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This is a review of the adverse health effects of ambient air pollution in relation to residential wood combustion
in modern society. From a literature search of PubMed, nine relevant studies were identified. All of them
focused on the effects of short-term exposure such as asthma, respiratory symptoms, daily mortality, and lung
function. Substantial quantitative information was only found for acute asthma in relation to particulate matter
with an aerodynamic diameter of <10 µm. In comparison with the present general estimations for ambient
particulate matter and adverse health effects, the relative risks were even stronger in the studies in which
residential wood combustion was considered a major source of particulate matter. Thus there seems to be no
reason to assume that the effects of particulate matter in areas polluted by wood smoke are weaker than
elsewhere.

Key terms air pollution, asthma, biomass combustion, epidemiology, particulate matter, review, short-term
exposure, wood smoke.

The combustion of biomasses is the oldest and, overall,
most widespread energy source used in a variety of applications for heat and power production, as well as for
cooking. The everyday life for a majority of the people
in the world is dependent on fuels like wood, animal
dung, and crop residues, as well as coal (1, 2). Still, only
a small fraction (~11%) of the total global energy consumption is based on biomass fuels or other combustible renewable material and waste (3). In the industrialized world and colder climates, biomasses are mainly
used to produce heat either in large and medium-size
district heating systems or in residential wood log boilers, stoves, and fireplaces. An increasing interest in sustainable energy production has awakened globally, and
the potential for an increased use of biomass fuels, such
as carbon dioxide (CO2) neutral energy, is significant
(4).

