27 μg/m3) were considered, there was a

higher risk of CAA, i.e. OR = 1.74, 95%CI = 1.0013.016, p = 0.050 for the younger age group.
The possible interaction between PM 10 concentrations and rainfall was also examined by the application
of the Pearson c2 test, which checked the null hypothesis, i.e. that PM10 concentrations are independent to
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Table 1 Results of the application of Generalized Linear
Models (GLM) with Poisson distribution for the younger
(0-4 years old) and the older (5-14 years old) asthmatic
children (Bold figures in italics indicate statistically
significant relatioships (p < 0.05))
Childhood
Asthma Admissions
0-day
lag
1-day
lag
4-day
lag

(0-4 years old)

PM10 (μg/m3)
b-coefficient ± S.E.

p

-0.0005 ± 0.0010

0.647656

(5-14 years old)

0.0038 ± 0.0016

0.014101

(0-4 years old)

-0.0023 ± 0.0011

0.028252

(5-14 years old)

0.0034 ± 0.0016

0.031084

(0-4 years old)

0.0011 ± 0.0010

0.267737

(5-14 years old)

0.0043 ± 0.0016

0.005755

rain days. We found that the probability of independence was 0; namely the lowest 10% (<22.07 μg/m3) of
the PM10 concentrations occurred on a rainy day and
that the highest 10% (>65.59 μg/m 3 ) occurred on a
day without rain (Pearson c 2 = 57.822, df = 1, p =
0.000). Conversely, the null hypothesis of independence was fulfilled regarding the relationship between
CAA (for both younger and older age groups) and the
incidence of rainy days; i.e. CAA were not related to
rainy days. When Logistic Analysis was applied to the
data, it was shown that dry days approximately double
the risk of observing the PM 10 concentrations in the
top 10% (>65.59 μg/m3) compared to the bottom 10%
(<22.07 μg/m 3 ) (OR = 2.093, 95% CI = 1.206-3.633,
p = 0.009). The washout effect due to rain significantly influenced the CAA in the younger age group
(OR = 0.651, 95%CI = 0.467-0.906, p = 0.011 but not
the older age group (OR = 1.040, 95%CI = 0.7211.502, p = 0.833).
Descriptive analysis with respect to the effect of a fiveday interval was also applied to the data in order to
demonstrate the frequency of CAA within each PM10
concentration quartile. The interval of 5 days was
selected in order to illustrate the cumulative effect of
the PM10 concentrations and because of the 4-day lag
effect findings obtained from the GLM analysis. This
analysis further highlighted the single (Figure 3, upper
graph) and double peak (Figure 3, lower graph) of the
CAA in the younger and the older age group,
respectively.

Discussion
In the present study, we evaluated the impact of particulate air pollution on daily paediatric admissions for