1
2

However, combustion processes in general are major anthropogenic sources of many of the classical air
pollutants, for example, carbon monoxide (CO), nitrogen oxides (NOx), sulfur dioxide (SO2), and particulate
matter (PM), which have traditionally been associated
with different negative environmental health effects. The
contribution of SO2 and NOx from the combustion of
wood and other biomass fuels has today subordinated
the emissions from fossil fuels used in traffic, industry,
and energy production (5, 6). However, residential wood
combustion is often considered a major source of ambient local air pollutants, especially for hydrocarbons and
PM. Besides the major combustion products CO2 and
water, wood smoke mainly consists of a complex mixture of inorganic gases [eg, CO, nitrogen oxide (NO),
and SO2], volatile organic hydrocarbons (VOC), polycyclic aromatic compounds (PAC) and PM. PM can be
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fractionated as inorganic ash material, soot, and condensed organic material. CO, soot, and organic compounds are products of incomplete combustion, and the
amounts are strongly dependent on combustion efficiency. The most currently used residential wood appliances are relatively old, and, compared with modern wood
and pellet technology, the combustion conditions are
poorly optimized. This situation often results in considerable emissions of products of incomplete combustion.
In the United States, it has been estimated that up to
90% of the ambient wintertime PM2.5 (mass of particles
with an aerodynamic diameter of ≤2.5 µm) in Seattle,
Washington (7), and correspondingly 20–30% in Denver, Colorado (8), derive from residential wood combustion. With the use of 14carbon (14C) as a tracer for contemporary carbonaceous material, the contribution from
residential wood combustion to atmospheric carbon
bound to PM2.5 in the winter has been estimated to be
44% in Portland, Oregon (9), close to 30% in the urban
Los Angeles, California, area (10), and 65% in Elverum,
Norway (PM3.0) (11). Source apportionment studies using organic compounds in California have also identified residential wood combustion as one of the major
contributors to primary fine (PM2.0) particulate matter
(12). In Boise, Idaho, it has been estimated that most
(52–89%) of the extractable organic material in ambient PM derive from residential wood combustion (13,
14). In all but two (12, 14) of the aforementioned studies, 14C methods were used to identify the impact of residential wood combustion on ambient air quality. Other
methods, like chemical mass balance (7) and source apportionment with organic compounds (12), or combinations of different methods (8) have also been used. However, many of the studies are relatively old, and there
are large uncertainties associated with the estimations.
Current estimations are based on relatively few measurement campaigns, and uncertainties occur about the
actual emissions from different kinds of appliances during practical use. It is also of interest whether the contribution from residential wood combustion to some ambient pollution parameter used so far (eg, particle bound
carbon or PM10) also reflects the relevant impact on human health.
Today, the focus concerning emissions from residential wood combustion and its implications for air quality and human health is mainly on PM. Although some
work has been done, a relatively limited number of studies with careful characterization of the PM from residential wood combustion has been performed. PM from
residential wood combustion seems to be dominated by
submicron (<1 µm) particles with average mass diameters between 0.1 and 0.6 µm (15–18). The chemical composition or fractionation of the particles (inorganic ash,
soot, and organic material) varies with the combustion
conditions for different fuels in different apparatus. One
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early study distinguished between hot rapid burning and
cool-air-starved burning in a residential stove fired by
fir and oak (19). The hot burning resulted in a monomodal particle distribution with approximately 95% of
the particles being <0.6 µm, consisting of 20–60% carbon (primarily elemental carbon) but also some potassium, chlorine, and sulfur. Cool burning, on the other
hand, resulted in a bimodal distribution with 55–60%
as carbon (mostly organic carbon) and negligible
amounts of trace elements (<1%). Later studies have
also determined that the main fraction of the PM from
residential wood combustion is organic and elemental
carbon in different proportions (7, 15, 20). In large
and medium-size biomass combustion devices, the
combustion conditions are more optimized and stable, with considerably decreased amounts of soot and
hydrocarbons. The particle emissions are therefore
dominated by the inorganic (ash) constituents potassium, sodium, sulfur, and chlorine in the submicron
fraction, while a minor but varying fraction of coarse
(>1 µm) fly ash particles containing refractory elements
like calcium, silicon, magnesium, and aluminum can
also be present (21–23). If trace elements like cadmium, lead, and zinc are present in the fuel, they can be
volatilized during combustion in all kinds of appliances
and can be found as condensed species of submicron
PM (24).
Since the emissions from biomass combustion (eg,
residential wood combustion) include a complex mixture of the aforementioned pollution components, it can
be assumed that exposure to wood smoke is potentially
harmful to human health. There has been a relatively
extensive amount of work done concerning the adverse
biological effects and toxicity of both individual gaseous combustion by-products, for example, CO (25), NOx
(26, 27) and SO2 (28), as well as particulate air pollution (29–31). However, fewer studies have dealt with
the effects of exposure to wood smoke as a complex
mixture in different environments. Exposure to wood
smoke can occur both outdoors in the ambient air and
indoors as a result of direct release from cooking and
heating devices, leakage from boilers and stoves, or
the infiltration of outdoor air pollution. In addition,
some occupational groups (eg, firefighters) can be
exposed to different kinds of biomass smoke. When
the potential associations between wood smoke exposure and adverse health effects are in question, it
is important to consider the fact that the pollution concentrations often vary significantly between indoor and
outdoor environments and also between different geographic areas. In table 1, we have therefore roughly summarized the typical pollution concentrations of some
major air-quality parameters in different environments.
In general, indoor exposure is associated with higher
concentrations of many pollution components than
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Table 1. Pollution concentrations of some major air-quality parameters in different environments. (TSP = total suspended particles,
PM10 = particulate matter with an aerodynamic diameter of 10 µm, SO2 = sulfur dioxide, NO2 = nitrogen dioxide)
TSP
(annual mean
µg/m3)

PM10

SO2
(annual mean
µg/m3)

Annual mean
(µg/m3)

Daily mean
(µg/m3)

Ambient urban air
Developed countries
Developing countries

20–50 a
≤ 300 a

20–50 a
> 100 a

4–132 b
··
(peak conctration
≤ 2000)

Indoor air
Developed countries
Developing countries

··
≤ 2000–5000 a, e

··
··
··
300–3000 f
(peak concentration
≤ 30000)

NO2
Annual mean
(µg/m3)

1-hour maximum
(µg/m3)

20–40 a
≤ 300 a

20–90 a, c
20–90 a, c

75–1000 a, c
75–1000 a, c

··
··

≥ 200 a, d
≥ 200 a, d

≥ 2000 a, d
≥ 2000 a, d

a

WHO (54).
Atkinson et al (55).
c
Traffic-related pollution in cities.
d
In homes with gas heating and poor ventilation.
e In homes using biomass fuels for cooking or heating.
f
Bruce et al (33).
b

outdoor exposure is, although the relation between outdoor and indoor concentrations can vary significantly.
Exposure to indoor air pollution from residential
wood combustion is a major health concern, especially
in developing countries. The combustion of coal and
biomasses in the form of wood, dung, and crop residues
as domestic energy sources causes unhealthy indoor air
pollution in poorly ventilated houses. According to a
great number of epidemiologic studies, it has been estimated that indoor air pollution in developing countries
is responsible for nearly two million excess deaths annually caused by, for example, chronic obstructive pulmonary disease, tuberculosis, acute respiratory disease,
and cancer (32, 33).
In addition to epidemiologic studies, also animal toxicology and controlled human studies contribute to
the knowledge of the toxicity of different compounds
or pollution mixtures. However, no controlled human
exposure studies have been reported that deal with wood
smoke. On the other hand, more animal toxicology studies have been performed with wood smoke. In a recent
review, Zelikoff and her co-workers (34) have summarized the toxicology of wood smoke. Although the work
to some extent covers the issue from a human perspective, the focus and most extensively discussed area is
animal studies of wood smoke exposure. It has been
concluded that the inhalation of combustion products
from wood can probably have a significant impact on
pulmonary homeostasis and the exacerbation of ongoing disease processes. From a limited number of epidemiologic studies concerning either indoor wood smoke
exposure in rural areas or indoor wood smoke exposure
of children living in homes heated with wood-burning
devices, they concluded that children are more susceptible to wood smoke exposure than adults. The review

by Zelikoff and her co-workers finally stressed the uncertainties regarding both the associations between longterm wood smoke exposure and adverse health effects,
as well as the wood smoke component(s) that may be
responsible for the observed effects.
In an earlier review on the emissions and noncancer
respiratory effects of wood smoke by Larson & Koenig
(6), more attention was given to epidemiologic studies,
both from indoor and outdoor ambient exposure. A total of ten epidemiologic studies were reviewed, of which
five concerned ambient and indoor exposure. Of the five
ambient exposure studies, three dealt with children and
two with both children and adults. Coherence was found
between the data, especially for the children, showing
associations between wood smoke and adverse respiratory effects.
In light of the ongoing ambitions to increase the utilization of biomass-based energy, not at least in many
industrialized parts of the world, together with the increasing concern about air pollution and health, it is
important to study carefully the influences on air quality and human health in association with the current and
future use of such energy systems. Although a considerable amount of work concerning wood combustion
and its implications for air quality and human health has
been performed, many questions still remain. One such
urgent question is how residential wood combustion in
modern society contributes to ambient concentrations of
different air pollution parameters and how such pollution influences human health.
The objective with this study was to review the scientific literature concerning adverse health effects from
ambient air pollution in relation to residential wood
combustion in modern society and, if possible, to extract quantifications for the associations.
Scand J Work Environ Health 2003, vol 29, no 4
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Table 2. Summary of the epidemiologic studies (included in this review) on cardiopulmonary effects from exposure to ambient wood
smoke. (CO = carbon monoxide, CoH = coefficient of haze, FEV1 = forced expiratory volume in 1 second, FVC = forced vital capacity, IQR =
interquartile range, NO2 = nitrogen dioxide, O3 = ozone, COPD = chronic obstructive pulmonary disease, OR = odds ratio, FEV1 PC20 conc
= methacholine provocative concentration required to produce a 20% decrease in FEV1, PEF = peak expiratory flow, PEFR = peak expiratory flow rate, PM1 = particulate matter with an aerodynamic diameter of <1 µm, PM10 = particulate matter with an aerodynamic diameter
of ≤10 µm, PM2.5 = particulate matter with an aerodynamic diameter of ≤2.5 µm, RR = relative risk, SO2 = sulfur dioxide)
Study

Dependent variables Design and study size Location and period

Hales et al,
2000 a (38)

Daily mortality

Population study;
mean mortality (all
causes and ages) =
7.2 deaths/day

Yu et al,
2000 a (39)

Asthma symptoms
as PEFR, use of
medication, degree
of night awakening
due to asthma & a
symptom rating

Panel study with daily Seattle (WA), United
diaries; 133 children
States; November
(5–13 years of age);
1993–August 1995
average 58 (range
28–112) days