asthma in Athens, Greece, while also taking into consideration the lag effect of mean daily PM10 concentration
fluctuations. A close relationship between paediatric
asthma admissions and particulate matter concentrations was observed. A four-day lag effect up for schoolage asthmatic children was also detected.
Airborne particulate matter is a major component of
urban air pollution. The capacity of PM10 to induce oxidative stress in the airways has been proven in rats [26].
Damage to the bronchial epithelium and cilia also
occurs resulting in the prolonged exposure of the
epithelial surface to inhaled allergens. In addition, diesel
exhaust particulate matter may bind pollen or other
allergens, thereby promoting sensitisation of the airways
to successive allergen exposure [27].
The pattern of CAA distribution of this study was
found to be similar to the seasonality reported by others
[28-30]. The asthma peak during spring tends to be associated with tree and grass pollen released to the atmosphere [31], while the second peak in early autumn is
probably due to respiratory infections that often occur in
the beginning of the school year [28,32,33]. The remarkably low asthma admission rates during July and August
should probably be attributed to the summer vacations.
It is hypothesised that air pollutants promote airway
sensitization by inducing changes in the allergenic content of airborne particles that carry allergens to the airways [34,35]. A large variation in the prevalence of
asthma symptoms and of atopic sensitisation among different populations has been reported, and it is intriguing
that there is a strong link between the increase of atopic
sensitisation and asthma symptoms and economic development [36], i.e. westernised lifestyle. This may be due
to chronic exposure to air pollutants that leads to
decreased pulmonary function, and/or acute exposures
to other triggers that may result in exacerbations. The
U.S. Environmental Protection Agency (EPA) uses an
Air Quality Index to provide general information on air
quality and associated health effects to the public. An
Air Quality Index (AQI) of 100 for PM10 corresponds to
a PM10 level of 150 μg/m3 averaged over 24 hours and,
when this level is reached, people with respiratory disease such as asthma are instructed to limit their outdoor
exposure. Moreover, the national of PM 10 concentrations threshold is 50 μg/m3 averaged over 24 hours and
for 35 days within the year [20].
The analysis of the results of the present study
revealed a positive relationship for the day of admission
and a lag effect at one and four-days later between
PM10 peak and CAA for school age asthmatic children,
while admissions of the younger asthmatics (0-4 years
of age) were not related (on the day of admission)
or declined (one-day lag) with mean daily PM 10
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Figure 3 Frequency of the CAA per five-day interval (2001-2004) as a function of the PM10 quartiles along with the variation of the
total number of CAA per five-day interval (white line) and the polynomial fitting (black line) for the younger (upper graph) and the
older (lower graph) age groups.
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concentrations. This finding is most likely due to the
physiology and anatomy of the younger age group;
indeed, infants and preschoolers are more prone to
cough and wheeze, but these symptoms do not reflect
“real” asthma since the disease is not chronic and the
symptoms eventually disappear with the child’s growth
and development. Timonen and Pekkanen [37] studied
the association between daily variation in air pollution
and respiratory health of school age children, who had
either asthma symptoms or only cough, in Kuopio, Finland. They found that the strongest effect of air pollution presented a time lag with regard to air pollution
concentrations, while there was also a suggestion for a
cumulative effect. Lag 2 and the four days average of
PM 10 , were associated with declines in morning peak
expiratory flow (PEF) among asthmatic children. When
PM 10 and NO 2 were simultaneously adjusted for, the
most consistent association was found for PM10. The lag
effect was also apparent in a recent study carried out by
Nastos [38], who studied the impact of weather and
ambient air pollution in asthma admissions of adolescents and adults residing within the wider Athens
region. The findings showed that asthma admissions
lagged with respect to PM10 peaks by seven days. A 10
μg/m3 increase of lagged daily mean PM10 concentration
was associated with an increase of 3% for asthma
admissions.
Thus, high particles concentrations may trigger attacks
in children with asthma. The mechanism particulate
matter may trigger or exacerbate asthma attacks remain
unclear. We could speculate that on the day of admission PM10 mostly trigger already inflamed airways; however, the lag effect may indicate that exposure to certain
pollutants may result in an enhancement of susceptibility to other triggering factors, such as viral infections.
Asthmatic children are more sensitive to the effects of
air pollution than their non asthmatic pears or children
with only cough symptoms [39-41]. Furthermore, Erbas
et al. [42] studied the association between regional
ambient air pollutants and daily childhood asthma presentations to the emergency department across four
regions in the city of Melbourne, Australia, for the years
2000 and 2001. They found a consistent association
between childhood emergency department asthma presentations and regional concentration of PM 10 , while
the strongest association was observed in the central
district of Melbourne. This is in agreement with our
findings, which revealed that the highest 10% (>65.69
μg/m3) of the mean daily PM10 concentrations resulted
in an approximately two-fold increase of the risk of
asthma exacerbation in both older and younger asthmatic children. Moreover, our findings showed that dry
days seemed to double the risk of CAA at PM 10
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concentrations in the top 10t% (>65.59 μg/m3) as compared to the bottom 10% (<22.07 μg/m3).
Still, the washout effect of rain did not appear to
influence CAA significantly in Athens. Ho et al., [17]
studied the relationship of air pollution and weather
conditions with the prevalence adolescent asthma and
attack rate in Taiwan from October 1995 to March
1996. They found that an interaction between PM10 and
rainy days was present, and that rainy days reduced
asthma prevalence, thus creating a washout effect. In a
recent study concerning consecutive dry and wet days in
Greece, Nastos and Zerefos [43] showed that increasing
consecutive dry and decreasing consecutive wet days
appear in the greater Athens area, but these trends were
not significant (95% CL). The mean consecutive dry
days value is 78 days/year while the mean consecutive
wet days value is 4 days/year. Furthermore, desertification-related scenarios reveal a tendency towards drier
climatic conditions in the eastern Mediterranean [44].
These findings indicate that the dry weather increases
the particulate matter concentrations in the boundary
layer of Athens; this phenomenon, in turn, exacerbates
childhood asthma.
There are some limitations to our study. Exposure
misclassification is an inherent disadvantage of time-series studies. The fixed-site ambient monitoring stations
do not reflect the true exposure of the children living in
the in the greater Athens area; finally acute asthma diagnosis was more or less clinical. However, the extended
period (2001-2004) we studied and the detailed day-today asthma admissions we counted should give enough
reliability to our data.