Exposure assessment

Christchurch, New
One monitoring site for
Zealand; June 1988– SO2, NOx, CO and PM10;
December 1993
24-hour PM10 = 0–187
µg/m3, mean =
28 µg/m3
Six, three & one monitoring sites for CO (6),
PM10 or PM1 (3) &
SO2 (1)

Confounding
control

Results

Temperature,
season, time
trend, day of
week, holidays

10 µg/m3 PM10 (lag1),
RR 1.01 (all causes),
RR 1.04 (respiratory
causes)

Day of week,
season, temperature, age, race,
gender, baseline
height, FEV1
PC20 conc

RR (OR) (for at least
one asthma symptom) (lag 1) = 1.30
per 1 ppm CO, 1.17
per 10 µg/m3 PM1 &
1.11 per 10 µg/m3 PM10

Sheppard et Daily hospital admis- Population study; per- Seattle (WA), United
al, 1999 a (40) sions for asthma
sons aged <65 years; States; 1987–1994
23 hospitals, mean 2.7
admissions/day

Up to three monitoring Temperature,
sites for PM10 & light
time trend &
scattering, two sites for day of week
PM2,5, four sites for CO,
one site for SO2 & one
for O3; 24-hour mean
PM10 31.5 µg/m3 &
PM2,5 16.7 µg/m3

IQR PM10 (19 µg/m3)
(lag 1), RR 1.05; IQR
PM2.5 (12 µg/m3) (lag 1),
RR 1.04; IQR CO
(0.9 ppm) (lag 3), RR
1.06; IQR O3 (20 ppb)
(lag 2), RR 1.06; PM
& CO found to be
jointly associated with
asthma admissions

Norris et al,
1999 a (41)

Daily hospital admis- Population study; per- Seattle (WA), United
sions for asthma
sons aged <18 years; States; September
6 hospitals, mean
1995–December 1996
1.8 admissions/day

Three monitoring sites Temperature, dew
for PM10 & light scat- point temperature,
tering (estimated PM2.5), time trend, day of
four sites for CO &
week, NO2 & SO2;
CO assumed to
two sites for NO2 &
CO; 24-hour PM10 8–70 be a surrogate
3
3
µg/m , mean 22 µg/m for stagnant conditions and not
included together
with PM10

IQR PM10 (12 µg/m3)
(daily average) RR
1.14; IQR PM2.5 (9.5
mg/m3) (daily average)
RR 1.15; IQR CO
(0.6 ppm)(daily
average) RR 1.10; no
impact of NO2 & SO2
on PM estimates

Vedal et al,
1998 (35)

PEF & respiratory
symptoms

One monitoring site for
PM10; 24-hour PM10
0–159 mg/m3, mean
22 µg/m3

Temperature, humidity, precipitation, time trend,
day of week &
month

For asthmatics an increase of 10 µg/m3 in
PM10 associated
with reduction of PEF
by 0.55 l/min and
increased odds of
cough with RR (OR)
1.08; associations
similar below 40 µg/m3

One monitoring site for
PM10, CoH, NO2 and O3;
more than 50% of the
PM10 values predicted
(r = 0.81); 24-hour
PM10 9–165 µg/m3,
mean 61 µg/m3

Temperature, humidity, precipitation, time trend,
day of week (also
interactions)

60 mg/m3 PM10 (lag 2),
RR 1.43 (low temperature), RR 1.11 (mean
temperature); NO2 were
significant only without PM10 in model

Lipsett et al, Daily asthma emer1997 (36)
gency room visits

Harré et al,
1997 a (42)

Panel study with daily
diary; asthmatic and
nonasthmatic children
(6–13 years); 206 children up to 492 days
within 18 months

Port Alberni, British
Columbia, Canada;
900501–920313 (except July & August
1991)

Population study; 3 hos- Santa Clara County
pitals during 368 days, (CA), United States;
mean 7.6 visits/day
winter seasons (November–January)
1988 & 1989–1991
& 1992

Respiratory symp- Panel study with daily Christchurch, New
toms & PEFR in
diaries; 40 subjects
Zealand; 3 months
subjects with COPD aged over 55 years
during the winter,
1994

Schwartz et al, Daily asthma emer1993 a (43) gency room visits

Population study; 2995
visits at 8 hospitals
during 13 months,
mean 7.1 visits/day

Seattle (WA), United
States; 1 September
1989–30 September
1990

One monitoring site for Previous day out- IQR PM10 (35 µg/m3)
PM10, NO2, SO2 & CO
come, temperature, RR 1.38 for chest
wind speed, time symptoms and no eftrend, other pollu- fect on PEF; IQR NO2
tants
(10 µg/m3) RR 1.42 for
increased inhaler use &
RR 2.81 for increased
nebulizer use
One monitoring site for
PM10, light scattering,
SO2 & O3; 24-hour
PM10 6–103 µg/m3,
mean 30 µg/m3

Temperature, seasons, day of week,
September peak
(and also other
models)

Asthma attendance for
persons under age 65
years associated with
PM10; 30 µg/m3 PM10
RR = 1.12; light scattering showed comparable associations

(contimued)
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Table 2. Continued.
Koenig et al,
1993 (37)

a

FEV1 & FVC

Panel study, follow-up
with repeated spirometry; 326 children (first
year) and 20 children,
all asthmatics (second
year) in grade 3 to 6

Seattle (WA), United
States; winter season
1988–1989 & 1989–
1990

Height, relative humidity, temperature,
parental smoking,
wood stove at
home, allergy or
asthma

For asthmatic children
an increase of 20
µg/m3 in PM2.5 was
associated with a
reduction of FEV1
(–34 ml) & FVC (–37 ml)

Not identified in the PubMed search but still filled criteria ii–v and thereby are relevant.

Subjects and methods
A literature search of PubMed was performed using a
search profile combining MeSH terms 3 with general
keywords. PubMed provides access to bibliographic information, which is drawn primarily from MEDLINE,
Pre-MEDLINE, HealthSTAR, and publisher-supplied
citations.
The search profile used in PubMed was as follows:
(air pollution [MeSH Terms] OR air pollutants [MeSH
Terms]) AND human [MeSH Terms] AND (wood [all
fields] OR biomass [all fields] OR biofuel* [all fields]
OR bio fuel* [all fields] OR pellet* [all fields]).
Based on the literature, search references that fulfilled the following inclusion criteria were included for
further analysis: (i) in PubMed (1965–2001) with the
previously described search profile, (ii) an epidemiological study, (iii) concerning adverse health effects from
ambient air pollution concentrations (not indoor or occupational exposure), (iv) from settings in which residential wood combustion was mentioned as an important air pollution source, (v) full scientific paper published in English (not review articles).
In addition, other scientifically published studies fulfilling criteria ii to v, although not found in the literature search, were also taken into consideration. Such
additional papers could be identified as (i) a reference
in, (ii) a reference related to, or (iii) a study from the
same area as a paper already included through the literature search.

Results
General search results
With the use of the search profile, altogether 614 references were initially identified in PubMed. The vast majority of them filled criterion i, ii, and v, and several of
them also filled criterion iii. However, criterion iv,

3

Two monitoring sites
for fine particulate with
light scattering (nephelometer) and PM2.5 (gravimetric)

which stated that the study should be from settings in
which residential wood combustion was mentioned as
an important air pollution source, showed high selectivity. Only three references (35–37) filled all five inclusion criteria. In addition, eight other relevant papers
(38–45) were also identified. However, two of the eight
were not considered for further analysis, one (44) because the air pollution monitoring parameter used (coefficient of haze) is an old method that is very difficult
to relate to current PM monitoring methods and the other
(45) because the study time period was relatively short
(4 months) and the statistical analysis so inadequate that
we considered it irrelevant. However, a significant
number (N=29) of the total 614 studies initially identified concerned indoor air pollution and adverse health
effects, of which 23 were epidemiologic studies involving respiratory symptoms and six involved cancer.
Overall, nine papers were included for further analysis, and they were either population studies (N=5) or
panel studies (N=4). In table 2 (on pages 254–255), the
included papers are briefly summarized according to design, content, and results.

Long-term exposure
We found no relevant long-term exposure studies with
health outcomes like cardiopulmonary mortality, lung
cancer, or chronic bronchitis.