Conclusions
Atmospheric particulate matter (PM10 ) concentration
showed a strong positive correlation with the incidence
of CAA in the city of Athens, Greece. This effect was
prominent on the day of admission to the hospital,
while 1-day and 4-day lag effects were observed for
older asthmatic children; these findings indicate that
inhaled particles, in addition to other environmental and
biological parameters may be triggers of asthma exacerbations. Our results also show that high mean daily
PM 10 concentrations double the risk of an asthma
exacerbation even in younger asthmatic children (0-4
year-old), while the washout effect does not seem to
influence CAA. Dry days seemed to double the risk of
high particulate pollution. Further research is needed to
improve our understanding of the mechanisms involved
in the exacerbations of childhood asthma symptoms as
the chemical composition of the PM’s seems to play an
important role in the inflammatory process of the
airways.

Nastos et al. Environmental Health 2010, 9:45
http://www.ehjournal.net/content/9/1/45

Abbreviations
PM: Particulate Matter; CAA: Childhood Asthma Admissions; μg/m3:
micrograms/cubic meter; GLM: Generalized Linear Models; CL: Confidence
Level; RR: relative risk; AQI: Air Quality Index; EPA: Environmental Protection
Agency; PEF: Peak Expiratory Flow; CDD: Consecutive Dry Days; CWD:
Consecutive Wet Days.
Author details
Laboratory of Climatology and Atmospheric Environment, Department of
Geology and Geoenvironment, University of Athens, Panepistimioupolis, 157
84 Athens, Greece. 2General Department of Mathematics, Technological and
Education Institute of Piraeus, 250 Thivon and P. Ralli Str., 122 44 Athens,
Greece. 3Respiratory Unit, Department of Paediatrics, University Hospital of
Patras, 265 04 Rion, Greece. 4First Department of Paediatrics, University of
Athens, Aghia Sophia Children’s Hospital, Thebon and Lebadias Street,
Athens 11527, Greece. 5Allergy-Pneumonology Department, Penteli
Children’s Hospital, 152 36 P. Penteli, Greece.

1

Authors’ contributions
PTN conceived and coordinated the study, performed data analysis and
drafted the manuscript; AGP provided air pollution information and edited
the manuscript; MBA, ESR, and KNP provided the medical data and edited
the manuscript. All authors have read and approved the final manuscript.
Competing interests
The authors declare that they have no competing interests.
Received: 13 April 2010 Accepted: 28 July 2010 Published: 28 July 2010
References
1. Thurston GD, Ito K, Hayes CG, Bates DV, Lippman M: Respiratory hospital
admissions and summertime haze air pollution in Toronto, Ontario:
consideration of the role of acid aerosols. Environ Res 1994, 65:271-290.
2. Bascom R: Health effects of outdoor air pollution. Am J Respir Crit Care
Med 1996, 153:3-50.
3. Bråbäck L, Forsberg B: Does traffic exhaust contribute to the
development of asthma and allergic sensitization in children: findings
from recent cohort studies. Environ Health 2009, 8:17.
4. Trasande L, Thurston GD: The role of air pollution in asthma and other
pediatric morbidities. J Allergy Clin Immunol 2005, 115:689-699.
5. Migliore E, Berti G, Galassi C, Pearce N, Forastiere F, Calabrese R, Armenio L,
Biggeri A, Bisanti L, Bugiani M, Cadum E, Chellini E, Dell’orco V, Giannella G,
Sestini P, Corbo G, Pistelli R, Viegi G, Ciccone G, SIDRIA-2 Collaborative
Group: Respiratory symptoms in children living near busy roads and
their relationship to vehicular traffic: results of an Italian multicenter
study (SIDRIA 2). Environ Health 2009, 8:27.
6. Paliatsos AG, Priftis KN, Ziomas IC, Panagiotopoulou-Gartagani P, NikolaouPanagiotou A, Tapratzi-Potamianou P, Zachariadi-Xypolita A, Nicolaidou P,
Saxoni-Papageorgiou P: Association between ambient air pollution and
childhood asthma in Athens, Greece. Fresen Environ Bull 2006, 15:614-618.
7. Dockery DW, Pope CA III: Acute respiratory effects of particulate air
pollution. Annu Rev Public Health 1994, 15:107-132.
8. Schwartz J, Slater D, Larson TV, Pierson WE, Koenig JQ: Particulate air
pollution and hospital emergency room visits for asthma in Seattle. Am
Rev Respir Dis 1993, 147:826-831.
9. Galán I, Tobías A, Banegas JR: Short-term effects of air pollution on daily
asthma emergency room admissions. Eur Respir J 2003, 22:802-808.
10. Li N, Nel AE: Role of the Nrf2-Mediated signalling pathway as a negative
regulator of inflammation: Implications for the impact of particulate
pollutants on asthma. Antioxid Redox Signal 2006, 8:88-98.
11. Cho AK, Sioutas C, Miguel AH, Kumagai Y, Schmitz DA, Singh M, EigurenFernandez A, Froines JR: Redox activity of airborne particulate matter at
different sites in the Los Angeles Basin. Environ Res 2005, 99:40-47.
12. Kleinman MT, Sioutas C, Froines JR, Fanning E, Hamade A, Mendez L,
Meacher D, Oldham M: Inhalation of concentrated ambient particulate
matter near a heavily trafficked road stimulates antigen-induced airway
responses in mice. Inhal Toxicol 2007, 19:117-126.
13. Rabinovitch N, Strand M, Gelfand EW: Particulate levels are associated
with early asthma worsening in children with persistent disease. Am J
Respir Crit Care Med 2006, 173:1098-1105.

Page 8 of 9

14. Choi H, Choi DS: Concentrations of PM10, PM2.5, and PM1 influenced by
atmospheric circulation and atmospheric boundary layer in the Korean
mountainous coast during a dust storm. Atmos Res 2008, 89:330-337.
15. Grigoropoulos KN, Nastos PT, Ferentinos G: Spatial distribution of PM1 and
PM10 during Saharan dust episodes in Athens, Greece. Adv Sci Res 2009,
3:59-62.
16. Kosmopoulos PG, Kaskaoutis DG, Nastos PT, Kambezidis HD: Seasonal
variation of columnar aerosol optical properties over Athens, Greece,
based on MODIS data. Remote Sens Environ 2008, 112:2354-2366.
17. Ho W-C, Hartley WR, Myers L, Lin M-H, Lin Yu-S, Lien C-H, Lin R-S: Air
pollution, weather, and associated risk factors related to asthma
prevalence and attack rate. Environ Res 2007, 104:402-409.
18. EU: Council Directive 1999/30/EC of 22 April 1999 relating to limit values
for sulphur dioxide, nitrogen dioxide and oxides of nitrogen, particulate
matter and lead in ambient air. Official Journal 1999, 163:0041-0060.
19. Grivas G, Chaloukakou A, Samara C, Spyrellis N: Spatial and temporal
variation of PM10 mass concentrations within the greater area of
Athens, Greece. Water Air Soil Poll 2004, 158:357-371.
20. Larissi IK, Koukouletsos KV, Moustris KP, Antoniou A, Paliatsos AG: PM10
concentration levels in the greater Athens area, Greece. Fresen Environ
Bull 2010, 19:226-231.
21. Philandras CM, Metaxas DA, Nastos PT: Climate Variability and
Urbanization in Athens. Theor Appl Climatol 1999, 63:65-72.
22. Priftis KN, Paliatsos AG, Panagiotopoulou-Gartagani P, Kotsonis K, TapratziPotamianou P: Decrease in childhood asthma admissions in Athens,
Greece from 2001 to 2005. Acta Paediatr 2007, 96:924-925.
23. McGullagh P, Nelder JA: Generalized Linear Models Chapman & Hall, London,
2 1997.
24. Panagiotakos DB, Chrysohoou C, Pitsavos C, Nastos PT, Anadiotis A,
Tentolouris C, Stefanadis C, Toulouse P, Paliatsos AG: Climatological
variations in daily hospital admissions for acute coronary syndromes. Int
J Cardiol 2004, 94:229-233.
25. Nastos PT, Matzarakis A: Weather impacts on respiratory infections in
Athens, Greece. Int J Biometeorol 2006, 50:358-369.
26. Li XY, Gilmour PS, Donaldson K, MacNee W: Free-radical activity and proinflammatory effects of particulate air pollution in vivo and in vitro.
Thorax 1996, 51:1216-1222.
27. Olivieri D, Scoditti E: Impact of environmental factors on lung defences.
Eur Respir Rev 2005, 14:51-56.
28. Priftis K, Anagnostakis J, Harokopos E, Orfanou I, Petraki M, SaxoniPapageorgiou P: Time trends and seasonal variation in hospital
admissions for childhood asthma in the Athens region of Greece: 197888. Thorax 1993, 48:1168-1169.
29. Crighton EJ, Mamdani MM, Upshur REG: A population based time series
analysis of asthma hospitalizations in Ontario, Canada: 1988 to 2000.
BMC Health Serv Res 2001, 1:1-6.
30. Grech V, Balzan M, Asciak RP, Buhagiar A: Seasonal variations in hospital
admissions for asthma in Malta. J Asthma 2002, 39:263-268.
31. Roberts G, Hurley C, Bush A, Lack G: Longitudinal study of grass pollen
exposure, symptoms, and exhaled nitric oxide in childhood seasonal
allergic asthma. Thorax 2004, 59:752-756.
32. Garty BZ, Kosman E, Ganor E, Berger V, Garty L, Wietzen T, Waisman Y,
Mimouni M, Waisel Y: Emergency room visits of asthmatic children,
relation to air pollution, weather, and airborne allergens. Ann Allergy
Asthma Immunol 1998, 81:563-570.
33. Johnston NW, Johnston SL, Duncan JM, Greene JM, Kebadze T, Keith PK,
Roy M, Waserman S, Sears MR: The September epidemic of asthma
exacerbations in children: a search for etiology. J Allergy Clin Immunol
2005, 115:132-138.
34. Gauderman WJ, Avol E, Gilliland F, Vora H, Thomas D, Berhane K,
McConnell R, Kuenzli N, Lurmann F, Rappaport E, Margolis H, Bates D,
Peters J: The effect of air pollution on lung development from 10 to 18
years of age. N Engl J Med 2004, 351:1057-1067.
35. D’Amato G, Liccardi G, D’Amato M, Cazzola M: Outdoor air pollution,
climatic changes and allergic bronchial asthma. Eur Respir J 2002,
20:763-76.
36. Weinmayr G, Weiland SK, Bjsorkstén B, Brunekreef B, Cookson WOC, GarciaMarcos L, Gotua M, Gratziou C, van Hage M, von Mutius E, Riikjarv M-A,
Rzehak P, Stein RT, Strachan DP, Tsanakas J, Wong G, ISAAC Phase Two
Study Group: Atopic sensitization and the international variation of