Short-term exposure
The included studies focused on the effects of variations
of short-term exposure, such as asthma, respiratory
symptoms, daily mortality, and lung function. In table 3,
the studied health outcomes presented in the included
papers are summarized.

Environments
Only the following four different geographic areas have
been studied; Seattle, Washington, and Santa Clara

MeSH (Medical Subject Headings) is the controlled vocabulary of biomedical terms used by the National Library of
Medicine in the United States to describe the subject of each journal article. MeSH contains more than 19 000 terms
and is updated annually. Applying the MeSH vocabulary ensures that articles are uniformly indexed by subject
whatever the author’s words.
Scand J Work Environ Health 2003, vol 29, no 4

255

Health effects, ambient air pollution and wood combustion

Table 3. Summary of the addressed health effects and brief results from the reviewed papers. (CO = carbon monoxide, CoH = coefficient
of haze, PM1 = particulate matter with an aerodynamic diameter ≤1 µm, PM10 = particulate matter with an aerodynamic diameter ≤10 µm,
PM2.5 = particulate matter with an aerodynamic diameter ≤2.5 µm, O3 = ozone, SO2 = sulfur dioxide, NO2 = nitrogen dioxide, NOx =
nitrogen oxides, COPD = chronic obsructive pulmonary disease)
Effect

Reference

Subjects’ ages

Pollution indicators

Significant positive associations with

Daily mortality

38

All ages

PM10, SO2, CO, NOx

PM10

Asthma symptoms

39

5–13 years

PM10, PM1, SO2, CO

PM10, PM1, CO

40

<65 years

PM10, PM2.5, CO, SO2, O3

PM10, PM2.5, CO, O3

41

<18 years

PM10, PM2.5, CO, NO2

PM10, PM2.5, CO

36

All ages

PM10, NO2, O3, CoH

PM10

43

All ages

PM10, SO2, O3

PM10

Peak expiratory flow and
respiratory symptoms

35

Children

PM10

PM10 (asthmatics)

42

> 55 (COPD)

PM10, SO2, CO, NO2

PM10, NO2

Forced expiratory volume in 1
second and forced vital capacity

37

Children

Fine particulate, PM2.5

PM2.5 (asthmatics)

Asthma hospital admissions
Asthma emergency room visits

(grades 3 to 6)

County, California in the United States, Port Alberni,
British Columbia, in Canada, and Christchurch in New
Zealand. Five of the included studies were conducted
in the Seattle metropolitan area and two in Christchurch.

Exposure parameters
Different exposure assessment parameters were used in
the included papers. The most common indicators were
PM10 (8 studies), SO2 (5 studies), CO (5 studies), and
NOx/NO2 (4 studies). PM2.5, PM1, and ozone (O3) were
only occasionally used.

Associations
All of the studies reported positive significant associations between variations in air pollution level(s) and
adverse health outcome(s). PM was the parameter that
showed the most frequent and most obvious associations
with the addressed health effects. In all the studies using PM10, PM2.5, or PM 1 as an indicator, significant positive associations were found. PM10 was the most commonly used indicator for ambient particulate matter (8
studies). Overall, the relative risks (RR) between an increase in ambient PM10 with 10 µg/m3 and different
health outcomes varied between 1.018 and 1.117. CO
showed significant positive associations with the addressed effects in three out of the four studies (not
reference 35) including CO in the analysis. All three of
these studies were from the Seattle area and showed associations between increases in CO and the worsening
of asthma (RR 1.30, 1.07, and 1.17 per 1 ppm CO). Only
in one (35) of the four studies was an association with
NO2 established, while associations with SO2 or O3 were
not found in any study.
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Discussion
Only the effects of short-term exposure to air pollution
in relation to residential wood combustion has been
studied, with different asthma-related outcomes as the
most common measured effect. However, this is a general pattern in air pollution epidemiology. One reason
for the lack of data (long-term studies) is the difficulties in conducting epidemiologic studies on such longterm effects, when many potential confounding parameters (eg, smoking, occupational exposure, nutrition)
become difficult and expensive to measure and adjust
for. Associations with some measured health outcomes
were reported for particulate matter and, to some extent,
CO. Of these two air pollutants, wood smoke has probably a large relative effect on local air quality and also
long-term mean concentrations during heating seasons.
During the last few decades, many epidemiologic studies have been performed concerning ambient PM and
different health effects. Particulate matter in ambient air
is today generally considered an important indication
that air pollution causes adverse health effects. Epidemiologic evidence exists that links increases in PM mass
concentrations with cardiopulmonary disease and mortality, especially in association with short-term exposure
(31, 46–48), but also for long-term exposure (49).
Potential health risks have also been associated with air
pollutants other than PM, in both epidemiologic and
clinical or experimental studies (50). Elevated levels of
urban air pollutants are also associated with increased
cancer risks (49, 51–53).
We attempted to extract some kind of quantification
of the associations, but found that there was substantial
information only for acute asthma in relation to PM10
exposure. However, we compared the results from the
studies included in this review with the estimations for