Nastos et al. Environmental Health 2010, 9:45
http://www.ehjournal.net/content/9/1/45

37.

38.

39.

40.

41.

42.

43.
44.

Page 9 of 9

asthma symptom prevalence in children. Am J Respir Crit Care Med 2007,
176:565-574.
Timonen KL, Pekkanen J: Air Pollution and Respiratory Health among
Children with Asthmatic or Cough Symptoms. Am J Respir Crit Care Med
1997, 156:546-552.
Nastos PT: Weather, ambient air pollution and bronchial asthma in
Athens, Greece. Seasonal Forecasts, Climatic Change and Human Health
Health and Climate. Series: Advances in Global Change Research,
SpringerThomson M, Herrera RG, Beniston M 2006, 173-188.
Pope CA III, Dockery DW: Acute health effects of PM10 pollution on
symptomatic and asymptomatic children. Am Rev Respir Dis 1992,
145:1123-1128.
Roemer W, Hoek G, Brunekreef B: Effect of ambient winter air pollution
on respiratory health of children with chronic respiratory symptoms. Am
Rev Respir Dis 1993, 147:118-124.
Hoek G, Brunekreef B: Effects of low-level winter air pollution
concentrations on respiratory health of Dutch children. Environ Res 1994,
64:136-150.
Erbas B, Kelly AM, Physick B, Code C, Edwards M: Air pollution and
childhood asthma emergency hospital admissions: Estimating intra-city
regional variations. Int J Environ Heal R 2005, 15:11-20.
Nastos PT, Zerefos CS: Spatial and temporal variability of consecutive dry
and wet days in Greece. Atmos Res 2009, 94:616-628.
Parry ML: Assessment of potential effects and adaptations for climate
change in Europe: The Europe ACACIA Project. Norwich: Jackson
Environment Institute, University of East Anglia 2000.

doi:10.1186/1476-069X-9-45
Cite this article as: Nastos et al.: Outdoor particulate matter and
childhood asthma admissions in Athens, Greece: a time-series study.
Environmental Health 2010 9:45.

Submit your next manuscript to BioMed Central
and take full advantage of:
• Convenient online submission
• Thorough peer review
• No space constraints or color figure charges
• Immediate publication on acceptance
• Inclusion in PubMed, CAS, Scopus and Google Scholar
• Research which is freely available for redistribution
Submit your manuscript at
www.biomedcentral.com/submit