Boman et al

the association between PM and health effects in the
general environment. For these comparisons we used a
guideline from the World Health Organization (WHO)
(54), a “state of the art” review (31), and a recent European study (55). WHO has established health-based air
quality guidelines (54) in which particulate matter is regarded as a key air pollutant and estimations are made
of the relative increases in various health parameters as
a function of PM concentrations. A recent review has
also summarized the associations between PM and adverse health effects (31). In addition, an extensive European study (55), also concerning respiratory hospital
admissions, has recently been reported. Therefore, in
figure 1, we have compared the results from the five
wood smoke studies with associations between increases in ambient PM10 and asthma symptoms, hospital admissions, and emergency room visits, together with one
study with associations for cough.
For health impact assessments it is important to
know if associations between an indicator of PM and
some health effect (eg, acute asthma) are the same regardless of the contribution from different sources (eg,
residential wood combustion), that is, if we should
assume the same dose-response function. Due to differences in the statistical analyses (inclusion of covariates)
and presentation of the results (selection of lag times)
it is difficult to compare the results from different

studies. However, figure 1 gives some indications of the
relations. All the included studies showed significant
positive associations and, in comparison with the estimations of WHO and other “state of the art” estimations concerning ambient PM and health, the effects
(RR) are even stronger in the few studies in which residential wood combustion is considered a major PM
source. Thus there seems to be no reason to assume that
the health effects associated with PM in areas polluted
with wood smoke are weaker than elsewhere. However, there are not enough data to allow for a comparison
of different PM indicators (eg, if PM10 is better than
PM2.5, etc).
We found only these few studies in which residential wood combustion was identified as a (or the) major
source of ambient air pollution. One reason can be that
wood smoke emissions are often the dominating air pollutant only in rural areas and small towns and that there
are difficulties associated with studying sparsely populated areas using epidemiologic methods. However, of
the four studied areas, only Port Alberni can be considered a small rural town, while the other three are large
cities. Nevertheless, residential wood combustion has,
in these urban areas, been considered a major source
of ambient air pollution. In Seattle, three of the five
studies (37, 40, 41) refer to the same reference (56), in
which source apportionment estimations indicate that,

Asthma hospital admissions
WHO *
Pope & Dockery *
APHEA 2 (0-14 years)
APHEA 2 (15-64 years)
Sheppard et al (< 65 years)
Norris et al (< 18 years)
Lipsett et al (all-mean temp) **
Lipsett et al (all-low temp) **
Schwartz et al (< 65 years) **

Asthma symptoms
WHO *
Pope & Dockery *
Yu et al (5-13 years)

Cough
WHO *
Vedal et al (6-13 years)

1.00
* summary estimates
** emergency room visits

1.02

1.04

1.06

1.08

1.10

1.12

1.14

1.16

1.18

1.20

Relative risks

Figure 1. Relative risks for different morbidity outcomes in association with a 10 µg/m3 increase in PM10 (particulate matter with an aerodynamic
diameter of <10 µg) with 95% confidence intervals as error bars. The studies in which wood smoke was considered a major air pollution source are
shown by closed columns, and the comparison estimates are represented by open columns (temp = temperature, APHEA2 = European study by
Atkinson et al (55), WHO = World Health Organization).
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during the heating season (October-March), >80% of the
ambient PM2.5 derives from wood burning devices. In
the fourth study (43), the authors stated, without any reference, that “the primary source of fine particulate matter in residential neighborhoods during the winter heating season is from wood burning”. In the fifth Seattle study (39) the origin of the air pollution was not
mentioned at all. In the Santa Clara County study
(36), a reference is given (57) in which the source
apportionment estimate indicates that an average of
45% of wintertime PM10 derives from residential wood
combustion. In the Port Alberni study (35), it is only
stated that “main sources of ambient particulate pollution are the pulp mill boilers and residential wood burning”, without any references being given. The first
Christchurch study (38) states, without a reference, that
“domestic fires (both coal and wood) and motor vehicles are primary sources of air pollution”. In the later
Christchurch study (42), however, the authors refer to a
local emission inventor study (58) and, according to a
personal communication, the authors make the assumption that most of the ambient PM10 in Christchurch derives from residential wood combustion (personal communication with Professor Tord Kjellström, New Zealand Environmental and Occupational Health Research
Center, and Department of Community Health, The
University of Auckland, New Zealand). Accordingly,
only in studies from two areas (Seattle and Santa Clara
County), does there seem to exist some published material that confirms that residential wood combustion is
a major source of ambient PM in the areas. In the other
two areas (Port Alberni and Christchurch) the assumptions are not that strong, and, therefore, the interpretation of the results from these studies is more uncertain.
However, the reviewed studies included in the comparison in figure 1 are in fact from Seattle (39–41, 43) and
Santa Clara (36), where residential wood combustion
has been identified as a major source of atmospheric PM
concentrations. Nevertheless, the small number of studies, as well as the uncertainties about the actual contribution from residential wood combustion to ambient
concentrations of PM, limits the conclusions about the
adverse health effects associated with exposure to air
pollution related to residential wood combustion at this
time.
In most of the studied areas, residential wood combustion was expected to be an important source of ambient PM mainly during the winter season. Yet, several
studies used observation periods of years, including
months in which wood smoke pollution was not a major factor. However, only two (35, 40) of the reviewed
studies reported seasonal effect estimations, and, in one
study (43), the issue was, to some extent, addressed in
the discussion. Vedal et al (35) found the effect estimates for the autumn-winter period (September-March)
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essentially identical with those for the spring period
(March-June), although with different standard errors.
Sheppard et al (40) have also made season-specific estimates (for an increase in the interquartile range), which
were negative (not significant) for summer, but were
higher for spring and fall than for the winter season. The
separate winter estimate was close to significance. The
authors further suggested that their results indicate a persistent effect of pollution from automobiles on health.
In the study of Schwartz et al (43), the effect estimations were based on the whole study period (1 year), and
they suggest that the high PM concentrations in association with asthma visits during the winter reflect, in
large part, the toxicity of wood smoke. However, they
also comment on the fact that these associations continue even at relatively low PM concentrations, and,
therefore, wood smoke is probably not the only contributing factor.
As emphasized in this paper, as well as in previous
work, the general focus today regarding air pollution and
health is, to a large extent, on PM. Much attention in
the ongoing work within this field is therefore given to
the emission characteristics and possible links between,
for example, particle properties and different adverse
health effects. However, the amount of data concerning
detailed physical and chemical characterizations of the
particle emissions from different combustion technologies is still limited. In addition, any specific particle
property or component responsible for the toxicologic
effects have not yet been identified, but the importance
of particle properties other than mass concentration, like
chemical composition, particle size, and number concentration, has been emphasized (59, 60).
In this study we have focused on residential wood
combustion in modern society. A limited number of relevant studies has been performed in which residential
wood combustion has been identified as a major source
of air pollution. Significant information was only found
for a relationship between acute asthma and PM10 exposure, and the associations between PM exposure in
areas polluted by wood smoke seem at least not to be
weaker than elsewhere. The results, although associated with significant uncertainties, indicate higher risk
estimations (RR) for areas polluted by wood smoke, especially for children. This finding also agrees with today’s general consensus that exposure to wood smoke,
even in ambient concentrations, is associated with adverse respiratory effects. Globally, the topic of residential biomass combustion is also of major concern in
developing countries, both from a global warming and
human health perspective. To facilitate a significant increased future use of biomasses as an energy source, it
is therefore important to evaluate the total impact on the
environment and human health from the use of different fuels and combustion techniques.
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